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Background

Figure 1

Materials and Methods
With the aim to determine Alpha/EMG-BFT effects MP rating, STAI and Motivation
competence Inventory were applied before and after Alpha/EMG-BFT in 51 musical students. The
participants were suggested that the aim of the training was "to attain a state at which achieving
high quality MP would be complimented with a feeling of easiness and comfort". 26 students
(experimental group) completed 18-20 Alpha/EMG-BFT sessions while the control group had usual
musical practice. Groups were balanced in age, gender, musical specialty and length of MP
experience. Those participants who demonstrated increasing alpha and decreasing EMG after
Alpha/EMG-BFT were called "Responders" – (white bars), others –"Nonresponders"(black bars)

In the rest condition alpha power, alpha peak frequency
and band width increased more in responders than in non
responders of experimental group and in responders of the
experimental more than responders of the control group (fig
4).
First session training efficiency in responders was lower
than in nonresponders and increased after 20 sessions only in
experimental group,(fig.5)
Who are Responders to biofeedback?
In baseline pre-training condition Responders of
experimental group, had lower alpha frequency, MP score and
training efficiency, than Non responders.
Who are Responders to usual practice?
In the control group alpha power increased in Responders
who have higher MP, alpha peak frequency and single NFT
session efficiency than Non responders
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The multiple risk factors for injuries to instrumental musicians include those due to the
requisites of playing the instrument, such as extra muscle tension, and others that relate to unique
psycho- emotional attributes of the individual musician. These interacted risk factors associated
with alpha EEG activity failure and extra muscle tension (Bazanova et al 2003)(Fig.1). So special
simultaneous alpha stimulating and EMG decreasing biofeedback training (Alpha/EMG-BFT) was
developed for musical performance(MP) ability enhancement

Results
Those participant who after 20 training sessions
simultaneously increased alpha power and decreased frontal
muscle tension were called Responders (white bars on the
figures 2-4).There were 18 Responders in experimental and 8 in
control group. After Alpha/EMG-BFT
Responders demonstrated increase MP fluency and selfactualization scores, while anxiety was decreased after 20
training sessions both in experimental and control groups(fig.3)

Effects of demographic variables on the Peabody Picture Vocabulary TestTestRevised in Greek

Figure 2

Figure 3
*-p<.05 in Responders vs Nonresponders, arrow – p<.05 experimental vs
control

Figure 4
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Background
Assessment of lexical/semantic knowledge -the ability
to retrieve phonological, lexical, and semantic
information from long term memory- can be
performed with a variety of tests varying in response
requirements. The goal of the present study was to
explore the psychometric characteristics of the
Peabody Picture Vocabulary Test-Revised (PPVT-R)
adapted in Greek and to examine effects of
demographic variables on performance.

Materials and Methods
The word stimuli in the original version of the PPVT-R
were initially translated into Greek. Based on a pilot
data set (70 subjects aged 50–70 years without history
of neurological or psychiatric disorder), 2 items were
excluded, the target stimulus was altered in 44 plates,
and the order of presentation was changed based on
relative rank of item difficulty. The final version
consisted of 173 items, and was administered to 512
Greek participants aged 50–95 years.

Results
Cronbach’s alpha was .95 and the stability index for the total score was satisfactory (test–retest r = .88). The partial
correlation coefficient between age and PPVT-R scores, independent of educational level, was –.28. The partial
correlation coefficient between educational level and PPVT-R scores, independent of age, was .55. ANOVAs with
educational level, age, and gender as between-participants factors revealed a significant main effect of gender [F(2,
444) = 14.47, p < .0001, ɻ2 = .03]. A significant age by educational level interaction was also found [F(2, 444) = 4.16, p
< .003]. Follow-up simple main effects of age were significant for individuals in both the highest and lowest education
levels. Educational level simple main effects were found for every age group.
Conclusions
Age effects appeared to depend on educational level, and, surprisingly, they were noted for individuals in both the
highest and lowest education levels. However, these effects were very small (8% of the variance accounted for
uniquely by age). Significant decline in performance was found after the 7th decade. Changes in the functional
capacity of the brain with normal ageing have been widely reported, and include neuronal loss and generalized
atrophy, myelin changes, and the appearance of sporadic neurofibrilary tangles (e.g. Buckner, 2004). Additionally, a
reduction in everyday level of mental and/or physical activity in the older participants should also be considered as a
potential contributing factor to age-related decline in test performance (Zec, 1995). The effects of level of education,
as indicated by years of formal schooling, were generally stronger than those of age. Education level alone accounted
for 30% of variance in PPVT-R scores. Educational level may affect performance on verbal tests, and especially those
measuring lexical knowledge, directly or indirectly, as a proxy for higher professional attainment, further formal
linguistic experience, and cognitive reserve, and also as an indicator of increased experience in formal testing
situations (Ostrosky-Solis, Ardila, Roselli, Lope-Arango, & Uriel-Mendoza, 1998). For the gender effect, it has been
suggested that it is cohort dependent, reflecting greater casual reading experience of males than females among
older adults (Glenn, 1994). Item-specific gender bias may also be presented by certain items that may be more
familiar to men.

Figure 5
Conclusions
1) Alpha/EMG Biofeedback training is capable to enhance musical performance and self regulation ability more than
usual musical practice training.
2) The efficiency of musical training depends on baseline individual alpha frequency: training complemented with
Biofeedback is more efficient in students with low (<10 Hz) than high (>10 Hz) alpha peak frequency, but usual practice training
is more efficient in high, than low alpha frequency students.
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Effects of demographic variables and health status on brief vocabulary measures in Greek
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Background
The Boston Naming Test (BNT) assesses visual confrontation naming. Performance on this test requires recognition of the
depicted object, retrieval, and verbal production of the lexical label associated with it. Age and education effects on BNT
have been reported for older individuals (Au et al.,1995). Gender effects are equivocal, with some researchers reporting
that gender had no effect on BNT scores (Fastenau, Denburg, & Mauer, 1998), while others found that males performed
better than females (Randolph, Lansing, Ivnik, Cullum, & Hermann, 1999). The aim of the present study was to explore
age, gender, and education effects on performance on the BNT adapted in Greek.
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Background
Assessment of lexical/semantic knowledge is essential on a number of diagnostic situations. Since more than one test is typically required, brief assessments
would be useful as part of an extensive neuropsychological battery. The present study describes the development of short forms of two such tests adapted in
Greek and reports the effects of demographic variables and health status on performance.
Materials and Methods
Tests used were PPVT-R and BNT adapted in Greek (Simos, Kasselimis, and Mouzaki, 2011). The sample consisted of 468 healthy subjects aged 50–84 years.,
divided in three educational level groups (0-6, 7-12, and 13+ years of formal schooling) and three age groups (50-59, 60-69, and 70-84). Initially items on each
test were ranked on the basis of item difficulty and item–total correlations. In order to ensure that the short forms would cover a wide range of difficulty each
item list was split in three equal parts. The items with the best item–total correlations in each part of each test were initially selected for the short forms.
Further, items were eliminated by excluding item difficulty ties.
Results

Materials and Methods
All of the stimuli were administered in their original order to 70 subjects aged 50–70 years without history of neurological
or psychiatric disorder as part of a pilot study. Based on the pilot data set 15 items were excluded, and the order of
presentation was changed based on mean score for each item. The final version (45/60 items) was administered to 512
Greek participants aged 50–95 years.
Results
Cronbach’s alpha was .93 and the stability coefficient was r = .84. The partial correlation coefficient between educational
level and BNT scores controlling for age was .50. The correlation between age and BNT scores, independent of
educational level, was –.40. ANOVAs were performed on total correct BNT scores without cueing with education level,
gender, and age as between-participants factors. There were significant main effects of gender [F(1, 450) = 16.54, p <
.0001, ɻ2 = .035], age, [F(1, 450) = 38.50, p < .0001, ɻ2 = .15], and educational level [F(1, 450) = 72.40, p < .0001, ɻ2 =
.24], but no interactions between the three factors. Post-hoc Bonferroni-corrected pairwise comparisons indicated
significant differences between all age group pairs, but also between all educational level group pairs (p < .0001).
Conclusions
The present data confirm previous studies with large samples of English-speaking adults reporting age (e.g., Heaton et al.,
1999) and education (e.g., Fastenau et al., 1998) effects on BNT performance. Age effects on naming are perhaps more
readily accountable as the result of decreased ability to retrieve word forms from long-term memory with advanced age
(Burke, MacKay, Worthley, & Wade, 1991). A gender effect (higher scores by males) has been reported previously (e.g.,
Zec et al., 2007) although not universally (e.g., Fastenau et al., 1998).Overall the present study demonstrates mild
deterioration in naming with advancing age. The effects of educational level outweighed those of age.
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PPVT-R-32
The final short form consisted of 32 items (PPVT-R-32). Overall test-retest
correlation coefficient was r = .86. Pearson correlation coefficients between scores
on the full and short versions ranged between .83 and .96, among age groups. The
total rate of disagreement between the two versions was 5% and 2.7% using z < 1.5
and z < 2 as cut-off respectively. The partial correlation coefficient between age
and PPVT-R-32, controlled for years of formal schooling, was -.29, whereas
corresponding coefficient between educational level and PPVT-R-32, independent
of age, was .59. ANOVAs revealed a significant main effect of gender, F(2, 405) =
13.91, p < .0001, ɻϸ = .03. A significant age by education level interaction was also
found, F(2, 405) = 3.20, p < .013. Follow-up simple main effects of age were
significant for individuals with 0–6 years (p < .001, Șð = .10) and 13+ years of
education (p < .0001, Șð = .14). Post-hoc Bonferroni-corrected pairwise
comparisons revealed that older adults (70+ years old) performed worse than
individuals in the other two groups, but only if they had elementary or higher
education (p < .001). Education-level simple main effects were found for every age
group (p < .0001, Șð = .32, .38, and .42 for the 50–59, 60–69, and 70+ age groups,
respectively).

BNT-20
The final short form consisted of 20 items. The overall test-retest
correlation index was r = .83. Pearson correlation coefficients
between scores on the full and short forms ranged from .92 to .96
among age groups. The partial correlation coefficient between
educational level and BNT-20 scores controlling for age was .50.
The educational level-independent correlation between age and
BNT-20 scores was -.40. The total rate of disagreement between
the two versions was 3.1% and 1.5% using z < 1.5 and z < 2 as cutoff, respectively. ANOVAs revealed significant main effects of
gender, F(1, 450) = 16.54, p < .0001, Șð = .035, age, F(1, 450) = 38.83,
p < .0001, Șð = .15, and education level, F(1, 450) = 72.05, p < .0001,
Șð = .24, but no interactions between the three factors. Post-hoc
Bonferroni-corrected pairwise comparisons revealed that older
adults (70+ years old) performed worse than individuals in the
middle age group who in turn performed worse than younger
adults (50–59) on both versions of the test regardless of education
(p < .0001).

Health effects
Two sets of analyses were conducted. The first set attempted to determine whether systemic disease had a mediating effect in the relation between test
scores and demographic variables. The cumulative incidence of health problems significantly increased with age (r = .29). However, age remained a
significant predictor of performance, independent of gender and reported incidence of common medical problems (diabetes, hypertension, heart disease,
and medically treated psychiatric problems). The health and gender-independent contribution of age to test performance was found to be 11% for PPVT-R32, and 18% for BNT-20. The second set of analyses assessed the impact of general and neurological health status on test performance independent of age,
education, and gender. A large sample of 512 participants (including those with a history of TBI or stroke/CVA) was used. Initially, a series of multiple
regression analyses were performed with age- and education-adjusted z scores for each of the three tests as the dependent variable. Six categorical
independent variables were entered together in each of these analyses including gender and five variables representing presence or absence of history of
the following reported health conditions: TBI with loss of consciousness, stroke/CVA, diabetes, hypertension or other heart disease, and non-psychotic
psychiatric condition receiving psychotropic medication. The overall model was significant only for PPVT-R-32, Adj. R² = .07, F(7, 422) = 5.39, p < .0001.
History of diabetes, stroke, and current medically treated psychiatric disorder (anxiety disorder or depression) appeared to significantly, and independently,
affect performance on PPVT-R-32. Results were essentially identical when the full Greek versions of each of the three verbal tests were entered as
dependent variables.
Conclusions
Total rate of inconsistent classification of persons with very low scores based on the short forms was less than 3%, highlighting adequate potential sensitivity
for clinical purposes. The equivalence of the two versions of each test was further attested by similar patterns of relationships with demographic variables.
Indices of internal consistency and test–retest reliability were very good for both tests. Significant effects of health status were observed independent of
age, raising the possibility that these factors may compound the influence of “normal” ageing on verbal ability. Overall, the present data suggest that, at
least in the general population, short forms are as sensitive as the full versions of each test. However, the clinical utility of the short forms requires further
examination through data obtained from Greek aphasic patients.
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Background
The ability to assess the existence and extent of comprehension difficulties is essential in order to obtain a meaningful performance/deficit profile of the
patient. Assessment of sentence-level aural comprehension (SLAC) can be performed with a variety of tests varying in response requirements. A brief and
easy to administer measure, not requiring an overt verbal or a complex motor response, is essential in any test battery for aphasia. The goal of the present
study was to adapt a test of aural comprehension in Greek, (Comprehension of Instructions in Greek: CIG) and explore age and educational level effects on
performance.

Materials and Methods
Test Adaptation
The set of 14 verbal commands in the original version of the Comprehension of
Instructions from the NEPSY (Korkman et al., 1998) were initially translated into
Greek. Pilot data (N=70, aged 50-70 years) did not indicate the need to
eliminate any items or change the order of item presentation.
Standardization sample.
Participants were 496 individuals aged 47-83 years (295 women). Test-retest
data were obtained from 20 participants within a period of 1-2 weeks.

Patients with aphasia
Patients with aphasia were 17 individuals (3 women) aged 36-84 years
(Mean: 59.65, SD: 12.13) with 6-16 years of formal education (Mean:
9.3, SD: 3.5 years), Testing was performed between 4 and 12 months
post stroke, and included the Boston Diagnostic Aphasia ExaminationShort Form adapted in Greek (Tsapkini, Vlahou, & Potagas, 2009). On
the basis of their BDAE scores, patients were classified as relatively
fluent (n = 10) or severely dysfuent (n = 7) using a cutoff score of 3 on
the Fluency and Naming subscales.

Results
The stability index for the total score was satisfactory (test-retest r = .70). Chronbach’s alpha was .76 for the entire sample. The partial correlation coefficient
between age and CIG scores, independent of education, was -.29. The partial correlation coefficient between education and CIG, independent of age, was
.37. ANOVAs with educational level, age, and gender as between subjects factors, revealed significant main effects of age, F(2,446) = 21.30, p < .0001, ɻϸ = .09
(lower scores with increasing age) and education level, F(1,446) = 70.51, p < .0001, ɻϸ = .14. A significant age by education level interaction was also found,
F(2,446) = 5.03, p < .007. Follow-up simple main effects of age were significant across education level groups. Post-hoc Bonferonni-corrected pairwise
comparisons revealed a significant age effect between the 47-55 and 56-69 year old groups of persons with 0-9 years of education (p < .0001) and a
somewhat smaller age effect (p < .04) between the 56-69 and 70-83 year old persons who had received 10 or more years of formal education. Education
level simple main effects, although significant for every age group were considerably smaller in effect size among individuals aged 47-55 years (p < .036, ɻϸ =
.03, p < .0001, ɻϸ = .23, and p< .0001, ɻϸ = .20 for the 47-55, 56-69, and 70-83 age groups, respectively). On average, both aphasia subgroups showed
comparable CIG performance which was more than 1.5 SDs below the corresponding age- and education level-adjusted mean. In constrast, only fluent
aphasics displayed significantly impaired performance, on average.

Conclusions
Based on indices of internal consistency and test-retest reliability, the scale displayed fair internal consistency and discrimination at the item level (Nunnally
and Bernstein, 1994). The present data confirm previous studies (Ivnic et al., 1996) reporting significant educational effects on SLAC. In contrast, results on
the effects of age on performance do not agree with previous findings (Lucas et al., 2005), suggesting that SLAC is not resistant to age effects. Moreover, the
preliminary results generated by analyses of the patients’ scores are equivocal. Both aphasia subgroups showed comparable CIG performance which was
more than 1.5 SDs below the corresponding age- and education level-adjusted mean, while only fluent aphasics displayed significantly impaired
performance, on average. This provides a preliminary indication for our SLAC test’s sensitivity. Nevertheless, one should have in mind that these are
preliminary data and that our patient group was highly heterogeneous. Moreover, virtually all patients showed fluency deficits and the cut-off criterion used
to form the two patient subgroups was largely arbitrary. Future studies with larger aphasic samples are needed in order to predict the adequacy of the
reliability and construct validity of the CIG with respect to clinically important indices, such as sensitivity and selectivity. Although suggestive of the test’s
potential clinical sensitivity the present, preliminary patient data are not sufficient to make a robust statement on this issue.
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OBJECTIVES:
Electroencephalographic (EEG) biofeedback represents a
sophisticated technique that can be used to enable an individual to
learn how to modify his own brain activity, which may lead to
changes in both mental and physical behaviour. Simultaneous
increasing alpha power and decreasing forehead muscle tonus
helps to improve musical performance abilities (fig.1)
THE AIM:
In this study we examined the effects of neurofeedback training
(NFT) to enhance upper alpha power and simultaneously decrease
EMG on changes in the EEG, improvements in cognition and
alterations in heart rate variability.
METHODS
Twenty seven healthy male subjects (18-34 years) took part in 10
training sessions aimed at increasing power in individual upper
alpha range. Fourteen of these participants were given real
feedback based on changes in the power of their upper alpha
range and EMG whilst the remaining 13 were given sham feedback
and acted as controls (fig 2). Measures of semantic working
memory, creativity and heart rate variability were taken prior to
and following the 10 training sessions, and again after a one
month delay.
Those participants who demonstrated increase alpha power in
resting condition after 10 training sessions were called Responders
(white bars on the figures), those who did not – non responders
RESULTS
showed that only Responders given real feedback
exhibited an increase in their resting alpha peak
frequency, power in the individual upper alpha range
and an overall increase in alpha band width (fig.3).
NFT responders demonstrated in baseline resting
condition significantly lower(p<0.05)
alpha peak
frequency (9.6 Hz) than non responders (11.2 Hz)
Mock NFT group responders opposite – higher 11.0Hz
vs 9.7 Hz in non responders
There was also evidence of increased heart rate
variability (pNN50), although this was found only for
responders who have low baseline alpha
frequency.(fig.4)
Furthermore, providing such feedback training
eliminated the alpha power decrease seen during
completion of an arithmetic task in both responders
and non-responders, and this was maintained after a
delay of one month (fig.5).
In addition, Responders given real feedback also
exhibited an increase in the accuracy of their semantic
working memory performance as well as enhanced
creative fluency. In contrast, those given the mock
feedback showed no such effects (fig 6).

Figure 1

Figure 2

Figure 3

Figure 4

figure 5

Figure 6

Conclusion:
Our findings suggest an alpha-EEG biofeedback role in cognitive enhancement, clinical practice and brain-computer interface technology.
These findings from this study will not only influence our understanding of the role that alpha activity plays in cognition but will also have
important implications for the applied use of EEG biofeedback in studying cardio-cerebral interrelations.
The research was supported by BIAL 45/08 and RHFI (10-06-00265a)
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The frequency shift in the EEG alpha band
during optimal performance by marksmen

����������� �������������������

Dmitry Napalkov1, Roxana Salykhova1,2, Patritsiya Ratmanova1, Mikhail Kolikoff2

���������������������������������������������������������������������� �����������������!�� �������
"��������������#��������������� �����

1 - M.V.Lomonosov Moscow State University, Faculty of Biology, Department of Higher Nervous Activity, Moscow,Russia
2 - Russian State University of Physical Education, Sport and Tourism, Department of Shooting Sports, Moscow, Russia

Introduction

EEG biofeedback holds the potential for retraining brain electrical activity to enhance performance in athletes in various sports (see
e.g., [1]). Nevertheless, the question of “precisely what brain activity should be trained” is far from clear. It is well known that skilled
marksmen show a rise in amplitude of the EEG alpha rhythm during the aiming period, which is especially strong in the left
temporal area. This phenomenon has been considered as a correlate of reduced activation in the related cortical areas during
automated performance [2], shot-related intention [3], or denoting a shift from visual to somatosensory attention [4]. However,
progress in understanding the mechanisms of this pre-firing increase in the alpha rhythm is hampered by lack of detailed
knowledge of its characteristics. Hence, we examined the phenomenon using a more detailed analysis of the alpha rhythm
components in terms of its frequency and spatial domains.

Methods
EEG was recorded at 13 scalp locations in 6 world-class marksmen (members of Russian National
Team) and 12 novice shooters:
during aiming
in control conditions (eyes closed, eyes opened)
Spectral power was analyzed in alpha 1 (7-9 Hz), alpha 2 (9-11 Hz) and alpha 3 (11-14 Hz) bands.

Results
In all analyzed bands, the spectral power decreased in the
novices and increased in the marksmen during the aiming
period of a target pistol shooting task, compared to the eyesopen rest condition. The highest values during the aiming
period were obtained in the marksmen in the alpha 3 band.
Novice

Interestingly, the spectrum peak of alpha band during the
aiming period is not the same as for rest with eyes closed in
the same individual. Each marksman showed an increase in
EEG frequency during shooting.

Expert
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Note significant depression of alpha power in novice,
but not in expert shooters.

Summary
For a methodology of neurofeedback in sport shooting it could
be important to realize that in marksmen we are probably
dealing with a phenomenon other than alpha rhythm in its
usual classical definition. Nevertheless, such findings provide
some plausible targets for EEG biofeedback training.
Perspectives
Wireless equipment &
biofeedback provide
new perspectives for
applying the results of
this work to shooters'
training.

EEG spectrum during the aiming period and the rest conditions
in the world-class marksman (occipital area)
The mean group frequency of alpha rhythm (that of maximal amplitude with
eyes closed, and depressed when eyes are open) was 10 Hz and the mean
group frequency of alpha activity just before shooting was 12.6 Hz.

References
1. T Harkness: Psykinetics and Biofeedback: Abhinav Bindra wins India's
first-ever individual Gold Medal in Beijing Olympics. Biofeedback 2009, 37
(2): 48-52.
2. B Hatfield, A Haufler, T Hung, T Spalding: Electroencephalographic
studies of skilled psychomotor performance. J Clin Neurophysiol 2004, 21
(3): 144-156.
3. J Shaw: Intention as a component of the alpha-rhythm response to
mental activity. Int J Psychophysiol 1996, 24 (1-2): 7-23.
4. D Napalkov, M Kolikoff, P Ratmanova, V Shulgovsky: Aiming in sport
shooting: An interaction between visual and somatosensory systems.
Perception 2006, 35 (Suppl.): 189.

For further information
Please contact napalkov@neurobiology.ru
More information (in Russian) on this and related projects could be obtained at:
www.neurobiology.ru

��������

�

Averaged maps of alpha-rhythm spectral power of novice and expert
shooters during aiming. + - p<0,05, * - p<0,01, Mann-Whitney U test.
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DEPRESSION AND BUPROPION - our experience
-Case Report-

1

Health Center - Community Health Center Prijedor, Republic of Srpska, Bosnia and Herzegovina
Since ICD-10 diagnostic criteria for recurrent depressive disorder (current episode severe,
non-psychotic) have been fulfilled hospital treatment was suggested. Ms M.V. explicitly rejected
such proposal, but voluntarily accepted proposed treatment plan that would be carried out in
CMHC: psycho-pharmacotherapy, involvement in psychotherapy (team work), creating and
signing
the anti-suicidal contract, conducting additional examinations (exclusion of
organic/physical causes) and try to establish the cooperation with her’s family.

Now days, depression is observed
as a complex problem: globally
(worldwide appearance among all
social groups, affecting different ages
and both sexes), medically (increased
morbidity and mortality, recurrence,
difficulties in diagnosing of disease and
total length of complex treatment),
individually (connected to death,
suicide risk, subjective feeling of
suffering, decreased quality of living
and co-morbidity), economically (high
medical costs and work inefficiency
and/or disability )1. Depresion is often
remained unrecognized, resulting in a
large number of untreated and/or
inappropriately treated patients.

Source: Wikipedia

INTRODUCTION

Source: www.apa.org
Vincet van Gogh: „At Eternity's Gate“ (1890)

THERAPEUTIC PROCESS

Reduction of the number of people affected by untreated depression in our
environment can be improved by wider preventive actions (continuous
information to the general population about mental disorders combined
with good outcomes of their treatment and primary care screening tests such
as Patient Health Questionnaire-PHQ-9, Hamilton Depression Rating
Scale-HRSD and Zung Self-Rating Depression Scale), than creating
connection between all health and social factors of importance for patients
suffering from depression (health care, workplace, family and environment)
and by combined treatment of depressed patients (antidepressants,
psychotherapy and sociotherapy).

PSYCHO-PHARMACEUTICALS began to use since the first day of a treatment: dosage of
selected antidepressant (fluoxetine) has been increased progressively - forthnightly, starting from
20 mg (up to 60 mg) with symptomatic therapy (anxiolytic and hypnotic). Twelve weeks period of
using fluoxetine did not led to significant reduction of difficulties or significant improvement:
HRSD = 20, Zung = 75, with significant side effects. Therefore, fluoxetine discontinuity was
gradual (over the period of 4 weeks) with continued usage of large doses of benzodiazepines and
additional evening dosage of sulpiride (200 mg). Two weeks after fluoxetine discontinuity Ms
M.V. began to use bupropion5 in a single morning dose of 150 mg. After 2 weeks of using
bupropion initial improvement has been noticed : falling asleep improved, felt resed and ate
more regularly, and therefore have reduce doses (by 50%) of anxiolytics and sulpiride. A month
from the beginning of bupropion use, control scales were significantly improved (HRSD = 16,
Zung = 53), and Ms M.V. had significantly harmonized willing-urge dynamisms, except more
difficult in socialization. Economic situation has not significantly changed, and family
relationships were described as “tolerable”. Continuing with the same dosage of bupropion (150
mg), benzodiazepines and sulpiride where excluded during a following month.

BUPROPION

Source: Wikipedia

1

Goran Račetović

New-generation antidepressant with a dual
mechanism of action (NorepinephrineDopamine Reuptake Inhibitors) 2 : it does
selective inhibition in storekeeping
norepinephrine and dopamine along with the
absence of monoamine-oxidase inhibition and
serotonin reuptake.

FAMILY support has been a weakest part
of the entire treatment. The first ten weeks
Ms M.V. had frequent deterioration,
because family had no insight into her
condition, and stress was sustained, patient
was intensely emotionally processing such
situation showing introversion in respond,
locked in flat for days, crying. Positive
changes were recorded after the use of
bupropion and intensive psychotherapeutic
treatment, when we managed to build up
adequate defense mechanisms from constant
family stress sources. Ms M.V.’s son and
daughter become indirectly involved (after
ten weeks of treatment) by taking care of
getting medicines, food and covering Ms
M.V.’s basic monthly expenses, without
taking active part in the therapeutic process.

This mechanism helps to avoiding many side effects connected with SSRI
antidepressants (Selective Serotonin Reuptake Inhibitors), such as sexual
dysfunction, obesity or serotonine syndrome. Bupropion is especially significant
for inhibited depression treatment, depression in the elderly and at therapy3,4
resistant (first or recurrent) depressive episode
. It is registered drug
(extended release form) in Bosnia and Herzegovina from 2010.

CASE REPORT
Ms M.V., age 61, appears alone to the our Community Mental Health
Center (CMHC) in April 2010, describing symptoms that are persisting
more than a month: insomnia, loss of appetite, tearfulness, depressed mood,
apathy and “forgetfulness”. There is about 3 months from her’s last control
in CMHC. First psychiatric treatment she had at CMHC for non-psychotic,
moderately severe depressive episode from mid-2008. By
psychopharmacologic and psychotherapeutic approach implemented
during the one year period we succeeded to achieve sufficient recovery in the
outpatient setting. Since 2009 she has been treated for hypercholesterolemia
and cerebrovascular disease.
Socio-economic status
Divorced, mother of two adult
children, unemployed nurse, with no
regular income. Never consumed
alcohol or smoked. Displaced person
during the war in Bosnia, now lives
in a flat with her son. Her daughter
lives in Germany, younger sister and
parents in Croatia.

Family history
- suicide (nephew, 2007)
- depression (sister, 2008)
- insulin dependent diabetes
mellitus (father,2008)
- Alzheimer’s dementia
(mother, 2009)
- cancer (daughter, 2010)

On the first exam, Ms M.V. has been bradykinetic, pale and overweight
(weight=88kg, high=168cm) leaving the impression of seriously ill person.
Conscious, oriented with very slow train of thoughts. Beck’s triad and
frequent crying were highlighted, followed by qualitative
psychopathological substrate: hypertenacity of attention, continuous
depressive mood without anxiety, and anhedonia. Ms M.V. had a low level
of concentration, followed by abulia, lack of appetite, sleep difficulties,
early morning awakening and all day long fatigue, didn’t leave out of the
flat and had poor care over personal hygiene. Contents weren’t followed
with any suspicious delusional or hallucinatory syndrome and she didn’t
describe suicidal thoughts. Physical exam resulted in high blood pressure
(140/85mmHg), unstable walking and hand tremor. HRSD score=21.

PSYCHOTERAPY in CMHC has been
conducted from the first week of treatment
including supportive techniques, work on
strengthening of the personality capacities, creating
a check list with frequent crisis intervention whithin
first weeks of treatment. Twice a week,
psychologist conducted CBT, during psychiatrist’s
controls (twice on month) Ms M.V. was involved in
psychoeducation and problem solving therapy.
Quarterly we made psychological exploration,
while the monthly assessment scales showed
progressive improvement.

Further EXAMINATIONS (conducted at
ambulances of family medicine and other
specialists) Ms M.V. has done itself in a few
weeks. Results of examinations discovered
hypercholesterolemia (10.8 millimole/Liter),
essential hypertension and multiple lacunaria
lesions of the brain parenchyma (NMR).

CURRENT SITUATION
Ms M.V. uses 150 mg bupropion (therapy for minimum two years) with a low dosage of
sedative (prazepam, occasionally). Patient’s mood is stable, willing-urge dynamisms are
regulated and there is no progression of cognitive impairment. After 28 weeks of follow-up
assessment scales shows good results: HRSD = 10, Zung = 51, MMSE = 24). Strengthened by
the continuous psychotherapy, Ms M.V. is now better involved in solving daily problems,
more independent with a somewhat improved relationships with her’s children. Physical
illnesses are regulated by therapy, and Ms M.V. is regularly controlled by family doctor.

CONCLUSION
For Ms M.V. bupropion has led to rapid reduction of symptoms,
improving the actual severe recurrent depressive episode
condition. Using bupropion side effects were not observed. Due
to rapid reduction or complete disappearance for majority of
the symptoms after introducing bupropion in therapy, M.V. was
much easeir involved to psychotherapy in CMHC Prijedor 6.
Bupropion, in our practice, has shown efficacy as a drug of choice
in treatment of severe depressive episode in elderly, according to
previous experiences or recommendations from the literature7.

CHMC Prijedor

Source: Archive of CHMC
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TRAINING MAY DEPEND ON THE TYPE OF SELF-REGULATION

TECHNIQUE AND THE LEVEL OF RESTING BASELINE ACTIVITY
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Objectives: It has been shown that alpha biofeedback training is a prominent and useful technology for enhancing
cognitive performance and improving behaviour of those diagnosed with psychosomatic disorders. However it has been
noted that its efficiency does not exceed 70% (Monastra, 2002) and that factors influencing the training efficiency remain
unclear.

Aim: We examined the relationship between the type of self-regulation technique applied by the participants and the
effect it had on their ability to learn to alter their EEG via biofeedback.
Methods:
27 healthy male subjects completed 10 training
sessions. 14 of them were given real feedback (NFT)
based on the power of their upper alpha frequency, and
13 were given mock feedback and acted as controls
(Mock BFT).
Participants used a range of self-regulation
techniques which are known to be associated with
increasing upper alpha power, including: prolonged
exhalation, posture control (Fig.1), forehead muscle
relaxing, and mental images.
Participants who increased their alpha power after
10 NFT session at resting conditions were called
Responders (R). Those who did not change their alpha
power at resting conditions after 10 training sessions
were called Non-responders (NR).
Training session efficiency (learnability coefficient)
was calculated as the ratio between the time of the
successful periods of training to the time of the whole
session (Fig.2).

Fig.1. Posture control

Fig.2. Assessment of training session efficiency

Results and discussion:
1. At first session training efficiency was shown to
be independent of applied self-regulation technique in
the whole group (Fig.3. White bars – Responders, black
bars – Non-responders).
2. At the first session there was no difference
between 2 groups in training efficiency.

Fig.3. Training efficiency at the first session.

3. Training efficiency for the first session differed
between Responders and Non-responders regarding
posture control. NFT group responders showed higher
efficiency than non-responders, but Mock group nonresponders were more efficient than responders. It could
be related to the fact that initially NFT responders and
Mock NFT non-responders had lower alpha peak
frequency than NFT non-responders and Mock NFT
responders at resting conditions (Fig.4).
4. Training session efficiency was found to be significantly
higher in NFT than in Mock NFT group (p<0.002).
Meanwhile, training efficiency increased only in NFT
Responders ( Fig.5).

Fig.4.

Fig.5

Conclusion:
1. The efficiency of NFT may depend more on the individual baseline alpha frequency than on the particular strategy used.
2. Training efficiency significantly increased as the result of NFT.
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Evaluation of the interaction between histamine and GABAergic
system in the CA1 region of rat hippocampus on spatial memory
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Fig.1. The effect of bilateral
intra-CA1 microinjection of
histamine in MWM task. Rat
were treated with either saline
(0.5 µl/rat) or with histamine
(0.01, 0.025, 0.05, 0.1, 0.5
µg/rat). Histamine showed an
improving effect at the doses
of 0.1 and 0.5 µg/rat Each bar
is mean ± S.E.M. a) The
animals, when compared to the
saline-treated rats. swimming
speed. b) Time spent in target
quadrant. c) The distance
traveled in target quadrant. In
all figs. : n = 7; * p < 0.05, **
p < 0.01, *** p < 0.001.
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Fig.3. The effect of bilateral intra-CA1
microinjection of bicuculline in MWM
task. Rat were treated with either saline
(0.5 µl/rat) or with histamine (0.05, 0.05,
0.1, 0.5 µg/rat). bicuculline dose
dependently decreased escape latency and
traveled distance showing a memoryimproving effect. Each bar is mean ±
S.E.M. a) The animals swimming speed. b)
Time spent in target quadrant. c) The
distance traveled in target quadrant.

Fig.2. The effect of pre training intra-CA1
muscimol microinjection on memory
acquisition. Rats were injected with saline
(0.5 µl/rat) or muscimol (0.005, 0.01, 0.02
µg/rat). muscimol showed an impairing
effect in the doses of 0.01 and 0.02 µg/rat
Each bar is mean ± S.E.M. a) The animals
swimming speed. b) Time spent in target
quadrant. c) The distance traveled in target
quadrant.
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Male albino Wistar rats cannulated in their CA1 region
received bilateral injections of different doses of
muscimol (GABAA receptor selective agonist, (0.005,
0.01 and 0.02 µg/rat), bicuculline (GABAA receptor
selective antagonist; 0.05, 0.1, and 0.5 µg/rat) or
histamine (0.01, 0.05, 0.1 and 0.5µg/rat) through the
cannulae 5 min before training each day. Animals were
subjected to 5 days of training in the MWM; 4 days
with the invisible platform to test spatial learning and
the 5th day with the visible platform to test motivation
and sensorimotor coordination .

**

600

200

30

Material and methods

800

200

. 

There are some reports showing the existence of a
functional interaction between the GABAergic and
histaminergic systems. Tuberomamillary nucleus
contains histaminergic neurons which innervate the
GABAergic nucleus of medial septum and then project
to the hippocampus and associate learning and memory
functions. In the present study, we have investigated
the effects and the interaction of the GABAergic and
histaminergic systems in the CA1 region of the
hippocampus using the Moriss water maze (MWM)
test of spatial memory.
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Fig.4. The effect of bilateral intra-CA1 injection
of muscimol in the presence or absence of
histamine in MWM task. Rats were injected with
saline or muscimol (0.005 µg/rat) 5 min after
injection of either saline or histamine (0.01µg/rat).
Each bar is mean ± S.E.M. a) The animals
swimming speed. b) Time spent in target
quadrant. c) The distance traveled in target
quadrant.
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Fig.5. The effect of bilateral intra-CA1
injection of bicuculline in the presence or
absence of histamine in MWM task. Rats
were injected with saline or bicuculline (0.05
µg/rat) 5 min after injection of either saline
or histamine (0.01µg/rat). Each bar is mean ±
S.E.M. a) The animals swimming speed. b)
Time spent in target quadrant. c) The
distance traveled in target quadrant.
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Depression and cognitive performance in patients with meningiomas
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1

INTRODUCTION

Our aim in undertaking this study was to examine if the presence or absence of depression in preoperative patients with meningiomas can affect their verbal and visual memory. This hypothesis was
formed on the evidence that depression can influence the cognitive function of patients with other
comorbid psychological/psychiatric or neurological diseases.

MATERIALS AND METHODS

Twenty-three patients (12 males) with meningiomas in various brain regions (8 right, 7 left and 8
bilateral) and of various sizes participated in the study. Their mean age was 58,60 years (SD=12,26,
range 31-77), level of education 9,47 years (SD=3
3,82) and time since the first signs of possible brain
disease (headaches, fatigue, fainting) 4,21 years (SD=2,19). Patients were grouped based on the
Geriatric Depression Scale score, yielding 10 high and 13 low scorers. We administered a battery of
neuropsychological tests concerning mainly: verbal memory [word list learning: immediate recall,
delayed recall and recognition; story learning: immediate and delayed recall], working memory (Digit
Span backward), verbal fluency (semantic and phonological) and visual memory (Rey-Osterrieth
Complex Figure Test immediate recall, delayed recall and recognition).

RESULTS

One-way multivariate analysis of variance (MANOVA) with depression status as the independent
variable and the scores on the neuropsychological tests as the dependent variables revealed no
statistically significant differences between the groups.
groups Also, using linear regression no significant
correlations were found between performance in neuropsychological tests and GDS scores.

DISCUSSION

Memory performance of pre-operative meningioma patients was not differentiated based on whether
they had high or low scores on a depression scale.
scale This finding could be interpreted by the fact that
meningiomas develop slowly and they give the patients the opportunity to adjust to possible cognitive
and emotional problems.
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A Cognitive-Behavioral Treatment approach of a Social
Phobia case
1

Antonia Paschali1 and George Tsitsas2
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2Harokopio University, Athens, Greece

Background
Social phobia can be described as an anxiety disorder characterized by strong, persisting fear and avoidance of
social situations (Kaplan & Sadock 1998). The lack of clear definition of social phobia has been reported by
clinicians and researchers and features of social phobia overlap with those of other anxiety disorders. More
specific panic disorder and agoraphobia have been noted to overlap with social phobia, and the same applies
to generalized anxiety disorder. Furthermore individuals with Social Phobia, have a higher risk of having
generalized anxiety disorder, depression, and specific phobia (Beidel, Morris & Turner, 2004).

Materials and methods
A 23-year-old Greek student, came for treatment, to the Counselling Centre of a University in Athens,
complaining of panic attacks and severe symptoms of anxiety. These symptoms were triggered when
travelling by plane, driving a car and visiting high buildings or high places. His symptoms lead him to avoid
such situations and his daily life was affected. At the Counselling Centre, the student was diagnosed with
social phobia and was given 20 sessions of individual Cognitive-Behavioral Therapy (C.B.T.) and supportive
psychotherapy. The treatment involved, among other techniques, self-monitoring, cognitive restructuring,
muscle relaxation, breathing re-training, and assertiveness training.
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Mothers of autistic children and their personal experience:
experience
Thoughts about mental health services
Giannouli V, Karadedoglou M, Milona A, Said E, Siakantari E
School of Psychology, Aristotle University of Thessaloniki, Greece

INTRODUCTION

The purpose of this research study is to help distinguish the main factors that
influence mothers of autistic children and reveal their real needs that mental health
experts should focus on.

MATERIALS AND METHODS

Five mothers of autistic children with severe learning disabilities (4 boys and 1 girl,
with mean age 10,7 years and mean age of formal diagnosis for the child 2 years and
2 months) from Northern Greece participated in the study. The mothers’ mean age
was 37,5 years and level of education 12 years.
years The method that was used were semistructured interviews based on grounded theory that aimed at unveiling (without
imposing false categories) the main categories that shape their everyday thoughts.

Results
To better assist diagnosis, conceptualization, and treatment, two therapists were involved. The following
measurements were chosen to assess the situation, a) STAI: (Spielberger, Gorsuch & Lushene, 1970) assesses
state and trait anxiety in adults. b) SPAI: (Turner, Beidel, Dancu, & Stanley, 1989), assesses cognition,
physical symptoms, and avoidance/escape behavior in various situations. It includes two subscales: Social
Phobia and Agoraphobia. Treatment measurements of Anxiety as measured by STAI were: State scale, PreTreatment: 64 / Post-Treatment: 41. Trait scale, Pre-Treatment63/ Post-Treatment: 42. Measurements of
Social Phobia and Agoraphobia as measured by SPAI was, Pre-Treatment: 126 / Post-Treatment: 100.

Conclusions
The present STAI & SPAI results indicate a good improvement of anxiety, Social Phobia and Agoraphobia.
The patient also worked on a list of feared hierarchies in combination with Jacobson’s relaxation exercises,
and was able to manifest his high levels of anxiety. Furthermore, he learned to identify his automatic thoughts
and was trained to find adaptive responses. It seems that 20 C.B.T., sessions could be enough, to help
overcome panic and anxiety attacks, without the use of any pharmacological treatment. The follow-up session
a month later showed that the progress was sustained. Also worth mentioning and vital to any therapeutic
outcome, is the development of good rapport between patient-therapist.

RESULTS

Results indicated that for all the participants existed initially 107 categories that were
later diminished at 4, which concern: the child’s (mis)behavior-interaction with
others, the social life of the family, the general support network and the thoughts for
the future of the child. All the above categories were explicitly linked with and
causally created from the poor existing health care system.

DISCUSSION

Mental health experts should understand that in many cases there exists an
imperative need for the design of support programs or/and therapeutic programs for
parents of disabled children.
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BACKGROUND:
Nephrology patients often have somatoform disorders, especially somatisation disorder (SD). It can be primary when fear is
dominant symptom or secondary in the frame of other organic
and/or mental disorders[1] . Main goal of this paper is to evaluate that somatisation disorder is more often accompanied with
microalbuminuria (MA) in patients with suspected Balkan’s
Endemic Nephropathy[2] (BEN) vs other nephrology diseases
(ND), during the period 2005-2010.
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MA vs. ND

P

µ±SD

µ±SD

135/115

148/102

0.050

Age (mean ± standard deviation)

29.90±7,60

22.90±5,.0

0.050

Duration of treatment (years)

5.50±2.60

3.10±1.11

0.001

Marital state: married/single

169/81

136/114

0.003

Gender: male/female

MATERIALS AND METHODS:
SD were proved in patients with MA in BEN group (n=250)
compared to the patients with MA in other ND (n=250) trough
multicentric, longitudinal, comparative study in Bosnia and
Herzegovina (B-H) using adopted B-H Renal Register Questionnaire (BHR RQ) and psychological battery tests: Eysenck
Personality Questionnaire (EPQ), Beck Anxiety Inventory
(BAI) and Hamilton Depression Rating Scale (HDRS).

Education: >8;12>12

RESULTS:
In nephropathy group SD was found in 10.50%, while in the
control group SD was present in 7.00%. On multivariate model,
SD in BEN resulted in relation with living in village house and
renal heredity, while in control group results shown connection
with migration and living in city flat.
Beck Anxiety Inventory (BAI)

MA vs. BEN

120/91/19

34/68/98

0.001

Job: farmer/other

174/76

121/129

0.001

Living place: house/flat

186/64

118/132

0.001

Father: farmer/worker

198/52

106/154

0.001

Mother: housewife/other

187/53

138/102

0.080

Settlement: village/town

168/82

122/128

0.001

Migrations: yes/no

51/199

150/100

0.001

Renal heredity: yes/no

157/93

25/175

0.001

Pain disorder: yes/no

52/193

93/152

0.011

EPQ

MA vs. BEN

MA vs. ND

P

µ±SD

µ±SD

Extroversion

10.00±1.15

13.50±1.95

0.050

Neuroticism

17.15±1.10

10.20±2.20

0.001

Psychoticism

9.15±1.15

4.10±1.30

0.005

Lie scale

4.15±1.15

6.30±1.90

0.007

MA vs. BEN

MA vs. ND

µ±SD

µ±SD

Depression

2.72±0.31

0.23±0.19

0.001

Anxiety

1.04±0.25

2.80±0.16

0.005

HDRS

Variables

P

Cognitive disorders

1.58±0.30

0.23±0.12

0.002

Retardation

1.79±0.34

0.31±0.22

0.002

Vegetative disorders

1.03±0.22

2.25±0.12

0.005

CONCLUSIONS:
Majority of the patients tested on MA were found with somatisation of fear, and SD was found in more patients with BEN than controls.
Somatisation was proved using socio-demographic, anxiety, depressiveness and cognitive disturbance.
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BACKGROUND:
Sexual violence is one of the most traumatic experience for
women with many consequences[1]. It is often related with specific characteristics of the abusers. Trough this study of family
and psychopathological analysis of the sexual abuse in Bosnia
and Herzegovina(B-H) during period 2005-2010 we showed increase of sexual abuse which is more expressed through the level
of violence and its socio-pathological significance.
MATERIALS AND METHODS:
The design of study is a multicentric longitudinal study with experimental group of 200 forensically processed subjects, who are
under security measures and under treatment after the rape vs.
control group of 200 forensic subjects who have had repeated
property crimes.
RESULTS:
Socio-demographic differences for the gender are highly significant since broken family, migration and diseases in family are
of lower significance. Also, psychological scales scores (EPQ,
Lay and BAI) resulted in differences between violent and control group of the repeated non violence criminals. PIE in violent
subjects has increased values of destruction and aggression and
in control group exploration and conformism.

Examinees (n=200) vs. Control group (n=200)
Socio-demographic factors
Questionnaire

Gender (male/female)

Controls

f/µ±SD

f/µ±SD

P

0/200

0/200

Age

23.50±5.3

19.50±7

0.006

Years of education: <8;12;>12

23.50±5.3

19.50±7.10

0.001

Father’s education: <8; 12;>12

88/91/21

99/90/11

0.001

Mother’s education: <8;12; >12

77/98/25

57/88/55

0.001

mental disease

124

75

0,003

father's prostitution

108

99

0.639

mother's prostitution

85

42

0.009

chronic diseases

95

84

0.736

violence

105

115

0.012

addiction

147

98

0,001

147

109

0,001

77

95

0.015

Nicotine

129

130

0.392

Sexual

1366

91

0.001

Heredity

Family

Migration: yes/no
Alcohol
Abuse

EPQ

Questionnaire

1.2
1
0.8
0.6
0.4
0.2
0
-0.2
-0.4
-0.6
-0.8
-1
-1.2

Examinees

Examinees

Controls

µ±SD

µ±SD

0.001

P

Extroversion

15.12±6.92

17.82±4.07

Neuroticism

14.88± 6.12

13.55 ±5.63

0.010

Psychoticism

16.57±7.22

7.96±6.47

0.001

Lie scale

9.97±4.50

13.43±5.49

0.003

HDRS

Examinees

Controls

µ±SD

µ±SD

Questionnaire

0.005

P

Depression

2.72±0.31

0.23±0.19

0.001

Anxiety

1.04±0.25

2.80±0.16

0.005

Cognitive disorder

1.58±0.30

0.23±0.12

0.002

Retardation

1.79±0.34

0.31±0.22

0.002

Vegetative disorder

1.03±0.22

2.25±0.12

0.005

CONCLUSIONS:
The study proves gender significances, family and other micro-social differences. The destruction score in psychological tests is high in
violators, which results in the following psychopathological content: immaturity, personality disorder and posttraumatic conditions[2].
Recommendations in the treatment of violators and repeaters also have forensic signisignificance, except for expertise.
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SUICIDE ATTEMPT: VIOLENT VS. NON-VIOLENT
Milan Novaković ���, Goran Račetović �, Vesna Despotović �, Zlatko Maksimović ���, Radmila Novaković �, Olivera Stevanović �,
� Department of Psychiatry, School of Medicine, Foča, Republic of Srpska, Bosnia and Herzegovina
� Community Mental Health Center, Prijedor, Republic of Srpska, Bosnia and Herzegovina
� Community Mental Health Center, Bijeljina, Republic of Srpska, Bosnia and Herzegovina
� Health Center, Bijeljina, Republic of Srpska, Bosnia and Herzegovina
� Private Gynaecologic and Opstretric Clinic Nova-Medic, Bijeljina, Republic of Srpska, Bosnia and Herzegovina
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BACKGROUND:
Suicide attempt is an emergency in psychiatry and it occurs in different
forms as the first or recurrent attempt. The aim of this paper is to prove
the difference in frequency of suicides in conditions connected with
suicide attempt together with socio-demographical and psychopathological predictors in one year period [1].
MATERIALS AND METHODS:
Subjects have been divided into two groups depending of the way of
suicide attempt (150 violent and 150 nonviolent attempts), in a multicentric prospective study in Bosnia and Herzegovina (B-H). The following instruments have been in use: ICD-10 Criteria, Eysenck Personal Questionnaire (EPQ), Hamilton Depression Rating Scale (HDRS),
Plutchik Emotion Profile Index (EPI) and Semi-Structured Interview
for Psychological Autopsy (SSIPA). Patients were treated by psychopharmacological, psycho- and socio-therapy.
RESULTS:
Forms of suicide attempts have not shown statistically significant difference. This study has shown the difference in the length of treatment,
cooperation with therapeutic team, depression worsening regardless
its origin and motivations for social adaptations and participation. Patients with more expressed mentioned predictors were attempting suicide faster, regardless therapeutic treatment [2].

90

Parasuicide
Maturation

70
60
50
40
30

0
ZNINC

ZNORI

ZNPRO

χ2= 125.573, df=15; P<0.001

ZNDEP

ZNREJ

ZNEXP

ZNDES

ZNREP

ZNBIA

Non-violent
n=150

f/µ±SD

f/µ±SD n

P

100/33

208/197
46±10.90

0.006

Years of education :<8;12;>12

34/ 97/19

28/97/25

0.001

0.001

Father’s education:<8; 12;>12

50/73/17

41/75/39

0.001

Mother’s education:<8;12; >12

45/85/20

32/68/33

0.001

Migrations: yes/no

107

69

0.005

Suicidal appeals

63

111

0.045

Recurrent suicidal attempt

88

45

0.007

Violent
n=150

Non-violent
n=150

f/µ±SD

f/µ±SD

P

Extraversion

14,92 ± 6,92,

17,67 ± 4,50

Neuroticism

14,30 ± 5,90

13,85 ± 5,30,

0.010

Psychoticism

15,70 ± 7,30,

8,90 ± 6,70

0.001

9,97 ± 4,50

13,43 ± 5,49

0.003

Violent
n=150

Non-violent
n=150

f/µ±SD

f/µ±SD

Lie scale

0.050

P

Depression

2.72±0.31

0.23±0.19

0.001

Anxiety

1.04±0.25

2.80±0.16

0.005

Cognitive impairment

1.58±0.30

0.23±0.12

0.002

Retardation

1.79±0.34

0.31±0.22

0.002

Vegetative disorders

1.03±0.22

2.25±0.12

0.005

Violent
n=150

Non-violent
n=150

f/µ±SD

f/µ±SD

20
10

Violent
n=150

47.8±13

Suicide

80

&� � ��� ���� � �� � �� � � � ���� � �� � �� � ����� � ��� � ��� �� � �� � � ����� � ��� � � ���� �������� � �����
������� � � �� � �� � ����������� � ���� � ��� �' �� � ������� �� � ��� ���� � ����������� � (��������� � ���
�������������)�� ������ ��������� ������������ ���� ������ �������������� �� ���� �������� ������

Age

EPQ
Variables

SSIPA
Variables

P

Stressors

0.99±0.80

1.87±0.65

0.001

Motivations

1.87±0.65

0.75±0.91

0.001

Lethality

1.49±0.74

0.65±0.86

0.002

Attemps

0.93±0.66

0.46±0.60

0.459

CONCLUSIONS:
Forms of suicide attempts have not shown statistically significant difference. This study has shown the difference in the length of treatment, cooperation with therapeutic team, depression worsening regardless its origin and motivations for social adaptations and participation. Patients with more expressed mentioned predictors were attempting suicide faster, regardless therapeutic treatment [2].
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Table_1.
Clinical and demographic
characteristics of the samples

Parkinson's disease (PD) patients vary widely in their
response to levodopa treatment, and this variation
may be partially genetic in origin. Recent studies
suggest that catechol-O-methyltransferase (COMT),
G1947A and monoamine oxidase B (MAOB), A644G
polymorphisms might influence the risk and treatment
of PD. The aim of this study was first to test the
possible influences of MAOB and COMT genetic
polymorphisms on effective daily dose of levodopa
administered in the fifth year of treatment. Second, to
find out if a relationship exists between the daily dose
of levodopa and COMT /MAOB haplotypes.

A higher Incidence of motor fluctuation
in the second group with higher daily
doses of levodopa in the fifth year of
therapy is shown.

Table 2.
COMT genotype frequencies

No significant differences between the
two groups in the frequencies of
either the homozygous (H/H or L/L) or
heterozygous (H/L) genotypes were
seen. However, the L/L genotype
frequency seems to be higher in the
second group.

Methods and Materials
In this study, 31 females and 72 males (total of 103)
of Iranian origin diagnosed with sporadic PD were
included into the study. The patients were divided
into two groups. Group 1: patients received daily
doses of levodopa below 500 mg in the fifth year of
treatment. Group 2: those patients receiving daily,
doses exceeding 500 mg in the fifth year of
treatment. MAOB and COMT polymorphism
genotyping was performed by using PCR-based
restriction fragment length polymorphism (RFLP)
analyses.
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The results confirm the previously reported minor
contribution of MAOB and COMT polymorphisms on
the therapeutic response to levodopa. The present
data
suggest
that
pharmacokinetic
or
pharmacodynamic factors other than the investigated
genetic variants of the MAOB and COMT enzymes
seem to determine the response to levodopa in the
Iranian PD patients.

Table 3.
MAOB genotype frequencies

No statistically significant differences were found in total A and G allele
frequencies of the studied gene between the first and second group. A non
significant higher frequency of the MAOB AG genotype was seen in patients in
the first group. We did not find any difference in MAOB A and G allele frequency
distribution between men and women from the first and second group.
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Table 4.

MAOB and COMT haplotype frequency
No significant differences were found in the incidence of the specific haplotypes
of the studied genes between the two groups. However there is an insignificant
prevalence of COMTL/L and MAOB A allele haplotype in the patients from the
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Stem cell tracking by immunoflorescence studies using
PKH26 dye was performed for MSCs treated groups.
Cerebral specimens of all studied groups were subjected
to histological, histochemical and immunohistochemical
studies using S100 immunostaining, as well as the
assessment of morphometric measurements.

Induced AD resulted in marked decrease in locomotor
activity and memory in the affected animals as evident
from the performed behavioral tests: ambulation, rearing
and
grooming
frequencies
and
percentage
of
spontaneous alteration. After combined treatment of
mesenchymal stem cells and erythropoietin (EPO), Group
V demonstrated significant improvement in all the above
mentioned parameters. Additionally, the percentage of
amyloid plaques, percentage of dark nuclei and S100
immunostaining also showed a significant decrease.
Choline transferase enzyme activity and BDNF gene
expression notably decreased in the brain tissues of AD
induced animals and showed a significant increase with
the combined therapy.
Contacts: Dr. Mervat Khairallah

��������������A������������
��� �����!�������B���������������-������������������#��A���C)�1����C����
���'��������/�������%�A��/��*�����������-����/����)����D�)�������������
��� ���� �������� ���� E>�8� ��� E?�8��� ,������� �-� ���� ������� �#�-���� �-� ����
� #���� !�������B��� ������������ -��� ���� 6��� �-� � ��/���� �-� ���� �������
���������#�� A��� E(�?� ��� E(�2��� ���������� ��� ���/���� D��?� ��� F��0���
���������������������������E(�8����E(�0���,��������-�������������#�-�����-�
����� #���
��� ��� ����������,�� �#��������� ����%��������� ��������� ����/�������
������������ �%������������ ������%��3����������� '��3�� ���������
�/�����*� ���� 39�(�������<��������������������� � '3��"<�� ��3��
�������������/�����*��
�� �������� � �� ������� ��� �� ������� ���!� "��� ����� � �� ��� ���
�������������������#����������$

D

Figure 6: Ambulation
frequency

Behavioral tests were performed to all groups . They were
tested for their locomotor activity and memory using open
field and Y-maze.

Conclusion
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Figure 5: % spontaneous
alternation

Acetyl choline transferase activity, gene expression of
brain
derived
neurotrophic
factor
(BDNF)
and
mitochondrial swelling were assessed.
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• Group V received a combined treatment of MSCs and
EPO.

%Spontaneous Alternation
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• Group IV were treated by i.p. injection of (EPO), dose of
40µg/kg of body weight, three times weekly for 5
consecutive weeks(4)

Figure 4: Mitochondrial
swelling
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• Group III received a single injection of (MSCs) into the
tail vein with the concentration of (2X106cells)(3)

Figure 3: % area of amyloid
plaques all groups
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• Group II represented the AD group that did not receive
any treatment.
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• Group I was the control. AD was induced in the other
four groups by injecting them with a single dose of
lipopolysaccharide (LPS) 0.8mg/kg intra-peritoneal (2)

Figure2: deposition of amyloid
plaques in combined treated
group
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Five groups of twelve adult male mice were used.
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Figure 1: deposition of amyloid
plaques AD brain

Material and Methods

�

�

Results

Alzheimer’s disease (AD) is one of the most common agerelated neurodegenerative diseases . It
is the most
common cause of dementia today, accounting for about
50%–60% of all age-related dementia that affects
individuals over the age of 65. It is clinically characterized
by progressive cognitive dysfunction, memory loss and
various behavioral and neuropsychiatric disturbances.
Deposition of amyloid plaques, neurofibrillary tangles and
neuronal degeneration are hallmark neuropathological
lesions in AD brain (1).
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Figure 7: S100
immunoexpression in AD
brain

Figure 8: S100
immunoexpression in combined
treatment brain

The present study proved the potential therapeutic
application of mesenchymal stem cells in the
treatment of AD. In addition, the study highlighted the
crucial role of EPO in promoting and assisting the
positive effects of this treatment.
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Introduction
Alzheimer’s disease (AD) is the pandemic of the 21st century affecting 18
million people worldwide, while Diabetes mellitus Type 2 (T2DM) is one of
the most common metabolic disorders with 250 million patients. Thought
traditionally considered two different conditions, recent studies indicate that
they are in fact linked and share pathophysiological processes.
Figure 1. Progression of adiposity, insulin
resistance and AD 1.

1,54

The main object was to perform a review of the recent literature to examine
the connection between T2DM and AD as well as to enlighten the cause.
21 studies (2000 - 2011) have been included, original articles, reviews and
meta-analysis, regarding the link between T2DM and AD, from an
epidemiological and a pathophysiological aspect.

The epidemiological linkage between AD and T2DM is well established.
Patients with diabetes have a higher risk of presenting AD (Fig.1, 2), especially
those with frequent hypoglycemic incidents.
Hypoglycemic Episodes

Dementia Cases

Hazard Ratio (95% CI)

1 or more

250

1,44 (1,25- 1,66)

1

150

1,26 (1,10- 1,49)

2

57

1,80 (1,37-2,36)

3 or more

43

1,94 (1,42- 2,64)

Figure 4. Hazard ratio of AD according to Number of hypoglycemic incidents.
Adjusted for Age, BMI, Race, Education, Sex, Comorbidities, Duration of Diabetes,
Treatment and years of Insulin use 3.

Figure 3. Altered cellular distribution of IGF1R in AD temporal cortex.

The number of GFAP positive astrocytes is increased
with significantly increased IGF-1R levels in these
cells (arrowheads).
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Materials and Methods

Results

Figure 2. AD risk in patients with DM 2.

EVALUATION OF BURNOUT SYNDROME AND ANXIETY
LEVELS IN MENTAL HEALTH PROFESSIONALS

At risk for AD are also patients with impaired glucose tolerance, obesity and
hyperinsulinemia. Additionally, patients with AD are at risk for
hyperinsulinemia and hyperglycemia (1).
The connection between the two conditions is therefore undeniable, but why
does it occur?
Insulin and the insulin receptor (IR) are abundantly expressed in the brain and
influence its function. It affects the production and uptake of
neurotransmitters and the synaptic plasticity and improves learning and
memory. Impaired insulin signaling is associated with age relating
deterioration. Furthermore, defects in Insulin like Growth Factor 1 Receptor
(IGF-1R) and IR are related with amyloid plaques and neurofibrillary tangles
that lead to AD (4).
Another important link between AD and T2DM is amyloid deposition: in AD
accumulation of Aȕ, deriving from APP, is observed in the brain, while in
T2DM there is deposition of islet amyloid, derived from islet amyloid
polypeptide (IAPP), in the pancreas. The 90% structural similarity between
APP and IAPP suggest similar physiological roles (5).

Conclusions

Although AD and T2DM have significant differences in their clinical
presentation, there are many similarities to their epidemiology, origin, natural
history and pathophysiological mechanisms. May they even be considered as
the two faces of the same coin?

Background
Burnout is an important occupational problem for health care workers (Peterson et al., 2008). It has been well
established that burnout, defined as emotional exhaustion (EE), de-personalisation (DP), and a 'decreased
sense of personal accomplishment (PA) in response to personality traits (state and trait anxiety).This has
proven having implications in the delivery of daily duties and patient care. We aimed to assess the burnout
syndrome and anxiety levels among nurses and social workers, (Ashkar et al., 2010).
Materials and methods
The Maslach Burnout Inventory (it measures the three stages of burnout-emotional exhaustion (EE),
depersonalization (DP), and personal accomplishment (PA), and State and Trait Anxiety Inventory (S.T.A.I.),
were administered to 27 nurses and 15 social workers aged from 24 to 54 years. The sample was taken from
seven general hospitals in the broader area of Athens. Age and years of work experience were also recorded.
Results
State anger was higher for nurses (M=0,44, S.D.=0,20) than for social workers (M= score was 2,30, S.D.=0,20)
F(1,41)=4,74 p<0,05. There were no significant differences regarding Maslach Burnout Inventory. Mean
scores of burnout were: emotional exhaustion: M=2,42, depersonalization: M=1,80, personal accomplishment:
M=4,21. A strong positive correlation was observed between the state anxiety and the burnout-emotional
exhaustion (EE) (r=0,89, p<0,01).
Discussion
According to the results of this study it can be suggested that social workers and nurses have low level of
burnout. However, nurses scoring higher on state anxiety that is linked to emotional exhaustion in both
groups. Research literature indicates, that state anxiety is a strong predictor for burnout and medical errors
(Smith et al., 2001). It is important to examine the relationship between state anxiety and burnout. Recent
research suggests that training of any form that is delivered to nurses, social workers and in general to health
care professionals can help substantially to reduce symptoms of stress and anxiety that are linked to burnout
(Botti et al., 2011).
References
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Background
Mass transportation systems within metropolitan areas have a long history tied to the
development of urban centers worldwide. At rush hours, large numbers of people are
brought together under potentially volatile conditions. These conditions can support
subway-related security incidents, even if the station is not located in a particularly
high-crime area of a city. The Paris subway system is actually increasingly vulnerable
to two categories of security incidents uniquely associated with subways: pushing other
passengers onto the tracks and suicides by throwing oneself onto the path of oncoming
trains. The ﬁrst category is an especially frightening form of violence. Fortunately, this
type of violent event is rare. Both categories are reported to have high psychological
costs1 to train drivers and the high number of passengers who use the service.
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Material and methods
A structured review of the international literature is conducted in order to examine the
vulnerability of subways to such security incidents and possible management strategies.
This information is of great value for public health specialists, urban planners and local
communities. The main goal of this review is to show that according to the French
experience, the proﬁle of the perpetrators can determine the effectiveness of preventive
measures and to underline the need to assess the effectiveness of possible preventive
measures.
In both cases of subway-related psychiatric incidents, the vast majority of the
perpetrators are affected by serious mental illness, homeless people, with long histories
of psychiatric hospitalizations and prior arrests2. They are most commonly diagnosed
as suffering from affective psychosis, schizophrenia and organic psychosis, all serious
and chronic diagnoses. Consistent with the high proportions of mentally ill persons in
this population, many individuals are receiving some form of treatment at the time of
the crime.
In a conﬁdential study3, the French capital’s transport authority RATP detailed the
national preventive policy against subway-related safety incidents. This study presented
in detail the excavation of pits between the rails for people to roll into, special staff
training and a radar system to send a warning signal to train drivers whenever an object
hits the tracks. Since the train is travelling much more slowly once it has reached the
half-way point, nearly all suicide incidents in the Paris Metro, as elsewhere, have
occurred on a platform and 40% have occurred very close to the train’s entrance point to
the platform. Less than 20% of incidents involve a point of departure in the second half
of the platform. Consequently, the ﬁrst environmental preventive measure taken was
the erection of barriers for at least portions of the platform at existing stations and for
full integration in the design of new stations and subway systems. As for the excavation
of “suicide pits”, since most deaths seem to result from being crushed beneath the train
and very few involve electrocution, subway systems with “suicide pits” (areas around
suspended rails that allow people to lie beneath passing trains) such as in Paris, have
much lower death rates among suicide attempters than systems without such features.
While the pits are designed to drain water from the tracks, they also decrease mortality
due to the gap of space they provide below the tracks which prevents an attempter from
making bodily contact with the train.
Structural modiﬁcation of subway systems, including the pervasive installation of
barriers and drainage pits, may be costly but conveys beneﬁts otherwise difﬁcult
to obtain. This is certainly evidenced by stations in Paris and other cities that have
unattached sliding door systems, opening only once the train stops moving. In London,
Paris, N. York and Hong Kong, whose subway systems are being increasingly affected
by the psychiatric incidents presented above, the ultimate method of preventing death
under trains is the complete separation of moving trains by the introduction of sliding
doors along the platform edge that open only when the train has come to a halt. These
exist in some other subway systems including those of Leningrad, Lille and Singapor.
In Paris, the driveless line 14, from St Lazare Railway Station to the new National
Library, was opened in 1998 and features full-height glass barriers along all platforms
with sliding doors that open only when a train has arrived.
For some older stations, installing these modiﬁcations is found to be structurally or
ﬁnancially impossible. In such cases, French staff is aided in keeping passengers back
from platform edges by marking which indicate a “no-standing” area of about 2ft along
the edge of the platform. Such markings have “added value” in reducing the possibility
of trains accidentally striking passengers waiting too close to the edge. Monitoring and
enforcing of the no-standing at the edge of the platform rule is assisted, when necessary,
through closed circuit television (CCTV) surveillance of platforms. Additionally, the
average speed of trains as they approach the platform has been further reduced in order
to ease the halting of trains.
The RATP study has also highlighted the relationship between the publication of
suicide- related news reports and the occurrence of subway suicides. According to
the international literature, highly sensationalized subway crime reports in the media
may result in epidemic anxiety among commuters or imitation of suicide by vulnerable
persons or groups. In Vienna, after local newspapers were convinced to stop printing
stories of subway suicide victims, the rates fell by 75%.
1. Ladwig K, Baumert JJ. Patterns of suicide behaviour in a metro subway system: a study of 360 cases injured by
the Munich subway. Eur J Public Health. 2004 Sept;14(3):291-295, p.294.
2. Martel DA, Dietz PE. Mentally disordered offenders who push or attempt to push victims onto subway tracks in
New York City. Arch Gen Psychiatry, 1992 Jun;49(6):472-475. Nahmias J, Bodon-Bruzel M, Kottler C. “Subwaypushers”: a study about eight mentally ill offenders. Ann Med Psychol. 2005 Dec;163(10):831-833.
3. Institut d’Aménagement et d’Urbanisme de la région Ile-De-France. Mission Études Sécurité. Évaluation
de l’impact de la vidéosurveillance sur la sécurisation des transports en commun en région Ile-de-France. 2004
Mar;Étude Nº20-02-02.

Results
The results of the present review show that the prevention of suicides in the Paris
metro has been the primary concern of the RATP preventive policy, although certain
measures taken also have beneﬁts in preventing subway pushers, the ﬁrst category of
subway-related psychiatric offenders. There is much evidence that the physical design
of stations presents the major determinant of the lethality of such attempts. In total, four
main categories of preventive measures have been identiﬁed: 1) “community policing”
2) strategical subway design of operational characteristics 3) communication systems
and 4) training programs in staff practices. According to the study conducted by the
capital’s transport authority RATP, the national preventive policy combines all four
measures with evidence-based justiﬁed emphasis to the second and the fourth one.
However, there have been limited attempts to assess the effectiveness of improved
communication systems and strategical subway design of operational characteristics.
The French experience has not privileged the “community-policing” measure since
relying on the visibility of the police and video-surveillance are found to be effective
means of “situational crime prevention” in general, but not in the aforementioned
categories of psychiatric incidents4. Nevertheless, closed-circuit television cameras
are used as an early warning of some incidents to drivers. RATP is also offering
special staff training, since many would-be suicides may be prevented in the minutes
before the attempt is made. The average Paris metro driver is likely to be faced with
a suicide attempt at least once in their careers. Many take months of counseling to
recover, and some are unable to drive a train again. Furthermore, mental specialists
systematically train the perception of a watchful staff in order to increase the possibility
of timely intervention in a developing incident. Using the perpetrators’ proﬁle to enrich
training programs for subway employees has proved to be a beneﬁcial option. Finally,
communication guidelines that de-emphasize the reporting of dramatic details about the
suicide or “pushing” methods appear to be effective. The policy of attributing delays to
“persons under trains” is purposely avoided in the Paris metro. Instead, a more neutral
announcement referring to a “passenger incident” has been adopted.
Conclusions
Most of the perpetrators are found to be mentally ill, homeless people, with a history
of in-patient psychiatric care. In Paris, as in many other cities, homeless people with
severe mental illness are recognized as a part of the urban landscape. Half of them are
destitutionalized people that form an atypical mental ward on the public transportation
zone. The people involved in these two categories of subway-related incidents are
unlikely to be receptive to information about the possible legal consequences of their
actions or of a failed suicide leap. That’s why it is unrealistic to rule out environmental
modiﬁcations of travelling in public in order to face what has been continually reported
as a public health challenge.
In the Paris metro, the ultimate management strategies include subtle environmental
modiﬁcations in stations, trains, staff practices and procedures. Since a new subway
station proximal to the biggest psychiatric hospital of Athens is currently under
construction, all local authorities should carefully consider that stations with increased
proximity to psychiatric facilities appear to have a higher occurrence of such
incidents.
Rapid urban growth may further strain already overburdened and aging subway systems,
potentially increasing public health challenges that need to be addressed in order to
maintain the sustainability of community-based transport services. The rhetoric of
securing community based services with “community-policing” measures has proven to
be ineffective in the case of the Paris metro. This rhetoric calls for careful consideration,
especially in countries that show exaggerated conﬁdence to such measures, which tend
to focus on technical considerations reducing the visibility of mentally ill persons on
public transport.
Since subway-related fatalities are produced by people with considerable prior contact
with the mental health system, we can reasonably conclude that they have numerous
unmet service needs. While this urban psychiatric ghettoization is taking place, some
unintended consequences of deinstitutionalization are becoming manifest. More and
more early discharged psychiatric patients are living on the streets or public shelters.
In the meanwhile, the availability of low-rent housing is declining precipitously in
urban areas. The intended policy of deinstitutionalization increasingly looks rather like
transinstitutionalization – the exchange of one impersonal institution for another. Further
research on the growing problem of homelessness as an unintended consequence of the
deinstitutionalization policy will be necessary.
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Background
The emotional reaction to the loss of a loved one is known to present an increased risk
for a variety of psychological and somatic ailments. In some cases, these reactions
reach an intensity and/or duration that could, according to criteria adopted in standard
classiﬁcation systems, be labeled “mental disorder”.
Many experts are currently arguing in favor of including “pathological grief” (or
“complicated grief” as some contemporary writers prefer it) in formal categorizations
of mental disorders. Nonetheless, there has been an absence of discussion in the
scientiﬁc literature about readiness for, and implications of, establishing a category of
pathological grief. Critical are the issues that concern the nature of pathology in the
grief domain, for example: How does one deﬁne pathological grief? What are valid
criteria for a classiﬁcation of pathology? It is also important to raise questions about
the impact of creating a category of mental disorder on the psychological phenomenon
of grief itself: What changes in the perception of grief would be likely to follow? What
societal implications and health-care consequences would such a development bring
about? Concerns about provision of appropriate care for the bereaved underlie the need
to address these unresolved issues.
It is remarkable that grief merits attention in a wide range of different disorder categories
as those described below. It is also noteworthy that reactions to loss experiences have in
the past been an exclusion from the deﬁnition of mental disorders in the DSM system.
The system itself would change in nature further still, were pathological grief to be
included. Since the DSM is accepted as the leading guide for practitioners, inclusion
could be expected to have far-reaching impact.
Material and methods
A bibliographic review of the last two editions of the DSM classiﬁcation system and of
recent international publications is conducted in order to identify unresolved issues that
bear on a possible pathologization of grief.
Our bibliographic review focuses on the current position of pathological grief within
the existing diagnostic category system of the DSM. Scrutiny of the last two editions of
the DSM manual shows that pathological grief receives greater recognition in the latter
edition, were it is admitted that grief may be associated with complicated reactions. For
example, in the latter edition, simple grief is no longer excluded as a relevant feature in
the classiﬁcation of PTSD. In DSM-III-R and DSM-IV, uncomplicated grief is excluded
from diagnostic features, both in the categories Major Depressive Episode (under the
diagnostic class of Mood Disorders) and Posttraumatic Stress Disorder (under Anxiety
Disorders). Grief also features under V code classiﬁcation. V codes encompass classes
of conditions that “may be a focus of clinical attention1”, but are not counted within the
major diagnostic classes, and are thus not considered to be manifestations of a mental
disorder. In DSM III, grief was classiﬁed as a culturally acceptable response to loss.
The role of the socio-cultural context with respect to grief experiences is no longer
considered.
Just as there are many different taxonomies and labels, so is there a lack of consensus
with respect to the deﬁnition of, and/or diagnostic criteria for pathological grief. There
is actually great diversity in terms of denoting variation from normal grief, with the use
of labels such as2: absent (Deutsch, 1937), abnormal (Pasnau, Fawney & Fawney, 1987),
complicated (Sanders, 1989), distorted (Brown & Stoudemire, 1983), morbid (Sireling,
Cohen & Marks, 1988), maladaptive (Reeves & Boersma, 1990), atypical (Jacobs &
Douglas, 1979), intensiﬁed and prolonged (Lieberman & Jacobs, 1987), unresolved
(Zisook & DeVaul, 1985), neurotic (Whal, 1970), dysfunctional (Rynearson, 1987)
and the frequently used division into chronic/delayed/inhibited grief (cf. Lindermann,
1944; Parkes & Weiss, 1983; Raphael, Middleton & Misso, 1993). While differences in
labeling, per se, do not necessitate a difference in conceptualization, examination of the
above terms is sufﬁcient to indicate at least a variety of connotations.
It is apparent that some common elements run through these deﬁnitions, while, at the
same time, different criteria are suggested, and neither of them addresses the issue how to
distinguish normal from pathological grief very speciﬁcally. Cross-cultural differences
in understanding what is normal versus abnormal grief demonstrate how difﬁcult these
distinctions are to make, and how hard it is to establish generalizations. Not only are
there differences in labeling and deﬁnition, as illustrated above, but conceptualizations
of pathological grief differ according to the theoretical approach and interest of the
particular investigators. While the DSM system is formally atheoretical in nature, it
nevertheless seems difﬁcult to conceptualize pathological grief without reference to
theoretical underpinnings.
Results
DSM-IV clariﬁes the boundary between Major Depressive Episode and Grief in
the following way: “After the loss of a loved one, even if depressive symptoms are
of sufﬁcient duration and number to meet criteria for a Major Depressive Episode,
they should be attributed to grief rather than to a Major Depressive Episode, unless
they persist for more than two months or include marked functional impairment,
morbid preoccupation with worthlessness, suicidal ideation, psychotic symptoms, or
psychomotor retardation3”. The complex syntax of this statement makes it difﬁcult to
comprehend. It has been interpreted as stating that grief persistent beyond a duration
of only two months following a grief merits inclusion within the diagnostic category of
Major Depressive Disorder (which is characterized by one or more Major Depressive
Episodes). Is seems unlikely that any experienced task force behind the formulation in
DSM-IV would hold the view that intense grieving ceases after two months. It is well
accepted in the scientiﬁc literature that intense grief for most people persists far beyond
this period4 (Parkes, 1986; Schuchter & Zisook, 1993; Zech, 2006).
1. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorders (DSM-IV). Washington
DC: American Psychiatric Press, 1994, p.9.
2. Zech E. Psychologie du deuil: Impact et processus d’adaptation à la mort d’un proche. Belgique : Mardaga, 2006, p.82.
3. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorders (DSM-IV). Washington
DC: American Psychiatric Press, 1994, p.326 (cf. also, Appendix D, P.780).
4. Parkes CM. Grief: Studies of grief in adult life (2nd ed.). Harmondsworth, UK: Penguin/New York: International
University Press, 1986. Schuchter SR, & Zisook S. The course of normal grief. In M. Stroebe, W. Stroebe, & R.O.
Hansson (Eds). Handbook of grief: Theory, research and intervention (p.23-43). New York: Cambridge University
Press, 1993. Zech E. Psychologie du deuil: Impact et processus d’adaptation à la mort d’un proche. Belgique :
Mardaga, 2006.

Pathological grief has been assessed according to too excessive or too little duration.
Those accepting the so-called phasal approaches to grief would be likely to adopt this
criterion, since such approaches identify gradual recovery over the course of time. Yet,
assessing the implications of different durations of grief is difﬁcult: “Too short” may
have many underlying causes reﬂective of “normality” (the deceased may not actually
be grieved over) rather than pathology (there may be inhibited, delayed or absent
grief). There is also the possibility of cultural factors in determining when and for
how long grieving will occur. Finally, different interpretations have been made about
the presence/ absence of symptomatology across time. For example, some argue that
persistent emotional involvement with the deceased often represents healthy adaptation
(Schuchter & Zisook, 1993), while other investigators seem to suggest the opposite5
(Prigerson, Bierhals, et al 1996). Since the time course of grieving is characterized by
peaks and troughs, the duration criterion is difﬁcult criterion to use in diagnosis.
Following this approach, it would seem reasonable to assume that pathological grief
would fall within the framework of depressive disorders. Yet, as other researchers
have pointed out, complicated grief is distinct from depressive disorders. Perhaps most
indicatively, studies have demonstrated that the former fails to respond effectively to
antidepressant treatment6 (Jacobs, Nelson & Zisook, 1987; Pasternak et al, 1991).
The relationship between the phenomenon of grief and other disorders is complex,
reﬂecting speciﬁc –to pathological grief- and more general -to diagnoses of mental
disorders- problems in the establishment of comorbidity. There are different ways that
comorbidity has been identiﬁed in the literature with respect to pathological grief.
First, it has been argued that grief may precipitate the onset of some related disorders
(e.g. an anxiety disorder). Second, concurrent presence of a psychiatric disorder may
precipitate pathological grief (e.g. the person may have been clinically depressed before
grief occurred). Third, it is also conceivable that a bereaved person will suffer from a
related disorder rather than pathological grief (e.g. after witnessing the violent death of
a loved one, PTSD symptomatology may be the sole disorder). Fourth, the symptoms
of disturbance of a speciﬁc individual may ﬁt into different categories (e.g. PTSD as
well as pathological grief). As such, comorbidity would be created by a conceptual
overlap in disorders. Further examination and reconciliation between these positions
will be necessary.
Conclusions
Examination of the literature indicates a lack of concordance between investigations.
Despite the lack of supportive empirical evidence, a variety of different deﬁnitions and
labels have been adopted without reference to the theoretical literature. As a result,
there are no clear, consensual, operational criteria emerging from the deﬁnitions for use
in a diagnostic system. Furthermore, there has been little consideration of the role of
the cultural and societal context in relationship to the phenomenology of pathological
and normal grief, despite growing awareness of the need to take cultural variables into
account in diagnostic categorization.
Nevertheless, differences between DSM III and DSM IV reﬂect a gradual integration
of grief within the existing diagnostic categorization system of affective disorders.
There is the danger, if change in diagnostic status takes place without due consideration
of the shortcomings discussed above, that the need for further revision will not be
sufﬁciently acknowledged, due to the fact that the category will have acquired status in
an authoritative source.
Before labeling grief as a mental disorder within the framework of depressive disorders,
careful consideration should be given to clinical practice and bibliography pointing
out that deviations from normal grief are distinct from Major Depressive Disorder.
Comparison with the overdiagnosis of affective disorders since their conceptualization
as a spectrum occurring on a continuum7 gives cause for serious concern, especially
since pathologizing grief entails discounting the value of a necessary emotional
process8. The decision whether or not to include pathological grief within the formal
diagnostic nomenclature should not be taken on the basis of potential consequences,
but according to the validity of the concept. There should also be awareness of
other potential ramiﬁcations of including such a category. First, the incorporation of
pathological grief into formal health-care systems will bring about changes in the
conceptualization of grief. Second, the ﬁnancial beneﬁts associated with the formal
introduction of a disorder category are evident.
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Background
Following the initial description by Asher in 1951, Munchausen’s syndrome has become
increasingly recognized as a factitious disorder, characterized by recurrent simulated
illness, pathological lying and continuing visits to health institutions1. Conscious
production of painful and risky symptoms for no material gain is the main differential
diagnosis criteria. Patients with Munchausen’s syndrome are characterized by dramatic
and demanding style of presentation, vague medical histories full of inconsistencies,
medical sophistication about fabricated symptoms, numerous hospital admissions from
various clinics and failure to allow access to obtain records from prior hospitalization.
In the course of the illness, they might accuse hospital staff and cause signiﬁcant
distress among them or even be the subject of a malpractice case. Not only the majority
of attorneys and judges, but also physicians and hospital personnel may not be familiar
with these exceptional cases in daily practice. The extraordinary ability of these patients
in blurring boundaries and creating conﬂicts is noteworthy.
These patients have a risk of doing harm to their children as part of their fabrication.
Munchausen’s syndrome by proxy (MSBP), ﬁrst described by the pediatrician Roy
Meadow2, is an atypical form of child abuse. MSBP refers to anyone who persistently
fabricates symptoms on behalf of another to purposefully cause physicians to identify
that person as ill. MSBP induces a sort of child abuse in which parents falsify important
clinical data and subject their children to harmful hospital procedures. MSBP often
requires extensive medical attention, frequently involving ongoing and invasive
medical procedures imposed often on preverbal children with no ability to object to the
damage inﬂicted. Fabricated illnesses imposed by deceitful parents place both children
and physicians in dangerous positions. Treatment protocols often fail to effectively treat
the fabricated illness composed of incongruous induced symptoms. The truth typically
surfaces only after a physician repeatedly attempts to reconcile reported symptoms
with applied diagnoses. When a physician effectively contributes to a child’s illness by
treating the wrong symptom or simply misdiagnosing a typically identiﬁable illness,
should he be able to evade responsibility simply by arguing that the parent caused
misdiagnosis as a result of MSBP?
Material and methods
Our bibliographic review will focus on the proﬁle of MSBP mothers overly involved
with their child’s medical care, their attachment to their attending physicians, the most
commonly fabricated medical conditions and the gradual increase in the number of
reported MSBP cases and law suits.
Since 1977, published cases of MSBP have illustrated the varied forms that the abuse
takes. Damage to the child can be caused in three ways: ﬁrst, symptoms of illness
can be invented for a child, which may lead to hospitalization and possibly pervasive
diagnostic and therapeutic measures. At a second level, symptoms of illness are not only
simulated, but blood and urine samples are also manipulated to support the credibility
of the claimed symptoms of illness. The largest group consists of those cases in which
the child suffers direct physical damage. The following symptoms of illness are usually
reported in decreasing order of occurence3: hemorragies, cramps and cramplike
conditions, impaired consciousness, respiratory arrest, diarrhea, vomiting, fever, as
well as skin changes with many of the children involved showing more than one of
these symptoms. The measure chosen most frequently to produce symptoms of illness
is to administer non indicated foreign substances, preferably not medically prescribed
drugs, followed by (near) suffocation by another person. Almost half of the surviving
children show serious physical and emotional impairment even years after the abuse
has been diagnosed. Due to the multiple forms of possible manipulation, MSBP may
imitate almost any clinical picture, which makes this form of child abuse particularly
difﬁcult to diagnose.
MSBP has forced physicians into the precarious and often conﬂicting roles of doctor,
detective, and, ultimately, defendant. When dealing with the parent of a pre-verbal
child, a physician is at least initially forced to work within the parameters of the parent’s
description. Cases of MSBP serve as a reminder that doctors must accept, at times,
medical histories offered by parents, and related laboratory ﬁndings, with more than
mere skepticism. They should cautiously accept a parent’s story as means of evaluating a
chronic illness until further demonstrative information becomes available. They should
also learn to distinguish a nervous, inexperienced parent from an abusive, attention
seeking MSBP parent. This is often an arduous task as anxious parents typically worry
about the health of their children and, consequently, seek repeated and redundant
treatment. A multidisciplinary approach is necessary and psychiatric consultants play a
key role in informing legal and medical personnel about factitious disorders.
In nearly all reported cases, the mother is the perpetrator of the child’s illness4. MSBP
mothers seem to cooperate with medical personnel and become overly involved with
their child’s care. In a large number of cases, the mothers hold extensive knowledge
and background in nursing and other medical ﬁelds and can therefore lurk doctors
in further actions. In more complicated cases, children are often transferred from
hospital to hospital, where they face repetitive examinations. MSBP mothers thrive
on such constant care and investigation while accompanying their children to different
hospitals.
The notion of the mother as a “devoted caretaker” and societal expectations based on
gender may foster problems associated with MSBP. Typically, MSBP mothers receive
special recognition for the seemingly self-sacriﬁcing care of their sick child from the
nursing staff and their own family. This secondary gain from the child’s illness may be
an additional motive to continue the detrimental behaviour.
When developing suspicion of a parent’s meddlesome and potentially lethal
interference with a child’s well-being, physicians must also determine how to confront
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the parent responsible for causing the child’s condition. Dr Roy Meadow observed that,
paradoxically enough, MSBP parents eagerly look to shift the burden of responsibility
outward to the physicians charged with solving this medical puzzle. However, the
physician’s failure to properly diagnose the child’s condition leads to his failure to
report the abuse that induced the child’s condition.
When facing a parent who intends to perpetuate a child’s illness, how can a physician
solve a medical dilemma without risking the exposure to legal liability? It is surprisingly
difﬁcult to ﬁnd Greek data on reporting MSBP cases of child abuse. Even though
modern medicine has accepted MSBP as abusive behaviour, the legal ﬁeld has been
hesitant, perhaps even resistant to broaden its scope of abuse to include the far-reaching
effects of this bizarre and mysterious disorder. In Greece, there is no standard legal
framework for assessing a physician’s treatment of MSBP in light of the contributory
nature of both parental and medical conduct in causing and exacerbating child illnesses.
Certain physicians suggest that there are simply no policy reasons why the physicians,
who know or believe there are unnecessary risks or dangers in the community practice,
should be required to take appropriate precautionary measures. According to most U.S
courts, when a physician fails to properly use his expertise or judgment, and that failure
causes a patient’s injury, the physician should not automatically escape liability solely
because he followed standard practice. Evidence that the defendant followed customary
practice is not by itself a sufﬁcient test of professional malpractice.
Results
In MSBP cases, the foundation of the doctor-patient relationship built on trust and
disclosure collapses into trickery and deceit. Due to the clandestine nature of MSBP,
it is difﬁcult to determine the exact number of annual MSBP cases. However, doctors’
growing sensitivity to MSBP cases has caused both a gradual increase in the number of
reported MSBP law suits and MSBP medical and legal articles. In nearly all reported
cases, the mother is the perpetrator of the child’s illness. Its inconsistent and unusual
patterns are early indications of MSBP. To date, the American Medical Association has
not instituted guidelines to direct treatment of MSBP. Without concrete guidelines, the
medical community increasingly faces legal entanglements.
Clinical practice shows that Greek physicians do not report their suspicions and rarely
report overt child abuse. They usually wait for further signs of abuse because of the
absence of a legal framework encouraging the physician to report atypical forms of child
abuse. Unlike Greece, the American legal framework provides a layer of protection for
physicians who suspect abuse5. According to the Texas state rule, physicians are not
required to know that abuse is the deﬁnite cause of a patient’s medical complications.
Rather, the mere possibility of abuse qualiﬁes for notiﬁcation under the law. If a physician
treating MSBP fails to report alleged or suspected abuse when he believes that a child’s
welfare is endangered, the physician commits an offence punishable under Texas state
law. Physicians must report to the appropriate authorities any and all suspicions of child
abuse or neglect the instant the abuse is detected. While the Texas law holds physicians
to a relatively high standard of responsibility in reporting abuse, intervening physicians
receive an added measure of protection through the law’s immunity provision. Such
protection may help to combat the actions of abusive parents who suffer from MSBP or
engage in other forms of child abuse. To counter charges of misdiagnosis or negligence,
physicians face the high costs of a legal defense, damage to both their reputation and
practice, and the possible loss of their medical licenses. With such high stakes, Texas
courts seek to balance the competing goals of encouraging physicians’ reports of abuse
and administering of proper treatment. If plaintiffs sue physicians for malpractice when
they report abuse, parents’ allegations of medical malpractice in MSBP cases must
meet an initial burden of proof by presenting evidence of abuse sufﬁcient to create a
triable issue of material fact. Additionally, parents must provide expert medical opinion
evidence in order to demonstrate the merits of their claims.
Conclusions
When dealing with MSBP cases, a physician’s hesitancy to confront possible abuse both
endangers the safety of the abused child and exposes the physician to a greater degree
of responsibility for malpractice. The mere treatment of injuries or symptoms without
sufﬁcient questioning fails to fulﬁl a physician’s social and professional responsibility.
Effective interdisciplinary psycho-educational training will best help physicians to
address comprehensively attention-seeking, compulsively abusive MSBP parents.
As the number of MSBP cases continues to grow, the medical and legal communities
must develop a coherent set of procedural guidelines for dealing with MSBP cases
and consequences. The need to encourage physicians who suspect abuse to intervene
is of utmost importance. Reporting should be extended to suspected MSBP cases so
that physicians will take a more aggressive and proactive approach to MSBP, rather
than waiting for further signs of abuse. In the future, the following factors should be
considered as a standard set of legal criteria for evaluating MSBP-based malpractice
charges: the extent of medical harm prior to physician intervention, the nature of the
medical condition and the repetitive nature of the injury, as well as the physician’s
assessment and level of knowledge. A system of assessing percentages of fault for the
parties involved could be introduced. Physician’s freedom to adopt a more proactive
approach, without fear of parental retaliatory legal action best preserves the child’s
interest and the physician’s social and professional responsibility.
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Background
Pediatric Obsessive-Compulsive Disorder (OCD) is a chronic impairing neuropsychiatric disorder that affects 1%-2% of children and adolescents. The typical age of onset in pediatric OCD ranges from 7.5 to
12.5 years, with a peak occurring during prepuberty. Studies indicate
that there is a slight male predominance and that male patients tend to
have an earlier age of onset (1, 7). OCD is characterized by the presence of either obsessions or compulsions that are time consuming, create signicant distress, and interfere in daily functioning. According to
the DSM-IV criteria, the diagnosis of pediatric OCD can be made even
if the patients do not recognize that their obsessions or compulsions are
unreasonable. Moreover, in contrast with adult patients, pediatric OCD
patients may display compulsions without having dened obsessive
thoughts. The most frequent compulsions for adolescents are arranging,
repeating, checking and washing, while aggressive, contamination and
excessive guilt are the more commonly reported obsessions.
Concerning the etiology of the disorder studies suggest a dysfunction in
the cortico-striato-thalamocortical loops which is supposed to be of particular importance. Moreover studies indicate that abnormal brain serotonin metabolism is a key factor in the pathophysiology of OCD. In
addition, family studies demonstrate that OCD is a heritable disorder,
with a greater risk of OCD in rst-degree relatives (7-15%) for cases
with a childhood onset (2). Reports in pediatric OCD have indicated that
there is a subgroup of patients, whom acute symptom onset or exacerbation is caused by an infection with group A ȕ-hemolytic streptococcus.
This subgroup is identied with the term PANDAS (Pediatric Autoimmune Neuropsychiatric Disorders Associated with Streptococcal Infections). Treatment of PANDAS includes the usual psychiatric interventions along with antibiotic therapy.
In pediatric OCD the lifetime comorbidity rates approach 70% and differentiates the responsiveness to treatment (3). The most common comorbidities are ADHD, major depression, tics and Tourette syndrome,
oppositional deant disorder (ODD), anxiety disorders and specic developmental disabilities (4). Specically comorbid conduct disorders,
tic disorders and pervasive developmental symptom disorders moderate treatment response.
A variety of treatments have been applied to children and adolescents
with OCD, including cognitive-behavioral therapy, pharmacological
treatment, combination treatment, or even inpatient hospitalization. The
severity of symptoms, the possible comorbid disorders and the degree
of functioning impairment vary signicantly among pediatric OCD patients. Clinical evaluation of these factors determines treatment intervention.
Materials and Methods
A literature review related to the treatment guidelines for pediatric OCD
was conducted. This bibliographic review will focus on evidence-based
treatment of pediatric OCD and to the effective clinical strategies for
OCD treatment resistance cases.
Results
The two more empirically supported interventions for pediatric OCD
are cognitive-behavioral therapy (CBT) alone or in combination with
pharmacotherapy with a selective serotonin reuptake inhibitor (SSRI).
The Pediatric Obsessive-Compulsive Disorder Treatment Study indicates that CBT should be the rst-line choice for mild to moderate cases, while most severe cases need a combination therapy with SSRIs (sertraline) and CBT (5).
The efcacy of CBT in children has been demonstrated in numerous
studies (1, 2, 4, 5), with high treatment response rates and treatment benets that endure after therapy’s completion. CBT therapists use the tech-

niques of exposure and response prevention, in order to reduce anxiety
and the performance of rituals. The psycho-education and involvement
of the family is an essential component for the success of this intervention. CBT can be useful for children and adolescents with good insight.
Concerning pharmacotherapy, all published studies report that serotonergic agents are effective in the treatment of pediatric OCD (30-40%
reduction in symptoms). The most commonly researched medications
are the tricyclic antidepressant clomipramine and the SSRI’s (uoxetine,
sertraline, uvoxamine and paroxetine) which have fewer adverse side
effects (2, 4). Only 50% of the pediatric patients respond to the initial
SSRI. However after an adequate trial of an SSRI at maximum dose
without symptoms remission, the use of a different SSRI is recommended. One limitation in many medication studies is that patients with comorbidity were excluded. It is noteworthy that in trials that patients with
comorbid disorders such as ADHD, ODD, and tic disorder were included, it was shown that they had lower average response rate to SSRI’s, in
comparison with patients with a single diagnosis of OCD (1).
Poor clinical response to at least two different SSRI’s and the failure to
the delivered CBT constitute the treatment resistant cases. Reports suggest that an appropriate approach would be the combination therapy with
an SSRI and clomipramine, with respect to the possible adverse side effects from the potential CYP interactions (1, 2, 4).
For those cases, adult studies suggest augmentation strategies with low
doses of (atypical) neuroleptics (6, 8). The neuroleptics were quite benecial when there were comorbid tic disorders, or when patients had poor
insight (4, 6). Clonazepam has also been used, as an augmentation strategy in adult studies for patients with a limited response to monotherapy
and with comorbid anxiety disorders (4). Surprisingly there is no controlled data in child psychiatry literature concerning the treatment guidelines of the persistent types of OCD symptoms. However, experts suggest, the use of atypical neuroleptics as an augmentation therapy in treatment resistant pediatric OCD cases of patients with tic disorders, pervasive developmental disorders, mood instability and poor insight (2).
Conclusions
In order to evaluate the most effective treatment approach strategy in pediatric OCD, it is critical to assess carefully the severity and the type of
the symptoms as well as the existing psychiatric comorbidity. Moreover
the study of the existing literature suggests that more research is needed to establish the role of augmentation strategies in the treatment resistant cases.
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Conclusion
In conclusion, it seems that histaminergic and Adrenergic
systems play an important role in modulation of spatial
learning in CA1 region and also their effects are opposite.
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Fig. 2. The effect of bilateral intra-CA1
microinjection of histamine in MWM task.
Rat were treated with either saline (0.5
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or
with
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(0.01, 0.1, 0.5, 0.025 μg/rat). Each bar is
mean ± SEM. a) Speed of rats in target
quardant b) Time spent in target quadrant. c)
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7; * p < 0.05, **p<0.01,*** p < 0.001, when
compared to the saline-treated rats.
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Hippocampus has a key role in learning and memory
and, its impairments especially on the CA1 region leads
to important spatial learning disorders. Histamine is an
essential neuromodular and Neurotransmitter in central
neural system. Histaminergic systems regulate neural
and behavioral functions such as learning and memory.
The tuberomamilary nucleous on posterior side of
Hypothalamus contains histaminergic neurons and also
a broad noradrenergic network. In the present study, we
have investigated the effects and the interaction of the
α2-adrenoceptors and histamine in the CA1 region of the
hippocampus using the Moriss water maze (MWM) test
of spatial memory.
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Introduction
Nursing is a dynamic and supportive job, with the main role of taking care of patients.
Maintaining appropriatecommunication of the nurse with the patients is particularly known as
the main core of care in mental health. However,in spite of the importance of providing
communication, one of the main sources of stress in nurses of psychiatry wards is
communication with the patients. Some important reasons for inappropriate relationship
between the nurse and patient can be lack of necessary skills to communicate with patients
because of insufficient training. Although training communication skills is an important part of
theeducationofmedicalandparaͲmedicalstudents,inrecentstudiesithasbeendemonstrated
thatthecommunicationskillslearnedintheoreticalcourseswouldnotnecessarilybetransferred
to clinical settings, and proving training in clinical settings is a must. The present study was
carried out to determine the effect of training communication skills using psychoeducation
methodonthestresslevelofnursesofpsychiatrywardsin2010.
MaterialandMethods
ThisisaquasiͲexperimentalstudy.Theparticipantswere45nurses;23and22intheexperiment
and control groups, respectively, working in psychiatry wards of Noor and Farabi hospitals,
Isfahan, Iran. The sampling was carried out by the census method, and then the participants
were randomly assigned to the two groups of experiment and control, using random number
table. The two groups filled out the demographic data form and also the questionnaire on
nurses’ occupationalstress,designedbytheresearcher.Thequestionnairewasfilledoutthree
times;before,immediatelyafter,andonemonthafterthetraining.Trainingofcommunication
skills was carried outusing group psychoeducation method,in six sessions, each lasted for 1.5
hours.ThetrainingsessionsoftheexperimentgroupwereheldinFarabiHospital.
Results
Thefindingsindicatedthatbeforetheintervention,themembers ofthetwogroupshadahigh
level of occupational stress. Immediately after the training, the stress level of the experiment
groupdecreasedsignificantly,andthedecreasewassustainedforthefollowingonemonth.
Discussion
Trainingcommunicativeskillsusinggrouppsychoeducationmethod candecreasethe
occupationalstressofpsychiatrywardnurses.
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Introduction
• Homocysteine is an amino-acid which, at high
concentrations, has been associated with neurotoxicity
(McCully 2009).
• Recent studies have reported that patients with
schizophrenia demonstrate increased homocysteine
plasma levels (Muntjewerff et al. 2006; Haidemenos et al.
2007). Confounding factors which are also associated with
elevated homocysteine concentrations might account for
this relationship.
• Low levels of folate or B12, male gender, body mass-index
(BMI) and genetic polymorphisms are such factors.
• One polymorphism of the methylenetetrahydrofolate
reductase (MTHFR) enzyme gene influences
homocysteine concentrations. This involves a C>T
substitution at position 677 of the gene (Frosst et al.
1995). The T allele is associated with reduced MTHFR
activity and increased homocysteine levels (Muntjewerff
et al. 2006).
• Another polymorphism (Val158Met) in the catechol-Omethyltransferase (COMT) enzyme gene has been also
shown to affect homocysteine levels in elderly individuals
(Tunbridge et al. 2008). The Val allele is associated with
increased COMT activity and elevated homocysteine.

Aim
To study the relationship of homocysteine with
schizophrenia, after controlling for possible confounding
factors. We particularly focused on COMT and MTHFR
genetic polymorphisms.

Material and Methods

Genotyping
Polymerase Chain Reaction (PCR) and Restriction Fragment
Length Polymorphisms methods.
COMT: 109bp fragment; G>A change of the Val158Met
polymorphism (Sheldrick et al. 2008).
MTHFR: 198bp fragment; C>A replacement of the C677T
polymorphism (Frosst et al. 1995).
Statistics
Diagnosis, MTHFR and COMT polymorphisms, B12 and folate
levels, smoking status, age and gender were used as possible
explanatory variables of homocysteine plasma concentraions
in linear (concentrations) and logistic (normal vs. pathological
homocysteine, upper cut-off: 13.9 μmol/lt) regression
modeling.

Results
Linear regression
Variable

Effect
B; t (df)

Logistic regression
p

Effect
B; Wald; (df)

p

Diagnosis 3.45; 2.41 (130)

0.017

1.02; 4.24; (1)

0.04

Gender
(0:men)
Age

-3.14; -2.17 (130)

0.032

-0.54; 1.35; (1)

0.246

0.99; 1.34 (130)

0.183

0.07; 6.63; (1)

0.01

MTHFR
2.73; 1.93 (130)
(CC, CT or
TT)
COMT
0.605; 0.396
(Val/Val,
Val/Met
or
Met/Met)
B12
-0.003; -1.22

0.056

0.55; 1.37; (1)

0.242

0.692

-0.59; 1.39; (1)

0.239

Sample
0.223 -0.002; 2.36; (1) 0.125
•90 patients with chronic schizophrenia (58 males and 32
females; mean age:42.9, SD=10 years)
Folate
-0.34; -2.5
0.014 -0.36; 13.35; (1) <0.001
•55 healthy volunteers (controls; 30 males and 25 females;
mean age: 43.69, SD=8.32 years)
Smoking 3.49; 2.22
0.028 0.88; 2.84; (1)
0.092
Homocysteine, B12, folate measurements
•Fasting morning blood samples were obtained from all
participants.
•Homocysteine: fluorescence-polarization immunoassay
Schizophrenia is associated with increased homocysteine
method (AxSYM analyser- Abbott, Wiesbaden, Germany).
concentrations independently of confounding factors
Folate & B12:electro-chemo-luminescence immunoassay
which include MTHFR and COMT gene polymorphisms.
method performed (ELECSYS 2010 analyser-Roche
Diagnostics, Mannheim, Germany).
This work was supported by a special research grant by
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INTRODUCTION

RESULTS

Schizophrenia is a severe and debilitating mental disorder. It is
associated with significant morbidity and mortality, and negatively
impacts the quality of life of patients and healthcare budgets.1,2
Adherance to treatment may be crucial to minimize psychotic
symptoms, as well as to improve level of functioning and quality of
life among these patients.

Patient demographics

Reasons for treatment and patient co-morbidities

A total of 178 patients were included in the study. Demographic data
were equal for the two treatment groups (Table 1).

Atypical antipsychotics (AAPs) are recommended as first-line
treatment for schizophrenia.3,4 Yet their different receptor binding
properties result in different efficacy on the positive, negative and
co-morbid symptoms of schizophrenia and the type and extent of
side-effects (e.g., somnolence, extrapyramidal symptoms and weight
gain).5,6 The different efficacy and tolerability profiles of AAPs add to
the complexity of treating schizophrenia in real life and physicians do
not always adhere to treatment guidelines, but often augment firstline treatment with other drugs, combine antipsychotics or switch to
other AAPs to optimize symptomatic control.7

Of the 178 patients, 118 patients received quetiapine XR (66%) and
60 (34 %) received quetiapine IR. Sixty-four percent (64%) of the XR
patients received quetiapine as their primary antipsychotic treatment
(doses ≥ 400mg), compared to 40% of the IR patients (p=0.002)
(Table 2).

Schizophrenia was significantly more commonly reported as
a reason for treatment in quetiapine XR-treated patients than
in quetiapine IR-treated patients (20% vs. 0%, respectively;
p=0.0003). Quetiapine IR was in this study more commonly used
for treatment of psychosis (75% vs. 52%, respectively; p=0.0019),
while only numerical differences were noted for anxiety (57% vs.
42%, respectively; p=0.06).

Significantly more quetiapine XR than IR patients were also treated
with doses ≥ 600 mg/day (52% vs. 23%, p=0.0003). Moreover,
27 % of the patients in the IR group had a mean quetiapine dose
below 200 mg/day during the inpatient stay, while the same was
seen in only 13 % of the patients in the XR group.

Patients with co-morbid substance abuse were more likely to receive
treatment with quetiapine XR than quetiapine IR (p=0.003). Also,
significantly more patients (12%) in the quetiapine IR group reported
non-adherence as a reason for ceasing treatment compared to those
in the quetiapine XR group (3.4%) (p=0.03).

Quetiapine, an established first-line oral AAP for schizophrenia,
has two formulations with different pharmacokinetic properties:
immediate-release quetiapine (IR) and extended-release (XR).
Quetiapine XR is characterized by sustained drug exposure with
once-daily dosing (ODD), a faster dose titration and different
pharmacological and tolerability profiles than quetiapine IR,8 which
is taken twice daily over a longer dose titration period. ODD has
been shown to be significantly associated with improved adherence
in schizophrenia patients.9,10 Quetiapine XR is also associated with a
lower intensity of sedation than quetiapine IR.11

The mean daily dose of quetiapine XR received during hospitalization
was significantly higher than that of quetiapine IR (494 mg/d vs. 345
mg/d, respectively; p=0.001) (Figure 1).

Although statistically not significant, lower GAF scores, longer
duration of hospitalization, and higher use of ECT was noted for
patients receiving quetiapine XR.

In a retrospective, non-interventional setting, we examined the real
life use of quetiapine XR/IR for treatment of hospitalized patients with
schizophrenia in Sweden. The study included assessment of dose
levels, add-on therapy and simultaneous use, as well as concomitant
medication, disease severity and co-morbidity in these patients.

Differential dosing in quetiapine XR vs. quetiapine IR
treated patients

Table 1. Patient demographics
Variable
ICD10 Diagnosis F20, n (%)

Quetiapine XR

Quetiapine IR

73 (62)

31 (51.7)

ICD10 Diagnosis F23, n (%)

2 (1.7)

4 (6.7)

ICD10 Diagnosis F25, n (%)

43 (36.4)

25 (41.7)

44.1 (11.9)

42.3 (12.5)

0.3424

55 (47)

30 (50)

0.6695

Age, mean years (SD)
Females, n (%)
BMI, mean kg/m2 (SD)

28.9 (7.0)

28.4 (6.5)

0.7137

12.1 (2.5)

11.5 (2.8)

0.2894

1.4 (1.2)

1.4 (1.0)

0.7521
0.9583

PATIENTS AND METHODS

Own home, n (%)

87 (74)

43 (72)

Sheltered housing, n (%)

25 (21)

15 (25)

Study design and patient population

SD; standard deviation

Study Outcomes
The primary outcome was to evaluate the antipsychotic use of
quetiapine XR and IR in patients with schizophrenia. Antipsychotic
treatment with quetiapine XR or quetiapine IR was pre-defined as
the primary treatment when used in a mean daily dose ≥ 400 mg
during days with active treatment. Mean daily doses of quetiapine XR
or IR < 400 mg were regarded as add-on anti-psychotic treatment.

Quetiapine XR
n (%)

Quetiapine IR
n (%)

p-value

≥400 mg/day

76 (64)

24 (40)

0.0020

≥600 mg/day

61 (52)

14 (23)

0.0003

Dose cut-off

CONCLUSIONS
t Quetiapine XR was used in higher mean daily doses than
quetiapine IR for inpatients diagnosed with schizophrenia.
t An extensive use of concomitant medication was seen in this
patient population (98% of patients). It was higher in quetiapine
IR-treated patients (p=0.04) during hospitalization. This, together
with the finding that higher mean daily doses were used for
quetiapine XR supports the interpretation that quetiapine XR more
often is used as the main antipsychotic drug, whereas quetiapine
IR is more often used as an add-on medication in schizophrenia.
Overall, patients had two or more – and in some cases up to
seven or eight – antipsychotic medications during hospitalization.
t Quetiapine IR-treated patients (twice daily dosing) reported
non-adherence as a reason for discontinuation of treatment
significantly more often than quetiapine XR-treated patients
(once daily dosing; p=0.03).

Table 2. High dose quetiapine XR and quetiapine IR usage

700
600
Mean daily dose (mg/day)

Each study site performed a manual retrospective search in the
medical record system for all in-patients with schizophrenia (inclusion
criteria: 18 - 65 years, ICD10 diagnosis codes F20, F23.1, F23.2,
and F25), hospitalized with psychotic symptoms at any time during
1 July 2009 – 30 September 2010) and had received at least one dose
of quetiapine XR or quetiapine IR during hospitalization. All patients
fulfilling the eligibility criteria were included into either the quetiapine
XR group or the quetiapine IR group. If a subject had received both
Seroquel XR and Seroquel IR simultaneously the highest daily dose
determined which group the patient was enrolled in.

0.3133

Education, mean years (SD)
Previous hospitalizations,
mean number/year (SD)

This non-interventional, retrospective, multicenter study was
conducted at 14 sites of in-patient care in Sweden (clinicaltrials.gov
NCT01214135).

p-value

Significantly more patients had somatic disease in the quetiapine
XR group than in the quetiapine IR group (31% vs. 18%, p=0.03).

t Patients with comorbid substance abuse were more likely to
receive quetiapine XR than quetiapine IR (p=0.003).
Our study thus suggests that more knowledge is needed about
treatment patterns and patient outcomes in clinical practice, to
complement the picture provided by RCTs with their often highly
selected patient populations.
Our study shows that quetiapine XR and quetiapine IR are not
substitutes, but are used differently and complementary when
treating schizophrenia inpatients. Both quetiapine XR and quetiapine
IR are useful in clinical practise for the treatment of schizophrenia.

500
400
300
IR

200

XR

100
0
1
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7

9 11 13 15 17 19 21 23 25 27 29 31 33 35 37 39 41
Time in hospital (days)

Secondary objectives included patient demographics; concomitant
medication; co-morbidities (ICD10 diagnosis); Global Assessment
of Functioning (GAF) score; hospitalizations; and electroconvulsive
therapy (ECT).

Figure 1. The mean daily dose (mg/day) of quetiapine XR and
quetiapine IR versus time in hospital (days).

Statistical analyses

Concomitant medication

All analyses were pre-specified in a statistical analysis plan and
performed using the SAS software, version 9.2. Categorical
variables were compared using a chi-2 test, numeric variable using
t-test and number of concomitant medication using a Poisson
regression.

The mean number of concomitant medications used per month
was 3.11 in the quetiapine XR group and 4.24 in the quetiapine IR
group, a difference of 27% (p=0.04). Almost all patients (98%) were
treated with one or more concomitant psychiatric medications during
hospitalization.
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TREATMENTOFICUDELIRIUM


ZiakaM.,ZiakaL.,KarapetsaM.,ZygoulisP.,ZakynthinosE.

1.I.C.U.,UniversityHospitalofLarissa,Greece

Introduction:Deliriumiscommonlydescribedincriticallyillpatientsas1factorcontributingtoincreased
lengthofintensivecareunitandhospitalstay,secondarycomplications,andincreasedmortality.
Haloperidolhastraditionallybeenprescribedastheprimaryagentofchoiceforthetreatmentofdelirium
incriticallyillpatients.Clinicianshavebeenchallengedtoconsideralternativeagentsduetoadverse
effectssuchasextrapyramidalsymptoms,QTcprolongation,andpossibletorsadesdepointeswith
haloperidoluse.


AimofthisstudyisthereviewoftheliteratureviaaMEDLINEsearch


MaterialsandMethods:MEDLINEsearchandbibliographicsearchoftheEnglishͲlanguageliterature


Results:.TheprevalenceofdeliriumintheIntensiveCareUnit(ICU)isreportedtovaryfrom20to80%.
DeliriumintheICUisnotonlyafrighteningexperienceforthepatientandhisorherfamily,itisalsoa
challengeforthenursesandphysicianstakingcareofthepatient.Furthermore,itisalsoassociatedwith
worseoutcome,prolongedhospitalisation,increasedcosts,longͲtermcognitiveimpairmentandhigher
mortalityrates.Thus,strategiestopreventICUͲdeliriuminadditiontotheearlydiagnosisandtreatment
ofdeliriumareimportant.Keyfactorsarethepreventionandmanagementofcommonriskfactors,
includingavoidingoverzealoussedationandanalgesiaandcreatinganenvironmentthatenhances
reintegration.Oncedeliriumisdiagnosed,treatmentconsistsoftheuseoftypicalandatypical
antipsychotics.Haloperidolisstillthedrugofchoiceforthetreatmentofdeliriumandcanbegiven
intravenouslyinincrementaldosesof1to2to5(to10)mgevery15Ͳ20minutes.

Evidencesuggeststhatrisperidone,olanzapineandquetiapineareasefficaciousashaloperidolinthe
treatmentofdeliriumbuthavelessersideeffects.Additionally,recentcaseseriesprovidesaninitial
efforttoexploreapossibleroleforquetiapineinthemanagementofrefractoryhyperactiveand
mixedICUdelirium.Furthermore,QuetiapineaddedtoasͲneededhaloperidolresultsinfaster
deliriumresolution,lessagitation,andagreaterrateoftransfertohomeorrehabilitation


Conclusion:Publishedprospective,randomizedclinicaltrialsevaluatingantipsychotictherapyfor
preventingortreatingdeliriumintheICUarefewinnumber.Theconclusionsthatcanbedrawnfrom
themarelimited.
Futurestudiesshouldevaluatetheeffectofquetiapineonmortality,resourceutilization,postͲ
intensivecareunitcognition,anddependencyafterdischargeinabroadergroupofpatients.
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Sleep disturbances in the critically ill patients
Ziaka M., Ziaka L., Zygoulis P., Karapetsa M., Zakynthinos E.,
I.C.U., University Hospital of Larissa, Greece
Background: Sleep disturbances and fatigue are significant problems for critically ill patients.
Existing sleep disorders, underlying medical/surgical conditions, environmental factors,
stress, medications, and other treatments all contribute to a patient's inability to sleep[1].
Aim of this study is the review of the literature via a MEDLINE search
Materials and Methods: MEDLINE search and bibliographic search of the English-language
literature
Results: Sleep disturbance and debilitating fatigue that originate during acute illness may
continue months after discharge from intensive care units (ICUs). If these issues are
unrecognized, lack of treatment may contribute to chronic sleep problems, impaired quality
of life, and incomplete rehabilitation [1].
Delirium, an organ dysfunction that affects outcome of the critically ill patients, is
characterized by an acute onset of impaired cognitive function, visual hallucinations,
delusions, and illusions. These symptoms resemble the hypnagogic hallucinations and
wakeful dreams seen in patients with neurological degenerative disorders and suffering of
disorders of rapid eye movement (REM) sleep [2].
Sleep disruption and the development of delirium are frequently related, both because of
sleep scarcity and inappropriate dosing with sedatives. Delirium is strongly related to
increased ICU morbidity and mortality, thus the resolution of sleep disruption could
significantly contribute to improved ICU outcomes [3].
Conclusion A multidisciplinary approach that incorporates assessment of sleep disturbances
and fatigue, environmental controls, appropriate pharmacologic management, and
educational and behavioral interventions is necessary to reduce the impact of sleep
disturbances and fatigue in ICU patients [1].
References
Sleep disturbances and fatigue in critically ill patients,Matthews EE.AACN AdvCrit Care. 2011
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Posttraumatic stress disorder in general intensive care unit survivors

Burnout Syndrome and Post-Traumatic Stress Disorder in ICU nurses

Ziaka M., Ziaka L., Baga D., Zakynthinos E.

Laoura Ziaka 1, Mairi Ziaka 1, Evangelos Bailis 1, Epaminondas Zakynthinos 1,

I.C.U., University Hospital of Larissa, Greece

1. I.C.U., University Hospital of Larissa, Greece

Background: The relevance of the post-traumatic stress disorder (PTSD) concept to medically
ill patients is becoming increasingly clear. Some medical conditions (e.g., rheumatologic
diseases) are likely related to PTSD indirectly. Others, such as myocardial infarction and
critical illness/intensive care unit (ICU) treatment, are likely traumatic stressors. Importantly,
PTSD seems to be a potent risk factor for fatal and nonfatal cardiac events. Risk factors for
medical illness-related PTSD appear similar to risk factors for PTSD in general. PTSD is
particularly common among survivors of critical illness and ICU treatment. [1]

Background:The environment of the Intensive care unit (ICU) is stressful and demanding and
the nursing staff are repeatedly exposed to work related stresses ,e.g.performing
cardiopulmonary resuscitation, postmortem care, prolonging life artificially in critical ill
patients [1]. The psychological effects on nurses as a result working in such a stressfull
environment is the Burnout syndrome (BOS) and the Post -Traumatic Stress Disorder (PTSD)
Aim of this study is the review of the literature via a MEDLINE search

Aim of this study is the review of the literature via a MEDLINE search
Materials and Methods:
Results: Surviving a critical illness is inherently stressful, and survivors are frequently faced
with complicated recoveries. Recently, there has been increased interest in the mental
health of critical illness survivors [2].
Post-traumatic stress disorder (PTSD) is a potentially serious psychiatric disorder that has
traditionally been associated with traumatic stressors such as participation in combat,
violent assault, and survival of natural disasters. Recently, investigators have reported that
the experience of critical illness can also lead to PTSD, although details of the association
between critical illness and PTSD remain unclear [3].

Conclusion Exact PTSD prevalence rates cannot be determined due to methodological
limitations such as selection bias, loss to follow-up, and the wide use of screening (as
opposed to diagnostic) instruments. In general, the high prevalence rates reported in the
literature are likely to be overestimates due to the limitations of the investigations
conducted to date. Although PTSD may be a serious problem in some survivors of critical
illness, data on the whole population are inconclusive. Because the magnitude of the
problem posed by PTSD in survivors of critical illness is unknown, there remains a pressing
need for larger and more methodologically rigorous investigations of PTSD in ICU
survivors[3].
References
Post-traumatic stress disorder in medical settings: focus on the critically ill,Bienvenu OJ,
Neufeld KJ.Curr Psychiatry Rep. 2011 Feb;13(1):3-9.
The burden of adverse mental health outcomes in critical illness survivors,Davydow DSCrit
Care. 2010;14(1):125. Epub 2010 Feb 25.

Materials and methods:MEDLINE search and bibliographic search of the English-language
literature
Results:BOS has been described as an inability to cope with emotional stress and its clinical
symtoms are tiredness, headaches, eating problems , insomnia, iiritability, emotional
instability, rigidity in relationship with others. Severe burnout symptoms among critical care
nurses are common and some of these symptoms are severe and associated with four main
domains: personal characteristics, organizational factors, quality of working relations and
en-of-life related factors [2].
Another common disorder found in the critical care nurses is PTSD. ICU nurses have
symptoms consistent with possible anxiety disorders and depression. Commonly
experienced PTSD symptoms in ICU nursing staff are sleep problems and being annoyed or
angry, irritable and agitated[1].
Those findings suggest that strategies of empowerment must be developed in the ICU. A
higher sense of psychological empowerment can decrease stress, PTSD and burnout
symptoms. Those strategies have to focus on personal knowledge and skills of the nursing
staff and also support a good atmosphere and teamwork in the ICU[3].
Conclusions:BOS and PTSD are frequent in the ICU nurses. Empowerment strategies have to
be implemented in the ICU in order to help the nursing staff to copy with these symptoms.
An important area of future research is to determine whether these symptoms influence the
quality of care provided by the nursing staff to patients and their families[4].
References:1. Mealer, L.M. et al. (2007). Increased Prevalence of Post- Traumatic Sress
Dirorder in Critical Care Nurses. American Journal of Respiratory and Critical Care Medicine,
175, 693-697.
2. Poncet, M.C. et al. (2007). Burnout Synrdome in Critical Care Nursing Staff. American
Journal of Respiratory and Critical Care Medicine,175, 698-704
3. Wallin,I., Ek, A-Ch. & Idwall E. (2010). Staff empowerment in intensive care: Nurses' and
physicians' lived experiences. Intensive Care and Citical Care Nursing, 26, 262-269.4. Curtis,
J.R. & Puntillo, K. (2007). Is there an epidemic of burnout and post-traumatic stress in clinical
care clinicians?. American Journal of Respiratory and Critical Care Medicine,175.
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The effects of heroin use in patients with acute asthma exacerbations

Common mental disorders in primary care

Ziaka M., Bailis E., Igropoulou O , Rizos D.,Ziaka L.Daflou A , Mousafiri O., Karatasitsas A.,
Milios K., Zakynthinos E.

Mairi Ziaka 1, Evangelos Bailis 1, Laoura Ziaka 1, Epaminondas Zakynthinos 1,

1. I.C.U., University Hospital of Larissa, Greece
2. I.C.U.,General Hospital of Ioannina,Greece

Background: The use of heroin has been associated with asthma exacerbations. However,
the magnitude of this effect has not been adequately described. The purpose of this
minireview is to examine the association between heroin use and asthma severity [1].
Materials and Methods: MEDLINE search and bibliographic search of the English-language
literature
Results:.Heroin insufflation is a common trigger for asthma symptoms among patients
requiring ICU admission for asthma in an urban public hospital. This phenomenon has
occurred sporadically since March 1997 and may have been operative prior to that date. In
the first 6 months of 1999, the majority of persons (13 of 23 patients) admitted with severe
asthma to the ICU gave a clear history that heroin insufflation precipitated asthma
exacerbations generally, and in some cases, clearly precipitated the symptoms that led to
the ICU admission. Detailed histories suggest that heroin use frequently resulted in less
severe symptoms that were managed at home. The high rate of UDS positivity for opiates
confirms the history of recent use in many patients, and strengthens the temporal linkage
between heroin use and severe symptoms. These temporal associations, coupled with the
finding that heroin use was more commonly identified in ICU patients with asthma than in a
comparison group with DKA, support a relationship between heroin insufflation and asthma
[2].

Conclusion:Heroin and cocaine use are common among adult asthmatic patients admitted
to an inner-city hospital. Both cocaine and heroin are significantly associated with the need
for intubation. Based on these findings, it may be prudent to screen adults with asthma
presenting to an urban emergency department for cocaine and heroin use [1]..

References
The effects of cocaine and heroin use on intubation rates and hospital utilization in patients
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1. I.C.U., University Hospital of Larissa, Greece
Background:The prevalence of mental diosrders in primary health care is a central since
there is evidence that these disorders can influence medical practice and mislead general
practitioners. It is common mental disorders to manifest themselves as physical complaints
rather as psychological ones . Early identification of such disorders is critical since it would
lead to better prognosis and lower use of resources[1] .
Aim of this study is the review of the literature via a MEDLINE search
Materials and methods:Bibliographic search of the English-language literature
Results:The most common mental disorders found in primary care are: mood disorders
(mayor depression and dysthymia) , anxiety disorders (generalized anxiety disorder),
somatoform disorders and alcohol abuse/ depedence. The studies show also important rate
of comorbidity between these disorders[1], [2].
There is also comorbidity between common mental disorders and somatic diseases:
depressive and anxiety disorders are higher among individual that suffer from a somatic
disease such as neurological, oncological or liver disease [3]. Dysfunctional attitudes can be
also associated with common mental disorders in primary care. They may be a risk factor for
the onset of episodes of depression and anxiety [4].
The Primary Care Evaluation of Mental Disorders (PRIME-MD) questionnaire can be a uselful
diagnostic tool for the general practicioners in primary care settings in order to identify
common mental disorders [2].
Conclusions:There is high prevalence and comorbidity of mental disorders in primary care
that are also associated with somatic diseases and dysfunctional attitudes. PRIME-MD can
be a useful screening tool for mental disorders. We must also focus on the importance of the
training of general practitioners in mental health problems.
References:
1. Roca, M. et al. (2009). Prevalence and comorbidity of common mental disorders in
primary care. Journal of Affective disorders, 119, 52-58.
2. Ansseau, M.et al. (2004). High prevalence of mental disorders in primary care. Journal of
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3. Margalida, G. (2010). Comorbiditty between commom mental disorders and chronic
somatic diseases in primary care patients, General Hospital Psychiatry ,32,240-245.
4. Weich, Sc. , Churchill R. & Lewis , G. (2003). Dysfunctional attitudes and the common
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Peripheral vascular disease marker is associated with cognitive function,
activities of daily living, and gait function.
Senanarong V, Harnphadungkit K, Aoonkaew N, Udomphunthurak S, Rattanabunnakit C, and Rossor M
Faculty of Medicine Siriraj Hospital, Mahidol University, Thailand

Objectives: We assessed marker of peripheral vascular diseases by utilizing the Angle Brachial Index(ABI) in a cohort of Thai community
dwelling elderly with memory and mobility problems who were recruited to participate the day care cognitive and physical rehabilitation
study. We explored the association between the ABI index, cognition, activities of daily livings and vascular risk factor parameters.
Materials & methods: 155 elders who participated in the Day Care Rehabilitation Program at Nhongkaem Health Care Center in Bangkok,
Thailand had peripheral vascular disease assessment by the ABI. The measurement of the ABI involves recording the systolic pressures in the
brachial artery at each elbow and systolic pressures in the posterior tibial and the dorsalispedis arteries at each ankle. A ratio of the ankle
systolic pressure in the numerator, over the higher brachial pressure in the denominator was calculated. The ABI is calculated for each leg
separately. The ABI is graded into normal (score 1.00 to 1.29), borderline peripheral vascular disease (PAD, 0.91-0.99), mild to moderate PAD
(0.41 to 0.90), and severe PAD (0.40 or less). Cognitive assessment, daily function assessment (utilizing Thai Activities of Daily Living Scale
(Thai ADL), range 0-26, the higher the score, the poorer performance is), and gait were evaluated before starting the day care rehabilitation
program. Fasting blood was drawn for biochemistry evaluation of vascular risk factors, creatinine, and free thyroxine. Blood pressure was
measured after 2 hours of sitting & resting. Weight, height, and waist were measured and the body mass index (BMI) was calculated. Pearson
correlation from SPSS15 was used in statistical analysis.
Results: Mean age of participants was 70.77(7.50). The mean right and left ABI was 1.04(0.12). The mean Thai Mental State Exam (modified
Mini Metal State Exam in Thai version), finger tapping test, category verbal fluency (ISAAC15), Thai ADL scale score, Tinetti gait score, functional
reach test, and timed-get up and go was 24.54(5.77), right:28.35(14.08)/left:26.26(13.73), 25.52(10.04), 4(5.81), 18.32(8.17), 8.56(3.33), and 22.37
(24.62). Mean BMI was 25.55(4.64). Mean SBP was 144.03(22.53)(min=96, max=202.96). Mean DBP was 76.55(12.26)(min=47, max=109). There
were significant correlations between ABI score and TMSE, finger tapping, category verbal fluency, functional reach test, Thai ADL scores, Tinetti
gait score, timed-get up and go, and systolic blood pressure. There is no correlation between ABI and BMI, diastolic blood pressure, fasting
blood sugar, lipid profiles, creatinine, and free thyroxine levels.
Table 3. Correlation between the ankle-brachial index (ABI)

Table 1. Subject characteristics

and other subject characteristics, and blood chemistry.

Age (yers)(N=155)
ABI_right
ABI_left
Thai Mental State Exam (TMSE)(0-30)
Finger tapping test _right(seconds)
Finger tapping_left(seconds)
ISACC15
Tinetti gait score
Timed get up and go (seconds)
Thai ADL score(0-26)
Functional reach test (inches)_right or non- affected side
Systolic BP(mmHg)
Diastolic BP(mmHg)
Body mass index
Fasting blood sugar(mg%)
Serum cholesterol
Serum triglyceride
Serum HDL
Serum LDL
Serum uric acid
Serum free thyroxine
Serum creatinine

Mean(SD)
70.77(7.49)
1.038(0.123)
1.035(0.117)
24.54(5.77)
28.35(14.08)
26.26(13.73)
25.52(10.04),
18.32(8.17)
22.37(24.62)
4(5.81)
8.56(3.33)
144.03(22.53)
76.55(12.26)
25.55(4.64)
107.07(28.44)
213.77(47.36)
173.28(106.87)
52.98(14.23)
126.81(40.99)
7.81(8.92)
1.36(1.07)
1.91(10.42)

Table 2.Ankle-Brachial Index (ABI) results
ABI Number
1.00 to 1.29
0.91-0.99
0.41 to 0.90
0.40 or less

Diagnosis
Normal
Borderline
Mild-to-moderate PAD
Severe PAD

Frequency(%) (n=155)
Right: 125(77.2),left: 121(74.7)
Right: 21(13), left: 21(13)
Right: 9(5.6), left: 13(8)
Right: 0(0), left: 0(0)

ABI right
ABI right
1
ABI left
0.663(**)
Age
-0.024
Body mass index
-0.035
Thai ADL scores
-0.174(*)
Functional reach
0.291(**)
Get up and go test_timed
-0.263(**)
Tinetti test score
0.244(**)
Thai mental state exam (TMSE)
0.125
ISACC15
0.200(*)
Finger tapping_right
0.293(**)
Finger tapping_left
0.211(*)
Fasting blood sugar
0.035
Serum cholesterol
-0.044
Serum triglyceride
-0.108
Serum HDL
-0.095
Serum LDL
0.011
Serum creatinine
-0.030
Serum uric acid
0.028
Serum free thyroxine
-0.057
Systolic blood pressure
-0.157
Diastolic blood pressure
-0.096
*p<0.05, ** p<0.01, ADL = activities of daily living

ABI left
0.663(**)
1
-0.045
-0.058
-0.314(**)
0.320(**)
-0.257(**)
0.260(**)
0.302(**)
0.253(**)
0.288(**)
0.250(**)
0.009
-0.072
-0.129
0.109
0.003
-0.037
0.092
-0.071
-0.176(*)
-0.101

Discussion: Wedemonstrated that the prevalence of peripheral

vascular disease in frail Thai elderly cohort was about 10%. We found
a significant correlate between ABI and cognitive function, activities
of daily living, balance and gait.A decrease in cross-sectional vascular
area by >50%, as being seen in occlusive peripheral artery disease
(PAD), decreases ankle systolic blood pressure which leads to the ABI values<0.9. Thus, a standard cutoff value of the ABI is 0.9.ABI offers a gross
assessment of the downstream consequences of blockade in major-vessel lumen diameter. Both high and low ABI values have been described
in American Indians in the Strong Heart Study and associated with high cardiovascular mortality. A U-shaped relationship exists between this
noninvasive measurement of PAD and mortality risk. This noninvasive evaluation could alert us to identify persons with a risk of cognitive decline.
Our cohort is just a small sample size. Further evaluation in a bigger size samples with neuroimaging to ascertain vascular injury to the brain
should be done in the future.
Conclusion: The prevalence of PAD assessed by ABI was 9.2% in this community dwelling Thai elder cohort. Low ABI is associated with poor
finger tapping test, poor category verbal fluency performance, longer time when performing get up and go, poor Tinetti gait score, and higher
systolic blood pressure. Further exploration of vascular lesions in the brain in association to low ABI needs to clarify as explanation of these findings.
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INTRODUCTION
Self-care is an integral part of type II diabetes management and it is necessary for the
achievement of adequate metabolic control and for the prevention of acute and chronic
diabetes complications. The investigation of factors that affect the levels of self-care in
type 2 diabetes patients can inform the design and implementation of psycho-educational
programs targeting type II diabetes patients. The study aimed to explore the relationship
between levels of self-care and predict self-care levels, based on demographic and disease
related factors, in type 2 diabetes patients.
MATERIALS AND METDODS
The sample consisted of 342 type II patients on oral antidiabetic medication and/or
insulin, recruited from 2 public sector 400-bed hospitals in Athens, Greece. Patients
completed a 27-item self- report questionnaire comprising of two parts: a.
sociodemographic data and brief health history and b.the Summary of Diabetes Self Care
Activities (Toobert, Hampson & Glasgow, 2000), an instrument that is used to measure
levels of self-care across several diabetes self – care domains. Data were analyzed by
conducting a series of multiple regression analyses.
RESULTS
Insulin medication, in contrast to pills, was positively correlated with general diet selfcare (beta = 0.14, t=2.57, p<0.05). A negative correlation was observed between age and
specific meat avoidance diet self – care ((beta = 0.12, t=2.04, p<0.05), whereas a positive
correlation was found between specific meat avoidance diet self – care and attendance of
diabetes education ((beta = 0.12, t=2.17, p<0.05). As to blood glucose self - monitoring, a
positive correlation was observed between insulin medication versus oral medication and
blood glucose self –monitoring (beta = 0.17, t=1.14, p<0.01). No correlation was noted
between demographic and disease-related factors and a) specific diet – vegetable
consumption b) age c) foot care.
DISCUSION

Insulin medication is positively correlated with several aspects of diabetes self-care, which
may be explained by factors such as higher perceived disease severity, broader impact of
the disease on patients’ lives, higher demands upon patients. Attendance of diabetes
education can reinforce a healthy diet, a finding that underscores the role of diabetes
education in the promotion of self-management. The limited contribution of demographic
and disease related factors in self-care levels suggests that chronic disease self-care is
complex and multifactorial.
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Abstract
Aims:Thisstudyperformedwhittheaimofassessingtheeffectoffootreflexotherapyonpatients'anxietybefore
CABGsurgeryinshahidchamrnnhospitalofIsfahan.
Methods:Thisstudyisaclinicaltrial.Fiftyvolunteerpatientsforcoronaryarterybypasssurgerywereselectedusing
simplerandomsamplemethodandtherefore,
dividedintointerventionandcontrolgroupbasedontherandomnumberslist.Therefore,reflexotherapywasconducted
foreachpatientininterventiongroupfor30minutes.Patientsincontrolgroupreceivedusualinterventions.patients'
anxietywasmeasuredpreandpostfootreflexotherapyandusualinterventionsinbothinterventionandcontrolgroup.
Descriptiveandinferentialstatisticsmethodswithspsssoftwarewasappliedfordataanalysis.
Results:Patients'anxietysignificantlydecreasedininterventiongroupincomparisonwithcontrolgroup(P<0/001).But
nosignificantchangeswereobservedforcontrolgroup.
Conclusion:Thefindingsofthestudyshowthatfootreflexotherapyisasafe,effective,cheepnursinginterventionin
reducingpatients'anxietybeforecoronaryarterybypasssurgery.
Keywords:footreflexotherapy,anxiety,Coronaryarterybypasssurgery
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Mental health assesment using the PHQ and GHQ-12 as a general screening tool in western Nigeria
1

Olorunfemi Amoran ,
1. Dept of CMPC, Olabisi Onabanjo Teaching Hospital, Sagamu, Nigeria
Background:
Screening at the community level will provide keys to promoting health and preventing diseases at the community level and serve as the
fulcrum for timely detection and intervention. This study aims to assess the prevalence and nature of mental disorder among the general
population using the patient health questionnaire (PHQ). It also compares the use of PHQ and GHQ as general screening tools for mental
disorders.
Materials and methods:
This community based study is cross sectional in design. Multistage sampling technique was used to obtain a representative sample of
the communities. The PHQ and GHQ-12 questionnaires were concurrently administered by health care workers to screen for psychiatric
symptoms.
Results:
A total of 758 participants took part in the study, 496 (65.4%) of the subjects had a form of psychopathology or the other using PHQ and
143 (18.9%) using GHQ questionnaire (X2= 20.92,p= 0.000) .Three hundred and thirty one subjects (43.7%) met the criteria for
Somatoform disorder but 6.0% ever treated at PHC, 269 (35.5%) for depression and 4.8% ever treated, 127 [16.8%] for panic disorder and
5.5% ever treated while 165 (21.8%) for general anxiety and 4.8% ever treated. Predictors of psychopathology were individuals who were
Singles [OR=0.64, CI=0.49-0.93] concerns about their health [OR=3.06, CI=2.06-4.56], worried about finance [OR=1.84, CI=1.27-2.67]
worried about family life [OR=2.68, C.I=1.61-4.72] and stress at work [OR=1.16, C.I=1.06-1.28]
Conclusions:
There is a high prevalence of psychopathology at the community level in this African population and few had ever been treated. PHQ as
a general screening tool has a higher false positive value compared to GHQ when used by non-doctors. PHQ should be used as an
instrument to screen for specific mental disorders rather than a general screening tool for psychiatric morbidity at the community level.
Acknowledgements:
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THE SECETARIAT ASSISTANTS.
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Table2:PsychpathologyandSocioͲdermographicCharacteristics
Age
<20yrs
20Ͳ39yrs
40Ͳ59yrs
>60yrs
Sex
Male
Female
MaritalStatus
Singles
Married
Widowed/Seperated
Immigration
Indegenes
Migrants
LevelofEducation
Nil
Primary
Secondary
Tertiary

TotalNo[%]

PsychopathPHQͲ9

155[20.4]
480[63.3]
93[12.3]
30[4.0]

105[67.7]
313[65.2]
55[59.1]
23[76.7]

320[42.2]
438[57.8]

222(69.4)
274(62.6)

380[50.1]
365[48.2]
13[1.7]

266[70.0]
223[61.1]
7[53.8]

636[83.9]
122[16.1]

406[63.8]
90[73.8]

48[6.3]
97[12.8]
377[49.7]
236[31.1]

33[68.8]
61[62.9]
244[64.7]
158[66.9]

Pvalue

0.298

0.013

0.026

0.021

0.841

PsychopathGHQͲ12
37[23.9]
87[18.1]
11[11.8]
8[26.7]
66[20.6]
77[17.6]
85[22.4]
54[14.8]
4[30.8]

124[19.5]
19[15.6]
13[27.1]
10[10.3]
83[22.0]
37[15.7]

pvalue

0.075

0.167

0.017

0.188

0.013
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CLOZAPINE IN RELATION TO BORDERLINE PERSONALITY DISORDER AND
AGGRESSION: REVIEW OF THE LITERATURE.
1

1

Sofia Efstratiou , Sherlie Arulanandam ,
1. CMHT The Pines, Southmead Hospital, NHS, Bristol, UK
Background: Suicidal behaviour is reported to occur in up to 84% of patients with borderline personality disorder
(BPD).Clozapine, which has a relatively high D1/D2 receptor affinity ratio and a receptor blockade of D4, 5-HT18, H1, 5HT2, 5-HT6, 5-HT7 and a1 receptors, is observed to be more effective than other antipsychotics in reducing
aggressive and suicidal behaviour in many mental disorders. Since 1996 clozapine has been used in the
management of severe BPD but there are no clear guidelines on its use when psychotic symptoms are absent.
Materials and methods: The history of a 39 year old woman with BPD with a past history of persistent violent and
suicidal behaviour and prolonged hospital admissions who was maintained well in the community on clozapine over
the last eight years raised our interest on this topic. The patient presented free from any psychotic symptoms and she
was reluctant to change her medications despite having moderate weight gain. For this study we reviewed 15 and 94
published outcome studies identified in MEDLINE, EMBASE and PsycINFO searches, based on two key variables:
clozapine -borderline personality disorder and clozapine –aggression.

Results:

brain injury

figure 1: clozapine and aggression

non -psychosis

1.Since 1997 there is an
increased interest in both
topics, with the majority of
papers being published on
clozapine and BPD between
2001-2006.

2.Clozapine was studied in a
range of mental and
behavioural disorders
presenting with
aggression.(Figure 1).

4.The superiority of
clozapine in the treatment
of an aggression disorder
in adults was shown in 24
papers, 50% of them
focused on
schizophrenia and
psychosis.
5.The majority of the 15
papers regarding
clozapine and BPD were
literature reviewsand case
reports (figure 2).
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figure 2

mental retardation
autistic disorders

review
neurobiological
studies
preliminary studies
Case reports

3.The efficacy of clozapine in
the
treatment
of
mental
disorders
with
challenging
behavior in adults was shown in
40 of the 94 papers. 50% of
them
were
related
to
schizophrenia and 7.5% to BPD

6.The majority of the 94
articles about clozapine
and aggression were
review, case reports and
neurobiological
studies.(figure 3)

reviews

figure 3

double blind
studies
retrospective
studies
case reporsts
neurobiological
prospective
studies
naturalitic
studies

Discussion: Central serotonergic deficit have been linked to impulsive aggression. Selective serotonin reuptake
inhibitors reduce the aspects of impulsive aggressive behavior. Clozapine regulates aggression via its effects on
serotonergic neurotransmission in the limbic system. The anti-aggressive effects of clozapine before and beyond its
direct impact on psychosis in markedly decreasing the number of violent episodes in persistently violent patients
resulted in reduction of seclusion and restraint, hostility, self-mulitation in psychotic and non -psychotic patients. The
biological vulnerability to persistent violence may represent an “aggression disorder” comorbid with other psychiatric
disorders as BPD, schizophrenia, or a disorder unmasked by brain injury. Clozapine has been used to manage the
“aggression disorder” in patients with dual diagnosis (BPD and psychosis) but clinicians still use it in the management
of severe BPD without psychotic symptoms when violence and risks of suicide are persistently high.
Authors underline the need of more evidence based studies.
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Prevalence of dyslipidaemia in patients with mental disorders.
Alexia Maria1, Konstantinos Toutouzas2, Eleni Kiritsi3, Georgios Moussas1, Christos Sikaras1,
Dionisios Bratis1, Aikaterini Moulou1, Athanasios Tselebis1, Christodoulos Stefanadis2
¹Sotiria General Hospital of Chest Diseases, Athens, Greece
²Hippokration Hospital, Department of Cardiology, University of Athens, Greece
³Department of Nursing A', Technological Educational Institute of Athens, Greece

Background: It has been shown that dyslipidaemia, primary and secondary, is a major and treatable cause of
atherosclerotic cardiovascular disease. Patients with mental disorders as schizophrenia and bipolar disorders
presented a higher prevalence of dyslipidaemia compared with the general population.
The aim of this study was to investigate the prevalence of dyslipidaemia in patients with schizophrenia and
bipolar disorders, taking into account the role of gender, age and of the duration of treatment with
antipsychotics.
Material and Methods: The study included 142 inpatients (76 men and 66 women), with mean (SD) age 29.7
± 12.8 years, who were tested for lipid levels after a 12 hours fasting. Concerning the psychiatric diagnosis, 86
patients were diagnosed with schizophrenia and 56 with bipolar disorders.
40

TABLE 1 :Descriptive Statistics
N

Minimum

Maximum

Std. Deviation

Mean

YEARS DURATION

142

1,00

51,00

9,436

11,098

TOTAL CHOLISTEROLE

142

127,00

355,00

211,450

42,387

LDL

142

70,00

225,00

130,662

30,602

HDL

142

28,00

119,00

50,126

15,382

TRIGLYCERIDES

142

54,00

545,00

149,662

78,839

Valid N (listwise)

142

30

20

10
Std. Dev = 42,39
Mean = 211,5
N = 142,00

0
120,0

200,0

360,0

GRAPH 1: TOTAL CHOLISTEROLE

Results: The means (SD) of Total Hol, LDL, HDL and triglycerides were 211.45 ± 42.38 mg/dl, 130.66 ±
30.60 mg/dl, 50.12 ± 15.38 mg/dl and 149.66 ± 78.83 mg/d, respectively (table 1). A percentage of 57.7% of
the patients had Total Hol> 200 mg/dl (graph 1). Furthermore, 18.3% had LDL> 160 mg/dl, while 50.7% of
the patients had LDL> 130 mg/dl (graph 2). A percentage of 34.20% of men (graph 3) and 21.20% of women
(graph 4) appeared with levels of HDL<40 mg/dl. The percentage of women with HDL <50 mg/dl was
54.50%. Also 36.60% of the study population had levels of triglycerides> 150 mg/dl.
30
20

30

20

40

30

20
10

20

10

10
Std. Dev = 18,39
Mean = 54,9

Std. Dev = 10,67
Mean = 45,9

Std. Dev = 30,60
Mean = 130,7

N = 76,00

0

N = 142,00

0

30,0

40,0
35,0

50,0
45,0

60,0
55,0

70,0

30,0
50,0
70,0
90,0
110,0
40,0
60,0
80,0
100,0 120,0

65,0

GRAPH 3 :HDL Male

GRAPH 2: LDL

N = 66,00

0

GRAPH 4:HDL Female

10
Std. Dev = 78,84
Mean = 149,7
N = 142,00

0

GRAPH 5:Triglycerides

Regarding the gender factor, women appeared with higher HDL levels than men (t-test,
(t
p = 0.003 Graph 6).
As to the age factor, we found that the group < 40 years had lower levels of Total Hol, LDL and triglycerides,
compared to the group > 40 years (Anova test, p <0.05). We also observed a positive correlation between the
duration of the antipsychotic treatment and Total Hol (p <0.001), LDL (p = 0.005) and triglycerides levels (p <
0.001 Table 2). No significant differences, regarding the lipid levels were observed between the diagnostic
subgroups (p> 0.05).
TABLE 2: Correlations N=142

140

120

21
92

100
78

80

TOTAL
Pearson Correlation
CHOLISTEROL
Sig. (2-tailed)

76

MALE

GRAPH 6: Gender and HDL

66

FEMALE

HDL

LDL

Pearson Correlation
Sig. (2-tailed)

,234**
,005

,828**
,000

HDL

Pearson Correlation
Sig. (2-tailed)

,072
,396

,343**
,000

,007
,933

TRIGLYCE

Pearson Correlation
Sig. (2-tailed)

,393**
,000

,477**
,000

,523**
,000

40

N=

TOTAL
CHOL

LDL

60

20

YEARS
Duration
,417**
,000

**. Correlation is significant at the 0.01 level (2-tailed).
*. Correlation is significant at the 0.05 level (2-tailed).

HDL

-,203*
,015

Conclusions:
Our
findings
suggest that the prevalence of
dyslipidaemia in patients with
mental disorders is markedly
higher compared to the general
population. The age and the
duration
of
treatment
with
antipsychotics seem to be factors
contributing to this comorbidity.
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Medication-induced depression in patients with somatic illness
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Extended release quetiapine fumarate (quetiapine XR) versus
risperidone in the treatment of depressive symptoms in patients
with schizophrenia
Siegfried Kasper,1 Mario Di Fiorino,2 Gino Montagnani,3 Graziella Trespi3
Department of Psychiatry and Psychotherapy, Medical University, Vienna, Austria; 2Versilia Hospital, Camaiore, Italy; 3AstraZeneca, Medical Department, Milan, Italy

1
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ŶƟĞƉŝůĞƉƟĐĚƌƵŐƐ

phenobarbital, vigabatrin, topiramate, tiagabine, zonisamide, levetiracetam, felbamate

ŶƟƉĂƌŬŝŶƐŽŶĚƌƵŐƐ

levodopa, amantadine

ŶƟŵŝŐƌĂŝŶĞĚƌƵŐƐ

flunarizine

METHODS
Electronic literature searches were performed. Relevant articles examining the association between medication use and symptoms
of depression were selected. A set of relevant keywords were entered into Medline. The resulting citations were manually
reviewed.
ANTIPARKINSON
DRUGS

- 25% to 45% of Parkinson disease
(PD)
patients
suffer
from
depression.
- Levodopa: Imamura et al. (2010)
found
significant
increase
in
depression among patients treated
with levodopa for 1 year.
- Amantadine has been associated
with depression in a small number of
PD patients.
ANTIMIGRAINE
DRUGS
Patients with migraine headaches have
a 2- to 4-fold increased risk for
depression.
Flunarizine: in a randomized, doubleblind, prospective study of migraine
prophylaxis, 8% of flunarizine-treated
patients
developed
depressive
symptoms leading to treatment
discontinuation.
ANTIOBESITY
DRUGS
Rimonabant (SR141716A, Sanofi-Aventis)
- Meta-analysis of the RIO studies showed
that in some patients rimonabant is associated
severe adverse psychiatric events. 13.8% of
participants receiving 20 mg rimonabant
discontinued treatment due to adverse events
versus 7.2% of placebo patients. In the
pooled RIO studies, 26% of rimonabanttreated patients experienced psychiatric
symptoms vs. 14% of placebo-treated
subjects.
- Rimonabant was associated with
significantly increased anxiety. Rimonabant
was withdrawn from the market by the FDA
and EMEA.
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ANTIINFECTIVE DRUGS
Differentiating among illness effects,
psychological responses to illness, and
medication side effects can be difficult in
infected patients.
- Efavirenz has been frequently associated
with
neuropsychiatric
side
effects
(depression, mood changes, irritability,
dizziness, abnormal dreams) which seem to
be transient and dose-related.
- Interferon-alfa (IFN-D) induces significant
depressive symptoms in up to 58% of
patients, disrupts sleep continuity, these
side-effects can lead to early treatment
discontinuation.
- Mefloquine: Several studies revealed that
among the antimalarial medications
mefloquine has the highest rate of neuropsychiatric symptoms, particularly among
women.

ANTI-ACNE
DRUGS

Cardiovascular medications
E-bůŽĐŬĞƌƐ

propranolol, metoprolol

ƌĞƐĞƌƉŝnĞ,ŵĞthyůĚŽƉĂ

Anti-infective drugs
Anti-acne drugs
Antiobesity drugs
Oncologic medications

INF-alfa, mefloquine, efavirenz

Chemotherapy agents

Antimetabolites: pemetrexed, cisplatin
Medications that interfere with DNA and RNA synthesis:
- L-Asparaginase
Mitotic inhibitors: paclitaxel, docetaxel

Biological agents

IL-2, corticosteroids, tyrosine kinase inhibitors (imanitib, dasatinib),
hormonal agennts GnRH agonists (leuprolide, goserelin)

isotretinoin
rimonabant (CB1 receptor antagonist)

Medications for the treatment of infertility
oral contraceptives containing progesterone, GnRH agonists (leuprolide), clomiphene citrate

No clear evidence that these medications are depressogenic
varenicline, oseltamivir, montelukast

- Prevalence of depression is up to
30% in patients with moderate to
severe acne.
- In a systematic review of nine
studies evaluating the psychiatric
effects of isotretinoin, Marqueling
et al. found no association between
isotretinoin
and
depression.
Approximately
1-11%
of
isotretinoin-treated
patients
developed depressive symptoms.
Prospective studies provided
further evidence for lack of
association between isotretinoin
and depression, only one study has
found an increased risk for
depression.

ONCOLOGIC DRUGS
10-25% of cancer patients develop major depressive disorders or significant depressive
symptoms.
Chemotherapy agents
- Pemetrexed, an antifolate antimetabolite, has been found to cause mood disturbances.
One large multicenter phase III trial found depressive symptoms in 11% of those
receiving pemetrexed. Other multicenter studies examined pemetrexed and cisplatin
and reported a 14% rate of occurrence.
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- L-Asparaginase has been associated
with several psychiatric symptoms
(irritability, depression, hallucinations). Haskell et al. found that up to 31% of patients
developed CNS abnormalities (most commonly moderate to severe depression
associated with personality disturbances). Another study observed that 25% of patients
developed mild depression and drowsiness within 1 month of therapy; higher doses
were related to more severe symptoms.
- Several studies found an association between mitotic inhibitors (e.g. paclitaxel
and docetaxel) and depressive symptoms. Thornton et al. observed slower psychological recovery and higher rates of depressive symptoms in patients receiving these drugs.
Biological agents
- Several studies reported significant neuropsychiatric changes during Interleukin-2
(IL-2) treatment; behavioral and cognitive changes (including elevated depression
scores) appeared to be dose-related.
- Corticosteroids have been associated with a broad range of neuropsychiatric
symptoms. Depressive disorders are commonly associated with long-term corticosteroid therapy. Bolanos et al. observed that chronically corticosteroid-treated patients
had significantly greater depressive symptom severity as well as global psychiatric
symptom severity, and a 60% lifetime risk for mood and anxiety disorders.
- The prescribing information for several tyrosine kinase inhibitors (e.g. imanitib,
dasatinib) lists depression as an adverse effect. A study of imanitib reported that
depressed mood occurs in 7% to 15% patients. Quek et al. observed 7 previously
healthy patients who developed depression within 6 months of starting treatment with
imatinib and dasatinib; in all cases, symptoms improved after dose reduction
- Studies evaluating the association between depression and treatment with tamoxifen
yielded diverse results. A large clinical trial involving 9366 postmenopausal women
with localized breast cancer comparing anastrozole and tamoxifen reported
depressive symptoms in 19.3% of anastrozole-treated patients.
- Gonadotropin releasing hormone (GnRH) agonists (e.g. leuprolide and goserelin),
have been associated with depression in noncancer populations. Clinical studies in
prostate cancer patients have reported diverse results, and well-controlled prospective
trials have suggested that depression occurs.

CONCLUSION

Table 1. The list of medications with depressogenic side-effects

ANTIEPILEPTIC DRUGS
Epileptic patients are at increased risk for depression
(6% to 80% prevalence rates). Suicide and suicide attempts
have been associated with the use of anticonvulsants.
- Barbiturates, vigabatrin and topiramate show a greater association with
depressive symptoms than other antiepileptic drugs, presenting in up to 10%
of all patients
- Double-blind, placebo-controlled trials found a 12% incidence of depressive
symptoms in vigabatrin-treated patients, compared with an incidence of 3.5%
in the placebo group.
- Data on zonisamide are scarce but mood disorders occur in approximately
7% of patients receiving high dosages
- monotherapy with slow titration schedules can significantly reduce
incidence of mood disorders.
- Tiagabine, levetiracetam and felbamate present an intermediate risk, with
prevalence of depression of about 4% or lower.
- Phenytoin, ethosuximide, carbamazepine, oxcarbazepine, gabapentin,
sodium valproate, pregabalin and lamotrigine are associated with low risks
for depression (<1%), and several of these drugs seem to have a positive effect
on mood.
MEDICATIONS FOR TREATMENT OF INFERTILITY
Although results are contradictory, some studies have shown that depression in infertile
women is twice as high as in fertile women.
- A recent review reported that three classes of fertility medications were associated with
depression: progesterone-containing oral contraceptives, gonadotropine-releasing
hormone agonists (e.g. leuprolide), and clomiphene citrate.
- Oral contraceptive pills have long been associated with depression but several recent trials
observed less severe depression, fewer comorbid anxiety disorders, and better physical
function than patients not taking contraceptives.
- GnRH agonists can have a number of psychiatric effects, in the original studies by the
manufacturer, 22% of leuprolide-treated patients and 54% of goserelin-treated patients
suffered from significant depressive symptoms. Warnock et al. reported that approximately
80% of patients treated with leuprolide suffered from significant depressive symptoms.
- Two cross-sectional studies observed that clomiphene citrate, a selective estrogen
receptor modulator, has been associated with depressed mood (41-45% of clomiphenetreated women).
CARDIOVASCULAR DRUGS
 'HSUHVVLRQ KDV EHHQ DVVRFLDWHG ZLWK ȕEORFNHUV PHWK\OGRSD DQG UHVHUSLQH EXW PRUH
recent syntheses of the data suggested that these associations are much weaker than
believed
- The association between the E-blockers and depression is controversial. Lipophylic
E-blockers (e.g. propranolol and metoprolol) cross the blood-brain barrier more easily, as
a result,they are thought to be associated with higher rates of neuropsychiatric
consequences. Many case reports and reviews linked propranolol with depression. A
comprehensive review of more than 5800 patients found that this agent was rarely
associated with depressive symptoms. Depressive symptoms may occur more frequently
with methyldopa than with most other antihypertensive agents. Although an early study of
methyldopa found increased rates of depression, Long and Kathol found no clear evidence
that methyldopa was associated with depressive symptoms.
- Reserpine, an older antihypertensive medication rarely used nowadays is associated with
fatigue and sedation in a substantial subset of patients, and may be associated with
depressive symptoms, although this latter association is neither as strong nor as clear as was
once thought.

Medications used for the treatment of somatic illnesses should be applied with caution in patient who are at a high risk for depression, including patients with current or prior depression, positive anamnesis for depression in the
family, or possessive depressive or neurotic traits making them more vulnerable for depressogenic effects. Although depression is rarely an absolute contraindication for the use of such medications, several factors should be
considered and weighted by clinicians to make the best prescribing decision for a given patient, including the relative potential benefit of the medication on the medical condition, availability of alternative nondepressogenic
medications for the treatment of the condition, the patient’s personal and history of depression, and the ability to monitor the patient for depression. It should also be borne in mind that several medications may lead to depressive
symptoms via idiosyncratic reactions related to the presence of certain genetic polymorphisms and the interaction of these genetic factors with the environmental stressor presenting in the form of the given medication.
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Patients

0

� A total of 114 patients with schizophrenia were included in this subanalysis. Of these:
90 were included in the PP population for quetiapine XR (n=49) and risperidone (n=41);
110 were included in the ITT and safety populations for quetiapine XR (n=59) and
risperidone (n=51).
� During the study the mean (standard deviation [SD]) dose of quetiapine XR was
585.4 (130.5) mg/day and 4.7 (1.1) mg/day for risperidone.
� Baseline demographics and disease characteristics are shown in Table 1.
Table 1. Baseline patient demographics and disease characteristics.

Age (years), mean (SD)

Objective
� Primary objective: to assess the non-inferiority of quetiapine XR versus risperidone on
depressive symptoms using the CDSS.7
� Secondary objectives: to assess the efficacy of quetiapine XR versus risperidone on
negative and positive symptoms using the PANSS; to assess the efficacy of quetiapine
XR versus risperidone on depressive symptoms using the HAM-D8; to assess the safety
and tolerability of quetiapine XR versus risperidone.

Risperidone
(n=51)

42.4 (11.3)

40.9 (11.2)

37 (62.7)
22 (37.3)

41 (80.4)
10 (19.6)

Figure 1. Study design.

Quetiapine XR 400-800 mg/day

Risperidone 4-6 mg/day
Titrationa
(Day 0 to 2)
D0 D3
Randomisation

Flexible dose (Day 3 to 84)
D, day; XR, extended release
a
Quetiapine XR, 300-800 mg and risperidone, 2-6 mg

-4
-6
-8
-10
-12
Quetiapine XR (n=59)
-14

59 (100.0)
13.5 (9.2)

12.3 (9.7)

CDSS total score, mean (SD)

13.5 (3.1)

13.2 (4.1)

107.5 (24.4)

100.6 (26.8)

Positive

23.2 (8.2)

20.6 (7.9)

Negative

28.2 (7.5)

27.0 (8.1)

General psychopathology

56.1 (13.3)

53.0 (14.4)

28.0 (5.0)

28.8 (5.2)

Total

Safety and tolerability
� The overall incidence of AEs in patients receiving quetiapine XR and those receiving
risperidone is shown in Table 2; two patients experienced serious AEs with quetiapine XR
(acute respiratory failure and cardiocirculatory arrest) and three patients experienced serious
AEs with risperidone (disorientation, delusion and psychotic relapse). Two patients receiving
quetiapine XR died; one from cardiocirculatory arrest and one from acute respiratory failure.
Both deaths were judged by the investigator to be unrelated to study drug.

CDSS, Calgary Depression Scale for Schizophrenia; HAM-D, Hamilton Rating Scale for Depression;
PANSS, Positive and Negative Symptom Scale; SD, standard deviation; XR, extended release.

Table 2. Summary of patients with adverse events.
Quetiapine XR
(n=59)

Primary efficacy evaluation
� In the PP population, the true mean CDSS reductions from baseline for quetiapine XR
and risperidone were 7.2 and 4.8 points, respectively. The difference between the mean
CDSS reductions from baseline was 2.4 and the lower and upper limits of the 95% CI
for the difference in means were 0.3 and 4.6, respectively.
� To conclude that quetiapine XR was non-inferior to risperidone, the true mean CDSS
score reduction for quetiapine XR in the PP population had to be no more than
2.7 points less than the true mean score reduction for risperidone, and the lower limit
of the 95% CI of the difference in mean CDSS score reductions had to be larger than
the threshold of -2.7. As the true mean reduction for quetiapine XR was 2.4 points more
than the reduction for risperidone and the lower limit of the 95% CI for the difference in
means was 0.3, ie �-2.7, non-inferiority of quetiapine XR was confirmed with respect
to risperidone (Figure 2a).
Figure 2. a) Difference between means in CDSS score reduction with quetiapine XR versus risperidone
(PP population); b) LSM change from baseline in CDSS total score over time (PP population;
quetiapine XR n=49, risperidone n=41).

Number of AEs
Patients with AEs, n (%)

� Male or female patients (aged 18 to 65 years) with a documented Diagnostic and
Statistical Manual of Mental Disorders, 4th Edition (DSM-IV) diagnosis of schizophrenia
or schizoaffective disorder were eligible for inclusion in the study. Only patients with
schizophrenia are included in the analysis presented here.
� Patients were required to have a HAM-D score �20 at baseline and a HAM-D item 1
(depressed mood) score �2.
� Patients were excluded if they: had a DSM-IV Axis I disorder other than schizophrenia or
schizoaffective disorder; were pregnant or breastfeeding; were previously unresponsive
to quetiapine or risperidone or on treatment with either drug at the moment of screening;
had been administered a depot antipsychotic within one dosing interval before Day 0;
had used clozapine within 28 days prior to enrolment; had any other clinically relevant
diseases (such as angina pectoris, hypertension, congestive heart failure, diabetes
mellitus); had aspartate aminotransferase or alanine aminotransferase liver function
tests three times the upper normal limit.

Treatments
� Quetiapine XR was titrated to 300 mg on Day 0, 600 mg on Day 1, up to 800 mg on
Day 2 and between 400 mg to 800 mg from Day 3. Risperidone was titrated to 2 mg
on Day 0, 4 mg on Day 1 and between 4 mg and 6 mg on Day 2.
� Patients continued to receive a flexible dose of quetiapine XR or risperidone for the
remainder of the study (Days 2–84 for risperidone and Days 3–84 for quetiapine XR).

Assessments
Efficacy
� The primary efficacy endpoint of this subgroup analysis was non-inferiority of quetiapine XR
versus risperidone in the reduction from baseline to Week 12 in CDSS total score in the per
protocol (PP) population.
� Secondary efficacy endpoints included: change from baseline in PANSS total score;
change from baseline in PANSS positive, negative and general psychopathology
subscores; change from baseline in HAM-D total score.
Non-inferiority
� Non-inferiority of quetiapine XR versus risperidone could be established if the lower limit
of the 95% confidence interval (CI) of the difference in mean CDSS score reductions was
larger than the threshold of -2.7 points in the PP population.9
Superiority
� If non-inferiority was demonstrated, a superiority test of quetiapine XR versus risperidone
was performed. Superiority of quetiapine XR versus risperidone could be established if
the 95% CI for the difference in mean CDSS score reduction lay completely above zero.

Statistical analyses
� The least squares means (LSM) change from baseline and 95% CI were calculated for
each treatment. Analysis of variance (ANOVA) was performed on CDSS score, including
treatment and centre as fixed effects, and was used to perform treatment group
comparisons using last observation carried forward data; a repeated measures ANOVA
was also performed on CDSS score using treatment, visit, interaction treatment-visit,
centre, interaction treatment-centre, interaction centre-visit, interaction treatment-centrevisit and patient-within-treatment as factors.
� Non-inferiority of quetiapine XR versus risperidone was concluded if the lower limit of the
95% CI of the difference in mean CDSS score reductions was larger than the threshold
of -2.7. If non-inferiority was demonstrated, a superiority test of quetiapine XR versus
risperidone was to be performed.

Sample size determination
� In the full study, which enrolled patients with schizophrenia and schizoaffective disorder,
a total of 107 patients for each treatment group (214 total) was considered enough to
detect non-inferiority with respect to change in CDSS using a one-sided non-inferiority
testing procedure at an overall significance level of 0.05 with a power of 0.80 and
assuming a standard deviation of 7.0.10 In total, 216 patients were randomised in the
full study; quetiapine XR 109 patients, risperidone 107 patients.

This study was funded by AstraZeneca.
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13 (25.5)

2 (3.4)

3 (5.9)

11 (18.6)

7 (13.7)

Duration of diagnosis (years), mean (SD)

5 (8.5)

2 (3.9)

Patients with dose adjusted/temporarily
interrupted due to the AEs, n (%)

8 (13.6)

3 (5.9)

AE, adverse event; XR, extended release.

� The most common AEs (occurring in �3% of patients) are shown in Table 3; the most
common AEs for quetiapine were sedation, somnolence and dry mouth, and for
risperidone were hyperprolactinaemia, somnolence, anxiety and insomnia.
Table 3. Most common (occurring in �3% patients) adverse events thought to be related to study drug.

3

4

5

Adverse events, n (%)
Somnolence
Sedation
Dry mouth
Anxiety
Insomnia
Hyperprolactinaemia

6

2.5

(Non-inferiority limit of -2.7)

CDSS, Calgary Depression Scale for Schizophrenia; ITT, intent-to-treat; LSM, least squares means;
PP, per protocol; XR, extended release

b)

Risperidone
(n=51)

31
4 (6.8)
3 (5.1)
2 (3.4)
1 (1.7)
1 (1.7)
0 (0.0)

2
0
0
2
2
2

36
(3.9)
(0.0)
(0.0)
(3.9)
(3.9)
(3.9)

XR, extended release.
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� One patient in each group experienced weight increase during the study.
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� Furthermore, the lower and upper 95% CI limits were 0.3 and 4.6, respectively; therefore,
they both lay above zero and quetiapine XR was judged to be superior to risperidone.
� Furthermore, an exploratory ANOVA analysis confirmed a significantly greater LSM
change from baseline in CDSS total score for quetiapine XR versus risperidone at
Week 12 in the PP (p=0.02) and intent-to-treat (ITT) (p=0.03) populations (Figure 2b).
� In the PP population, LSM change from baseline in CDSS total score for quetiapine XR
diverged significantly from risperidone from Week 8 until the end of treatment (Figure 2b).

Secondary efficacy evaluations
� In the ITT population, the mean change (SD) from baseline to Week 12 in PANSS total
(-30.6 [24.5] vs -15.6 [21.5]), positive (-6.5 [6.5] vs -3.6 [5.5]), negative (-8.1 [7.9] vs -3.9
[7.4]) and general psychopathology (-16.0 [12.9] vs -8.1 [11.7]) scores was significantly
greater for quetiapine XR versus risperidone at Week 12 (Figure 3).
Figure 3. Change from baseline in PANSS total and subscale scores at Week 12 (ITT population).

0

Safety and tolerability
� Safety and tolerability assessments included adverse events (AEs) and laboratory
investigations.

36

22 (37.3)

Patients with severe AEs, n (%)

Quetiapine XR
(n=59)

-3

Risperidone
(n=51)

31

Patients with serious AEs, n (%)

a)

Patients

Risperidone (n=51)

p=NS

51 (100.0)

Duration of diagnosis (years), mean (SD)
PANSS, mean (SD)

HAM-D total score, mean (SD)

� This was a 12-week, randomised, open-label, parallel-group, flexible-dose, comparative
study of quetiapine XR versus risperidone in patients with schizophrenia (NCT00640562)
(Figure 1).
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HAM-D, Hamilton Rating Scale for Depression; ITT, intent-to-treat; LSM, least squares means; XR,

Race
Caucasian, n (%)

Methods
Study design

Screening
(Day -14 to -1)

Quetiapine XR
(n=59)

Gender
Male, n (%)
Female, n (%)

LSM change from baseline
in CDSS total score

Neurologic medications

A wide variety of medications may lead to depressive symptoms and disorders. Depression is a frequent comorbid
condition in medically ill patients, and it is difficult to determine whether depression accompanying somatic illness
is a coincidence, is related to the somatic illness, or is a consequence of medications used to treat the illness. The
depressogenic effects of medications may be direct, altering levels of neurotransmitters, or can be indirect, causing fatigue,
diminished appetite, sedation, or other side effects, leading to frustration, demoralization, or even a full depressive episode.
A great proportion of the adult population, especially the elderly, suffer from somatic illnesses requiring pharmacotherapy,
and approximately 10% to 20% of patients with acute cardiac disease, diabetes, renal failure, or cancer suffer from current
major depressive disorder, and even more patients have subsyndromal depressive symptoms. Therefore it is important to
determine how medications used to treat somatic illness lead to depression, and how patients can be screened whether
they are at a risk of developing depressive symptoms during pharmacological treatment for somatic illnesses.

PANSS
total

PANSS
positive

PANSS
negative

PANSS general
psychopathology

-5
LSM change from baseline

INTRODUCTION

Figure 4. Change from baseline in HAM-D total score at Week 12 (ITT population).

Results

LSM change from baseline

Introduction
� Depressive symptoms are common in patients with schizophrenia, and they are
associated with poor outcomes, high suicide rates and an increased risk of relapse.1,2
� Evidence suggests that the atypical antipsychotics, quetiapine fumarate and risperidone,
may have efficacy against depressive symptoms in patients with schizophrenia.3-5
� Primary results from this 12-week randomised open-label, parallel-group, flexible-dose,
comparative study in patients with schizophrenia or schizoaffective disorder have been
reported previously.6 In this mixed-patient population, extended release quetiapine
fumarate (quetiapine XR) demonstrated superiority over risperidone in reducing
symptoms of depression on the Calgary Depression Scale for Schizophrenia (CDSS).
Quetiapine XR also significantly reduced Positive and Negative Syndrome Scale (PANSS)
and Hamilton Depression Rating Scale (HAM-D) scores compared with risperidone.6
� Here we report the results of a subgroup analysis, including patients with schizophrenia
only, to investigate the efficacy of quetiapine XR versus risperidone for depressive
symptoms in schizophrenia.

*
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*

-15
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-20
-25
Quetiapine XR (n=59)

-30
**

Risperidone (n=51)

-35
*p�0.05, **p
�0.01 vs risperidone
ITT, intent-to-treat; LSM, least squares means; PANSS, Positive and Negative Syndrome Scale; XR,

� In the ITT population, there was no significant difference in mean change (SD) from baseline
to Week 12 in HAM-D total score at Week 12 for quetiapine XR (-13.2 [9.5]) compared with
risperidone (-10.4 [9.4]; p�0.147) (Figure 4).

Conclusions
Primary outcome
� Quetiapine XR is non-inferior to risperidone at reducing
symptoms of depression in patients with schizophrenia,
as measured by change in CDSS total score.
� An exploratory ANOVA analysis indicated that quetiapine XR is
superior to risperidone at significantly reducing symptoms of
depression in patients with schizophrenia, as measured by
change in CDSS total score.
Secondary outcomes
� When assessed by PANSS, quetiapine XR reduced negative and
positive and general psychopathology symptoms significantly
more than risperidone.
Safety and tolerability
� Safety and tolerability results were consistent with the known AE
profiles for both quetiapine XR and risperidone.
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Introduction

Results

The realisation of the need for alterations in existing guidelines on
the way physicians and pharmacists prescribe and dispense
medicines is a general goal of the European research project
“DRUID” [1]. Experts have formulated new guidelines and
protocols within the framework of the project.
Prescribing and dispensing guidelines developed within the
DRUID project were evaluated in clinical practice settings as one
of the tasks in Work Package 7. The primary goals of this task
were to evaluate the effectiveness of the implementation of
developed protocols and guidelines on healthcare professionals’
(physicians, pharmacists, nurses) attitude, knowledge and
reported behaviour by using i) an integrated (ICT) tool (additional
software integrated into the ICT software used by the professional
in his daily practice; country specific development) and ii) by using
a non-integrated tool for presenting the protocols and guidelines
(ICT tool developed within the framework of the project).

Physicians
Almost 74% of participants received no education regarding
medicines and driving during their academic studies and their
professional participation in post-graduate education.
The knowledge received during the training did change their
knowledge about the potentially detrimental effects of medicines
on driving fitness for more than half the participants (55%). After
the implementation of DRUID guidelines, a 10% increase
difference in the positive change in Reported Behaviour was
observed in the overall physicians’ samples across the country
studies.

Method
Participants
The target populations were health care professionals in the
primary care setting: i) Physicians (Belgium, Spain), ii)
Pharmacists (Belgium, the Netherlands, Spain) and iii) Nurses
(Spain). In addition, a “pure” control group was added to evaluate
the effectiveness of current practices with no DRUID-relevant
information.
Procedure
Participants were introduced to the tools/software(s) through a
training scheme. Some of the participants did not receive training
(e.g. the integrated group of physicians (SoSoeMe)). In addition,
participants were informed about the DRUID guidelines regarding
driving and medicines intake. The time sequence involved a
standard procedure of recruitment, briefing, and consent.
Participants filled in the pre-questionnaire at the start of their
training and a post-questionnaire after six months of using the
DRUID guidelines in their practice).
They used the software during their daily practice for either
prescribing or dispensing medicines depending on the
professional groups they belonged to and after the testing period
ended they filled in a post-questionnaire investigating the same
artefacts more or less as the initial one in order to enhance and
allow comparability and evaluate the effectiveness of the tool and
the applied guidelines.
Statistical analysis
Overall composite scores were based on commonalities’ analysis
across national studies with clustering of questionnaire items
taken into account. Composite scores were created for three
behavioural
clusters:
a)
Reported
Behaviour,
b)
Attitudes/Awareness, c) Actual Knowledge. These clusters
correspond to questionnaire items that were common for all
studies.

Figure 1: Percentage (%) of participants that received or not education about impairing effect
of medicines in driving behaviour per country study

Pharmacists
The majority of pharmacists (67%) had not received any type of
(post-graduate) education on medicines and driving with the
exception of the participants in the Spanish study where half the
participants had received relevant education (51%). Pharmacists
showed an overall positive change in all behavioural clusters
under study. Pharmacists incorporated driving related information
in their daily dispensing practice. The DRUID guidelines were well
received and viewed as an addition to existing guidelines.
Conclusions
Positive change has been found for both professional groups but
for pharmacists this was revealed for all clusters of behavioural
items under investigation. The application of DRUID guidelines
was successful and pinpoints the readiness of health care
professionals to adopt them. Physicians and pharmacists have
shown a change in behaviour after the implementation of DRUID
guidelines, therefore these guidelines could be successfully
incorporated in existing decision support systems. These
guidelines fill in an important “gap” linking prescribing and
dispensing of medicine with both patient and road safety.
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Background: It is well known that there is a high prevalence of anxiety in smokers [1], in patients with chronic diseases
[2] and in patients diagnosed with lung cancer. However, few studies have investigated the relationship between anxiety
and pain in lung cancer patients. Thus, the aim of this study was to investigate the relation between anxiety and pain in
patients with lung cancer.
Material and Methods: In a randomly selected sample of 101 patients (83 men and 18 women) diagnosed with lung
cancer we assessed the anxiety and pain symptoms, using the Spielberg State – Trait Anxiety Inventory (SSTAI) and the
Brief Pain Inventory (short form), respectively [3].
TABLE 1: Descriptive Statistics

AGE

N
101

Anxiety State score

101

Anxiety Trait score

101

Pain interference

101

Minimum
42,00

Maximum
82,00

Mean
65,4950

Std. Dev
9,19198

28,00

73,00

47,5248

9,74433

23,00

62,00

38,3366

8,44781

,00

9,57

4,1528

3,10123

Results: The mean age was 65.49 (± 9.19) years (table 1). A percentage of 44.6% of the sample had primary
education. The majority of patients (67.3%) were diagnosed with NSCLC, whereas a percentage of 50.5% were
classified as stage IV. The means of state and trait anxiety scores were 47.52 (± 9.74) and 38.34 (±8.45), respectively
(table 1). Women appeared with statistically higher scores in both subscales of SSTAI (t test p <0.05 graph 1).
Regarding the pain symptoms, the mean score was 4.15 (±3
3.1), while women appeared with higher scores than men (ttest p <0.05 graph 1). We observed a positive correlation between the stage of disease, the anxiety scores and the pain
symptoms score (p <0.05, table 2). The age and the education level did not showed correlation with pain and anxiety
symptoms (p> 0.05 table 2). There were no any differences between anxiety symptom levels and pain symptoms,
concerning the type of cancer (NSCLC and SCLC, t-test p> 0.05).
0
GRAPH 1: Sex, Anxiety and Pain

TABLE 2: Correlations between Pain, Anxiety, Age Education and Cancer stage

Pain
interference

Anxiety
State

Anxiety
Trait

Anxiety state score

Pearson Correlation

,446**

Anxiety traite score

Sig. (2-tailed)
(2
N
Pearson Correlation

,363**

,665**

,000
101

,000
101

AGE

Sig. (2-tailed)
(2
N
Pearson Correlation

,060

,022

-,039

,554
101
,027
,792
101
,449**
,000
68

,829
101
-,128
,202
101
,303*
,041
68

,700
101
-,114
,258
101
,297*
,014
68

Sig. (2-tailed)
(2
N
Pearson Correlation
Education
Sig. (2-tailed)
(2
N
Stage
Correlation Coefficient
Sig. (2-tailed)
(2
N
**.Correlation is significant at the 0.01 level (2-tailed).
(2

AGE

Education

,000
101

-,230*
,021
101
-,003
,979
68

,131
,285
68

Correlation is significant at the 0.05 level (2-tailed).
(2
*Correlation

Conclusions: Higher levels of anxiety and pain symptoms were found in women diagnosed with lung cancer,
compared to men. A positive correlation was observed between pain symptoms and anxiety level. The stage of cancer
has a positive correlation with pain and anxiety symptom levels
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The effect of alprazolam (xanax) in anxiety patients (both treated and
untreated) and healthy controls in driving behaviour in a simulated environment
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Introduction

Results

Alprazolam is a widely prescribed anxiolytic for the treatment of
anxiety, panic disorder, and depression. Reported adverse effects
after alprazolam intake include sleepiness, sedation, drowsiness,
and reduced alertness.
Current literature suggests that alprazolam impairs driving
performance. Many studies have investigated its effect in cognitive
and driving performance. Studies based on laboratory tests have
found that alprazolam affects memory, attention and tracking by
decreasing performance in most cases [1][2]. Impairment may be
limited to the early stages of benzodiazepine intake, with the
general clinical suggestion that tolerance develops within a few
days of benzodiazepine use [3]. Relevant studies have focussed
on cognitive impairments that both directly and indirectly
investigate the effect of alprazolam and other
In general, relevant studies have shown detrimental impairment
due to alprazolam administration on driving performance,
controlled laboratory settings and subjective scales.

Alprazolam administration impaired weaving control (SDLP) in
lane tracking scenario for all groups. It appears that low and high
concentrations of alprazolam in blood serum (ng/mL) are
associated with a small improvement in lateral position keeping;
however intermediate concentrations are associated only with
impairment in road tracking for the control group. For the
untreated anxiety patients only two concentration levels were
detected and no improvement in lateral position keeping was
observed. Greater improvement (i.e. less weaving) was found in
the treated anxiety group for the serum concentration groups of 510 and >15 ng/mL.
Impairment in brake reaction time (sec) in the car following
scenario was observed in treated and untreated anxiety patients.
Healthy participants showed riskier behaviour after alprazolam
administration compared to treated and untreated anxiety (p<.001)
patients who showed increased percentage of time spent with
Time-to-Collision (TTC) values between 2 to 4 seconds. Alertness
in attentional performance tests was significantly decreased only
in healthy participants (p=.015). Future studies might focus on
dose-related relationships between the same groups. Additionally,
further comparisons with other medicinal drugs and concomitant
medication would be desirable to be investigating in the future
reflecting the real medicinal drug users and, consequently, the real
driving performance.
Conclusions

Method
Participants
51 participants matched for age, gender and driving experience
completed two driving tasks; a lane tracking and a car following
scenario in a simulated environment. A second group of healthy
participants (N=18) was included in the study with a baseline and
an alcohol consumption (BAC=0.05%) condition.
Design
The present study utilises a within repeated- and betweenparticipants’ design for the comparison of patient and control
experimental groups in question. The independent variable is the
alprazolam administration with two levels: (baseline and
alprazolam 0.5 mg intake). Dependent variables are: a) the
driving performance (simulated environment), b) attentional
performance (winTAP), and c) subjective assessments. The aim
was to investigate the acute effect of alprazolam administration
(0.5mg) and the possibility of additive effects (treated) in two
driving tasks. Driving variables (SDLP), cognitive measures
(attention tests), blood samples (whole/serum) and subjective
assessments (Subjective Driving Quality & Karolinska Sleepiness
Scales) were gathered in a baseline and an oral administration of
alprazolam (0.5 mg) condition.
Driving simulator
The CERTH/HIT driving simulator was used for the experiments. It
is built around a Smart cabin
equipped with sensors. All
operational elements such as
steering wheel, accelerator
pedal, brake pedal, gearshift
lever and handbrake lever,
provide nature-true force
reactions.

The main findings of this study are in agreement with current
research that alprazolam has a detrimental effect on driving
behaviour. Thus, people under alprazolam medication should be
informed about the potential detrimental effects of alprazolam
administration to their everyday activities and driving.
Deterioration in weaving because of alcohol consumption was
found to be equivalent to alprazolam effect in treated and
untreated patients and significantly less compared to alprazolam
effect to the control group. Therefore, the acute effect of
alprazolam in anxiety patients may be comparable to alcohol
BAC=.05% effect.
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THERAPEUTIC PLANNING FOR ADOLESCENTS
HOSPITALIZED FOR ANOREXIA NERVOSA
Tsamadou Eftychia, Emmanouilidis Anastasios, Karagiannaki Ioanna
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Eating disorders and especially anorexia nervosa constitute a clinical condition with a constantly rising prevalence among adolescent
girls. The acute physical deterioration with which these girls are first presented to the clinician, as well as the serious psychological
background of the condition often require immediate and multidimensional intervention in a child psychiatric unit, while the
cooperation with doctors of different specializations is essential. This study aims to present the therapeutic plan for 6 female
adolescents with anorexia nervosa, applied in a hospitalization unit during the previous year.
The mean age of the 6 girls was 16 years. They came from families with parents of higher and highest education and in 4 cases they
had siblings of older ages. The primary evaluation involved parameters of physical health and psychological ones, such as image of
self, depression and anxiety levels for the patients and their families, family functioning and intrafamilial relations, so that the
therapeutic intervention could be designed. After the initial evaluation, their treatment was conducted in our closed hospitalization
department, with a limited programme of visits from the family, which was progressively negotiated with the patients in accordance to
their progress and cooperation to the therapeutic programme.

Individual psychotherapy contributed to
the patients’ gaining insight of their
condition and adopting more adaptive
behaviors in regard to their nutrition and
diet, by confronting their internal
confusion and the distortion of their
emotions. The therapist’s empathy and
respect towards the patient as well as the
firm insistence to the agreed plan
functioned as a factor of consistency and
could only prove therapy promoting.


   

  
 

 


            
            

       
         
            




THERAPEUTIC PLAN
Primary target was the improvement of
bad nutrition for weight increase and
stabilization of physical health through
dietary measures. In collaboration with an
internist and an endocrinologist, metabolic
and
endocrinal
dysfunctions
were
diagnosed and treated, whereas the
cooperation with a nutritionist targeted at
the establishment of a versatile dietary
programme with progressive adaptation to
the increasing needs.
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The cooperation with an ergotherapist
aimed at the evaluation and elaboration
of the distortion of body image, a basic
characteristic of anorectic patients. The
use of a mirror, the drawing of self and of
the family were some of the means
employed to detect and inverse
effectively the cognitive distortions.
Family
therapy
constituted
an
inseparable part of the therapeutic plan,
since it is recognized that the familial
context plays an important role in the
genesis and the maintenance of the
disorder. The objective was the
externalization
of
the
concealed
dynamics inside the family, which
unconsciously enhanced the symptom of
anorexia. The transformation of the
child’s “disease” to the family’s
“symptom” through systematic family
sessions aimed at the recognition and
change of attitude of each member
towards the disorder.

          
          
             
            



             
            









 

 
 






 
 









                    






  



 


 
  





 














 





Discussion: The various biopsychosocial factors contributing to the appearance of anorexia nervosa and the serious
long lasting morbidity and sometimes mortality this disorder causes, essentially require an holistic therapeutic
approach, as questions for its pathogenesis still arise.
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Antidepressants and schizophrenia treatment: What is
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BACKGROUND

Although antidepressants are not officially
approved in schizophrenia, they are commonly
administered as augmenting agents to
antipsychotics
against
treatment-resistant
symptoms. We aim at reviewing current
evidence with respect to antidepressants' use in
schizophrenia, to address the rational for such
prescriptions and finally to shed light onto
specific target symptoms which are expected to
be ameliorated following their administration.

of antidepressant monotherapy for people with
“at risk mental state” is sparse, although
preliminary data demonstrate their superiority
over antipsychotics. Cornblatt et al reported a
very low risk of transition to psychosis in
individuals with high-risk features who had been
treated with antidepressants suggesting that, in
some cases, it might be preferable to begin
treatment with antidepressants and progress to
antipsychotics once symptoms intensify.

MATERIALS AND METHODS

Negative
symptoms

RESULTS

Schizophrenia

Cognitive
symptoms

We revealed four distinct symptom categories
targeted by antidepressants in schizophrenia:

1. Depressive symptoms:

Although older reviews examining the addition
“At risk
mental
of
tricyclic antidepressants to ongoing
state”
neuroleptic treatment proposed a beneficial
effect for depressive symptoms, they still alerted
clinicians
for
potential
pharmacokinetic
CONCLUSIONS
interactions and additive anticholinergic side
Recent
data
support
the use of antidepressants
effects. Existing RCTs and a recent review failed
against negative symptoms in schizophrenia.
to provide conclusive evidence.
The role of antidepressants in reducing
2. Negative symptoms:
depressive and cognitive symptoms or the
Α Cochrane review revealed favorable effects on
conversion rate to psychosis of “at risk”
negative symptoms with antidepressants’
individuals remains to be delineated.
addition to antipsychotic medication but two later
meta-analyses concluded that SSRIs showed
ACKNOWLEDGEMENTS
only a mild therapeutic effect in patients with
more “chronic” illness. The most recent review None.
and meta-analysis by Singh et al. suggested that
adding an SSRI may be promising for reducing
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A recent RCT showed that mirtazapine (up to
30mg/day) addition to risperidone could improve
both negative and cognitive symptoms including
vocabulary and immediate memory. However,
the evidence on the utility of antidepressants in
cognitive dysfunction in schizophrenia is still
limited.

4. Symptoms comprising the “at
risk mental state”:
Insert Footer or
Similarly, the evidence on the preventive value
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Depressive
symptoms

PubMed and Cochrane library were searched
using the keywords “antidepressants”, “SSRI”,
“schizophrenia”. Meta-analyses and reviews
were preferred whenever possible. Randomized
Controlled Trials (RCTs) were included,
wherever evidence appeared weak.
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WRITTEN IN THE STARS?

BIRTH SEASON IS ASSOCIATED WITH AFFECTIVE TEMPERAMENTS IN A GENERAL POPULATION

PREVALENCE OF DEPRESSIVE DISORDERS AND SCREENING
INSTRUMENTS TO BOOST DETECTION IN PRIMARY CARE SETTINGS

Xenia Gonda MA PharmD PhD1,2, Zoltan Rihmer MD PhD DSc1, Peter Erdos MSc 3, Mihaly Ormos MSc PhD3

Peter Torzsaa, Ajandek Eorya, Xenia Gondab,c, Laszlo Kalabaya, Zoltan Rihmerb,

THE ROLE OF TIMING OF BIRTH IN THE BACKGROUND OF PERSONALITY AND PSYCHOPATHOLOGY:
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BACKGROUND

RESULTS

Season of birth is of peculiar interest when studying the effect
of environment in the development of several psychological and
psychiatric phenomena, since it can be considered an unspecific
environmental factor associated with a complex pattern of varying
environmental influences especially in high latitudes, such as
temperature, photoperiod, and consequentially behavioural
rhythms, nutrition, infections, stress and lifestyle. Periodicity,
cyclicity, and annual rhythms (including seasonality) are inherent
characteristics of living organisms, and they have been reported
for diverse physiological and pathological conditions and
phenomena. Season of birth has been considered to be an
important element determining personality and illness already in
the pre-scientific medical era and this tradition lives on in several
contemporary concepts ranging from astrological beliefs to
science. Besides an association with personality traits, a
significant effect of season of birth on such neuropsychiatric
disorders as schizophrenia, unipolar and bipolar major
depression, epilepsy and brain tumors was consistently reported
in studies. Season of birth was also associated with central
monoamine and monoamine metabolite levels in several studies.
A relationship between birth season and novelty seeking or
reward dependence has been described and confirmed in several
studies, however, affective temperaments have not so far been
studied with respect to their association with birth season. This
would be especially important to invesigate because of the wellknown patoplastic role of affective temperaments in bipolar
disorders. The aim of our present study was to investigate the
possible association between affective temperaments and
season of birth.

We found a significant association between temperament
scores and birth season in case of the Hyperthymic,
Cyclothymic, Irritable and Depressive temperaments, while
no significant results emerged for the Anxious temperament
(Table 1). Our results indicate that the birth season
association of affective temperaments follows a
characteristic pattern (Figure 1), which parallels earlier
results concerning the birth season association of affective
disorders, and seasonal association of hospital admissions
de to affective episodes (Figure 2).
Table 1. Association of affective temperaments with season of birth
Variable

Anxious

Cyclothymic

Depressive

Hyperthymic

Irritable

C

0,0650

0,0000

0,0007

0,0000

0,0001

Spring

0,3378

0,7386

0,4054

0,0068**

0,0112*

Summer

0,4632

0,0345*

0,7574

0,4209

0,0001***

Autumn

0,3813

0,7571

0,0138*

0,0138*

0,0003***

Adj R²

0,0602

0,0381*

0,0499*

0,0373*

0,0496*

*p<0.05

** p<0.01

***p<0.001

Figure 1. Association of affective temperaments with month and
season of birth
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A nonclinical sample of 366 university students completed the
standardized Hungarian version of the Temperament Evaluation
of Memphis, Pisa, Paris and San Diego-Auto-questionnaire.
Ordinary Least Squares regression was applied to explain the
relationship between TEMPS-A subscale and birth season of the
respondents.
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CONCLUSION
Our results support the evidence that there is a strong
association between season of birth and personality, extending
the results to affective temperaments as well. Furthermore, our
results are in line with clinical observations concerning the
seasonal variation of onset and hospitalization due to affective
episodes. This is especially important, since affective
temperaments are conceived as the subaffective and subclinical
manifestations of major and minor affective disorders indicating a
risk for the development of these disorders and also exerting a
possible pathoplastic effect, thus our results also have clinical
significance.
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Figure 2. Season of birth and affective temperaments, bipolar
disorder and season of incidence of affective episodes
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BACKGROUND
Although depressive disorders are common conditions in
primary health care service, and many depressed
patients consult their general practitioners, GPs have
some difficulties in the detection and correct diagnosis of
depression. Unrecognized and untreated depression
causes great health and economic burden and also
contributes to significant suffering, therefore the correct
recognition of affective disorder in GP settings is an
important healthcare target. The aim of our study was to
assess the prevalence of depressive disorders in general
practices in Hungary and also to assess the sensitivity and
METHODS
In the present study the current prevalence of DSM-IV
depressive disorders were surveyed among 984 primary
care attendees in 6 GP practices in Hungary, using the
Beck Depression Inventory and the PRIME-MD screening
RESULTS
The current prevalence rate of any PRIME-MD DSM-IV
depressive disorders, including symptomatic major depressive episode, were 18.5% and 7.3% respectively. Beck
Depression Inventory identified any current depressive disorders with 95% sensitivity and 56% specificity and the same
figures for current symptomatic major depressive episode
Table 1. Demographic characteristics of the sample
N u m b e r o f p a tie n ts
G ender
F e m a le , n (% )
M a le , n (% )
M e a n a g e ±S D , ye a rs
P ra xis
B u d a p e s t, n (% )
P e s t co u n ty, n (% )
E d u c a tio n
8 ye a rs o r le s s , n (% )
9 -1 5 ye a rs , n (% )
1 6 ye a rs o r m o re , n (% )

Table 2. Point prevalence of depressive syndromes meeting
DSM-IV criteria in case of the 984 patients
A ll patients (n=984) F em ales (n=577) M ales (n=403)
n (% )
n (% )
n (% )
MDE
72 (7.3)
48 (8.5)
23 (5.7)
M D E -partial rem ission
23 (2.3)
12 (2.1)
11 (2.7)
D ysth ym ia
39 (4.0)
31 (5.4)
8 (2.0)
M inor depression
48 (4.9)
30 (5.2)
60 (14.9)
T otal
182 (18.5)
122 (21.2)
60 (14.9)
Gender was not avaliable for four patients. 72 MDE patients had bipolar depression and 68
had unipolar major depression or recurrent major depression

Table 3. Association betwen the three categories of BDI and
current major depressive episode as indicated by PRIMEMD/DSM-IV
B e c k d e p re s s io n c a te g o rie s
N o B e c k d e p re s s io n
N = 7 2 5 (7 3 .7 % )
M ild B e c k d e p re s s io n
N = 1 4 3 (1 4 .5 % )
M o d e ra te B e c k d e p re ss io n
N = 4 6 (4 .7 % )
S e ve re B e c k d e p re s s io n
N = 7 0 (7 .1 % )
A n y typ e o f B e c k d e p re s s io n
N = 2 5 9 (2 6 .3 % )
T o ta l
N = 9 8 4 (1 0 0 % )

D S M -IV m a jo r d e p re s sio n
n
(% )
12

(1 .7 )

16

(1 1 .2 )

14

(3 0 .4 )

30

(4 2 .9 )

60

(2 3 .2 )

72

(7 .3 )

Table 4. Sensitivity and specificity of Beck depression categories
with respect to current major depressive episode
S e n sitivity
S p e cificity

A n y typ e of
B e ck de p re ssion
8 3 .3 % (6 0 /7 2 )
2 3 .2 % (6 0 /2 5 9 )

M o d e ra te o r se ve re
B e ck de p re ssion
6 1 .1 % (4 4 /7 2 )
3 7 .9 % (4 4 /1 1 6 )

S e ve re
B e ck de p re ssion
4 1 .7 % (3 0 /7 2 )
4 2 .9 % (3 0 /7 0 )

984
5 7 7 (6 0 )
4 0 3 (4 0 )
5 2 ,0 ±1 7 .2
7 1 0 (7 2 ,2 )
2 7 4 (2 7 .8 )
2 0 2 (2 2 .0 )
5 0 2 (5 4 .7 )
2 1 4 (2 3 .3 )

DISCUSSION
Our findings indicate that the Beck Depression Inventory
and PRIME-MD can help in detecting depressive disorders
in primary care. Our results concerning the prevalence of
major depressive syndromes in primary care are similar to
those reported previously from Hungary and from other
countries.
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A POSSIBLE COMMON PATHWAY FOR SUICIDALITY?

1Alzheimer

Xenia Gonda1,2͕<ŽŶƐƚĂŶƟŶŽƐE͘&ŽƵŶƚŽƵůĂŬŝƐ3͕'ĂďŽƌƐƵŬůǇ4͕'ǇŽƌŐǇĂŐĚǇ2,5͕ŽƌŽƩǇĂWĂƉ2͕ƐǌƚĞƌDŽůŶĄƌ2,
ŶĚƌĂƐ>ĂƐǌŝŬ6͕'ĂďŽƌ&ĂůƵĚŝ1͕DĂƌŝĂ^ĂƐǀĂƌŝͲ^ǌĞŬĞůǇ7͕ŶŶĂ^ǌĞŬĞůǇ7͕ŽůƚĂŶZŝŚŵĞƌ1
1ĞƉĂƌƚŵĞŶƚŽĨůŝŶŝĐĂůĂŶĚdŚĞŽƌĞƟĐĂůDĞŶƚĂů,ĞĂůƚŚ͕<ƷƚǀƂůŐǇŝůŝŶŝĐĂůĞŶƚĞƌ͕^ĞŵŵĞůǁĞŝƐhŶŝǀĞƌƐŝƚǇ͕ƵĚĂƉĞƐƚ
2ĞƉĂƌƚŵĞŶƚŽĨWŚĂƌŵĂĐŽĚǇŶĂŵŝĐƐ͕^ĞŵŵĞůǁĞŝƐhŶŝǀĞƌƐŝƚǇ͕&ĂĐƵůƚǇŽĨDĞĚŝĐŝŶĞ͕ƵĚĂƉĞƐƚ͕,ƵŶŐĂƌǇ
3ϯƌĚĞƉĂƌƚŵĞŶƚŽĨWƐǇĐŚŝĂƚƌǇ͕ƌŝƐƚŽƚůĞhŶŝǀĞƌƐŝƚǇ͕dŚĞƐƐĂůŽŶŝŬŝ͕'ƌĞĞĐĞ
4ĞƉĂƌƚŵĞŶƚŽĨWƐǇĐŚŝĂƚƌǇĂŶĚWƐǇĐŚŽƚŚĞƌĂƉǇ͕^ĞŵŵĞůǁĞŝƐhŶŝǀĞƌƐŝƚǇ
5'ƌŽƵƉŽĨEĞƵƌŽƉƐǇĐŚŽƉŚĂƌŵĂĐŽůŽŐǇ͕,ƵŶŐĂƌŝĂŶĐĂĚĞŵǇŽĨ^ĐŝĞŶĐĞ͕,ƵŶŐĂƌǇ

6/ŶƐƟƚƵƚĞŽĨ&ŽƌĞŶƐŝĐDĞĚŝĐŝŶĞ͕^ĞŵŵĞůǁĞŝƐhŶŝǀĞƌƐŝƚǇ͕ƵĚĂƉĞƐƚ͕,ƵŶŐĂƌǇ
7ĞƉĂƌƚŵĞŶƚŽĨDĞĚŝĐĂůŚĞŵŝƐƚƌǇ͕DŽůĞĐƵůĂƌŝŽůŽŐǇĂŶĚWĂƚŚŽďŝŽĐŚĞŵŝƐƚƌǇ͕^ĞŵŵĞůǁĞŝƐhŶŝǀĞƌƐŝƚǇ͕&ĂĐƵůƚǇŽĨDĞĚŝĐŝŶĞ͕ƵĚĂƉĞƐƚ͕,ƵŶŐĂƌǇ

OBJECTIVE

METHODS

ŐŐƌĞƐƐŝŽŶĂŶĚŚŽƐƟůŝƚǇĂƌĞĂŵŽŶŐƚŚĞŵŽƐƚǁŝĚĞůǇƐƚƵĚŝĞĚĂƐƉĞĐƚƐŽĨŚƵŵĂŶďĞŚĂǀŝŽƌ͘ĞƉƌĞƐƐŝŽŶŝƐŝŶ
ĂĐŽŵƉůĞǆƌĞůĂƟŽŶƐŚŝƉǁŝƚŚĂŐŐƌĞƐƐŝŽŶĂŶĚŚŽƐƟůŝƚǇ͕ĂŶĚƚŚĞƐĞƚǁŽƉŚĞŶŽŵĞŶĂŚĂǀĞďĞĞŶĂƐƐŽĐŝĂƚĞĚ
ƐŝŶĐĞƚŚĞĞĂƌůǇƉƐǇĐŚŽĚǇŶĂŵŝĐƚŚĞŽƌŝĞƐŽĨďƌĂŚĂŵĂŶĚ&ƌĞƵĚƉŽƐƚƵůĂƚĞĚƚŚĂƚĂŶŐĞƌƚƵƌŶĞĚŝŶǁĂƌĚŝƐĂƚ
ƚŚĞĐŽƌĞŽĨĚĞƉƌĞƐƐŝŽŶ͘/ŶƐƉŝƚĞŽĨƚŚĞůŽŶŐŚŝƐƚŽƌǇŽĨƚŚĞŚǇƉŽƚŚĞƐŝƐƚŚĂƚĂŶŐĞƌĂŶĚĚĞƉƌĞƐƐŝŽŶĂƌĞŝŶĂ
ĐĂƵƐĂů ƌĞůĂƟŽŶƐŚŝƉ ĞŵƉŝƌŝĐĂů ƌĞƐĞĂƌĐŚ ĐŽŶĐĞƌŶŝŶŐ ƚŚĞ ĂƐƐŽĐŝĂƟŽŶ ďĞƚǁĞĞŶ ĂŐŐƌĞƐƐŝŽŶ ĂŶĚ ĚĞƉƌĞƐƐŝŽŶ
ǇŝĞůĚĞĚĐŽŶŇŝĐƟŶŐƌĞƐƵůƚƐ͕ĂŶĚƚŚĞƌĞŝƐƐƟůůŶŽĂŐƌĞĞŵĞŶƚĐŽŶĐĞƌŶŝŶŐƚŚĞƉƌĞƐĞŶĐĞ͕ĚŝƌĞĐƟŽŶĂŶĚĞƟŽůŽŐǇ
ŽĨ ĂŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇ ŝŶ ĚĞƉƌĞƐƐŝŽŶ͘ tŚĞŶ ŝŶǀĞƐƟŐĂƟŶŐ ƚŚĞ ďŝŽĐŚĞŵŝĐĂů ĂŶĚ ŐĞŶĞƟĐ ďĂĐŬŐƌŽƵŶĚ ŽĨ
ĂŐŐƌĞƐƐŝǀĞƚƌĂŝƚƐĂŶĚďĞŚĂǀŝŽƌƐƚŚĞƐĞƌŽƚŽŶĞƌŐŝĐƐǇƐƚĞŵŝƐŽŶĞŽĨƚŚĞŵĂũŽƌĐĂŶĚŝĚĂƚĞƐ͕ƐŝŶĐĞƚŚĞƌŽůĞŽĨ
ƚŚĞƐĞƌŽƚŽŶĞƌŐŝĐƐǇƐƚĞŵŚĂƐďĞĞŶŝŵƉůŝĐĂƚĞĚŝŶƚŚĞďĂĐŬŐƌŽƵŶĚŽĨĂŐŐƌĞƐƐŝǀĞďĞŚĂǀŝŽƌŝŶƐĞǀĞƌĂůŚƵŵĂŶ
ĂŶĚ ĂŶŝŵĂů ƐƚƵĚŝĞƐ ĂŶĚ ƐĞƌŽƚŽŶĞƌŐŝĐ ĚǇƐĨƵŶĐƟŽŶ ĂůƐŽ ƉůĂǇƐ Ă ĐƌƵĐŝĂů ƌŽůĞ ŝŶ ĂīĞĐƟǀĞ ĚŝƐŽƌĚĞƌƐ͘ dŚĞ
ϱͲ,dd>WZƉŽůǇŵŽƌƉŚŝƐŵŚĂƐďĞĞŶĨŽƵŶĚƚŽďĞĂƐƐŽĐŝĂƚĞĚǁŝƚŚĂŐŐƌĞƐƐŝǀĞͬŚŽƐƟůĞƚƌĂŝƚƐĂŶĚĂŐŐƌĞƐƐŝǀĞ
ďĞŚĂǀŝŽƌŝŶĂŶŝŵĂůƐĂŶĚŚƵŵĂŶƐ͘dŚĞƐĂůůĞůĞŽĨƚŚĞϱͲ,dd>WZǁĂƐĂůƐŽĂƐƐŽĐŝĂƚĞĚǁŝƚŚĚŝīĞƌĞŶƚĨŽƌŵƐŽĨ
ĂīĞĐƟǀĞ ŝůůŶĞƐƐ͘ /ƚ ǁĂƐ ĂůƌĞĂĚǇ ŚǇƉŽƚŚĞƐŝǌĞĚ ƉƌĞǀŝŽƵƐůǇ ƚŚĂƚ ƚŚĞ Ɛ ĂůůĞůĞ ŵĂǇ  ƉƌĞĚŝƐƉŽƐĞ ƚŽ Ă ŐĞŶĞƌĂů
ǀƵůŶĞƌĂďŝůŝƚǇǁŚŝĐŚŵĂǇďĞŵĂŶŝĨĞƐƚĞĚŝŶĂŶǇƐŝŶŐůĞŽƌŵŽƌĞŽĨƐĞǀĞƌĂůĚŝƐƟŶĐƚƚƌĂŝƚƐĂŶĚƉŚĞŶŽŵĞŶĂ͕ŝŶ
ƚŚŝƐĐĂƐĞĞŝƚŚĞƌŝŶĚĞƉƌĞƐƐŝŽŶŽƌĂŐŐƌĞƐƐŝŽŶ͘ŐŐƌĞƐƐŝǀĞƚƌĂŝƚƐƉƌĞĚŝƐƉŽƐĞƚŽƐƵŝĐŝĚĞ͕ĂŶĚƐŽĚŽĞƐĚĞƉƌĞƐƐŝǀĞŝůůŶĞƐƐƐŽƐƵŝĐŝĚĞŝƐŽŶĞĐŽŵŵŽŶƉŽŝŶƚǁŚĞƌĞƚŚĞƐĞƚǁŽƉŚĞŶŽŵĞŶĂĚĞĮŶŝƚĞůǇĐŽŶǀĞƌŐĞ͕ƉŽƐƐŝďůǇ
ŝŶĚĞƉĞŶĚĞŶƚůǇ͕ĂŶĚĞŶŚĂŶĐĞƚŚĞĞīĞĐƚƐŽĨĞĂĐŚŽƚŚĞƌ͘dŚĞĂŝŵŽĨŽƵƌƐƚƵĚǇǁĂƐƚŽŝŶǀĞƐƟŐĂƚĞƚŚĞƉĂƩĞƌŶ
ĂƐƐŽĐŝĂƟŽŶ ŽĨ ƚŚĞ Ɛ ĂůůĞůĞ ŽĨ ƚŚĞ ϱͲ,dd>WZ ƉŽůǇŵŽƌƉŚŝƐŵ ǁŝƚŚ ĂŐŐƌĞƐƐŝǀĞ ƚƌĂŝƚƐ ŵĞĂƐƵƌĞĚ ďǇ ƚŚĞ
ƵƐƐͲƵƌŬĞĞ,ŽƐƟůŝƚǇ/ŶǀĞŶƚŽƌǇŝŶŵĂũŽƌĚĞƉƌĞƐƐŝǀĞǁŽŵĞŶĂŶĚŚĞĂůƚŚǇĐŽŶƚƌŽůǁŽŵĞŶ͘

Ϯϱϱ ǁŽŵĞŶ ;ϭϯϳ ĚĞƉƌĞƐƐŝǀĞ ĂŶĚ ϭϭϴ ĐŽŶƚƌŽůƐͿ
ĐŽŵƉůĞƚĞĚ ƚŚĞ ƵƐƐͲƵƌŬĞĞ ,ŽƐƟůŝƚǇ /ŶǀĞŶƚŽƌǇ ĂŶĚ
ǁĞƌĞ ŐĞŶŽƚǇƉĞĚ ĨŽƌ ϱͲ,dd>WZ͘ ,/ ƐĐŽƌĞƐ ŝŶ ƚŚĞ
ĚŝīĞƌĞŶƚ ŐƌŽƵƉƐ ǁĞƌĞ ŝŶǀĞƐƟŐĂƚĞĚ ďǇ 'ĞŶĞƌĂůŝǌĞĚ
>ŝŶĞĂƌ DŽĚĞů ŶĂůǇƐŝƐ͘ ƐƐŽĐŝĂƟŽŶ ďĞƚǁĞĞŶ ĚĞƉĞŶĚĞŶƚĂŶĚŝŶĚĞƉĞŶĚĞŶƚǀĂƌŝĂďůĞƐŝŶƚŚĞŵŽĚĞůǁĂƐƚĞƐƚĞĚ
ďǇƚŚĞůŝŬĞůŝŚŽŽĚƌĂƟŽŚŝͲƐƋƵĂƌĞƐƚĂƟƐƟĐ͘

RESULTS

dĂďůĞϭ͘ƐƐŽĐŝĂƟŽŶŽĨĂŐŐƌĞƐƐŝǀĞͬŚŽƐƟůĞƚƌĂŝƚƐĂƐŵĞĂƐƵƌĞĚďǇƚŚĞƵƐƐͲƵƌŬĞĞ
,ŽƐƟůŝƚǇ/ŶǀĞŶƚŽƌǇǁŝƚŚƚŚĞƐĂůůĞůĞŽĨƚŚĞϱͲ,dd>WZĂŶĚĚŝĂŐŶŽƐƟĐŐƌŽƵƉ
2

ŵean ;SDͿ

ʖ ,Ɖ

HeaůtŚǇ, HeaůtŚǇ, DeƉressed, DeƉressed,
no s aůůeůe s aůůeůe
no s aůůeůe
s aůůeůe

s aůůeůe vs no s aůůeůe#

DiaŐnosis

s aůůeůe

DiaŐnosis
x
s aůůeůe

AŐe

Controů

DeƉressed

3͘2
;1͘5Ϳ
1͘6
;1͘ϴͿ
4͘9
;1͘4Ϳ
3͘5
;2͘0Ϳ
1͘ϴ
;1͘2Ϳ
1͘3
;1͘5Ϳ
1͘7
;1͘7Ϳ
6͘7
;2͘7Ϳ
24͘7
;ϴ͘1Ϳ

3͘4
;1͘5Ϳ
1͘6
;1͘5Ϳ
5͘0
;1͘6Ϳ
3͘ϴ
;1͘6Ϳ
2͘2
;1͘4Ϳ
1͘3
;2͘0Ϳ
1͘4
;1͘7Ϳ
7͘2
;2͘5Ϳ
25͘ϴ
;7͘3Ϳ

3͘7
;3͘2Ϳ
3͘5
;2͘5Ϳ
4͘7
;2͘2Ϳ
3͘7
;2͘0Ϳ
1͘7
;1͘9Ϳ
2͘4
;1͘9Ϳ
2͘1
;2͘1Ϳ
6͘1
;3͘0Ϳ
2ϴ͘0
;14͘3Ϳ

5͘1
;2͘7Ϳ
3͘9
;2͘4Ϳ
5͘5
;2͘0Ϳ
4͘5
;2͘0Ϳ
2͘3
;1͘6Ϳ
3͘6
;1͘9Ϳ
2͘4
;2͘0Ϳ
7͘3
;3͘1Ϳ
34͘6
;12͘6Ϳ

ʖ2=14.7
p=0.000*
ʖ2=44.6
p=0.000*
ʖ2=0͘6
Ɖ=0͘437
ʖ2=3.8
p=0.053*
ʖ2=0͘5
Ɖ=0͘4ϴ5
ʖ2=38.9
p=0.000*
ʖ2=5.1
p=0.024*
ʖ2=0͘2
Ɖ=0͘659
ʖ2=14.0
p=0.000*

ʖ2=8.0
p=0.005*
ʖ2=0͘7
Ɖ=0͘3ϴ7
ʖ2=4.7
p=0.030*
ʖ2=4.7
p=0.030*
ʖ2=8.0
p=0.005*
ʖ2=5.6
p=0.018*
ʖ2=0͘2
Ɖ=0͘6ϴ5
ʖ2=6.3
p=0.012*
ʖ2=7.3
p=0.007*

ʖ2=4.8
p=0.029*
ʖ2=0͘2
Ɖ=0͘655
ʖ2=4.2
p=0.041*
ʖ2=1͘0
Ɖ=0͘306
ʖ2=1͘0
Ɖ=0͘309
ʖ2=6.7
p=0.009*
ʖ2=3͘4
Ɖ=0͘067
ʖ2=0͘7
Ɖ=0͘400
ʖ2=3.9
p=0.049*

ʖ2=1͘0
Ɖ=0͘315
ʖ2=0͘1
Ɖ=0͘ϴ06
ʖ2=0͘7
Ɖ=0͘399
ʖ2=1͘3
Ɖ=0͘250
ʖ2=0͘0
Ɖ=0͘ϴ4ϴ
ʖ2=0͘0
Ɖ=0͘993
ʖ2=0͘4
Ɖ=0͘505
ʖ2=0͘0
Ɖ=0͘ϴϴ4
ʖ2=0͘1
Ɖ=0͘ϴ01

ʖ2=0͘6
Ɖ=0͘443
ʖ2=0͘2
Ɖ=0͘672
ʖ2=0͘01
Ɖ=0͘911
ʖ2=0͘6
Ɖ=0͘447
ʖ2=2͘6
Ɖ=0͘105
ʖ2=0͘03
Ɖ=0͘ϴ63
ʖ2=1͘9
Ɖ=0͘169
ʖ2=1͘7
Ɖ=0͘1ϴ9
ʖ2=0͘03
Ɖ=0͘595

ʖ2=5.1
p=0.024+
ʖ2=0͘9
Ɖ=0͘339
ʖ2=6.5
p=0.011+
ʖ2=4͘3
Ɖ=0͘03ϴ
ʖ2=4͘6
Ɖ=0͘032
ʖ2=11.7
p<0.001+
ʖ2=1͘1
Ɖ=0͘293
ʖ2=4͘6
Ɖ=0͘032
ʖ2=11.4
p<0.001+

4͘5
;1͘2Ϳ
3͘0
;1͘4Ϳ

4͘5
;1͘1Ϳ
3͘0
;1͘3Ϳ

4͘4
;1͘6Ϳ
4͘4
;2͘1Ϳ

5͘0
;1͘5Ϳ
5͘2
;2͘0Ϳ

ʖ2=1͘0
Ɖ=0͘317
ʖ2=42.0
p=0.000*

ʖ2=3͘2
Ɖ=0͘076
ʖ2=3͘6
Ɖ=0͘059

ʖ2=3.9
p=0.050*
ʖ2=2͘ϴ
Ɖ=0͘093

ʖ2=0͘1
Ɖ=0͘ϴ11
ʖ2=0͘0
Ɖ=0͘ϴ90

ʖ2=0͘02
Ɖ=0͘ϴ99
ʖ2=0͘02
Ɖ=0͘ϴ79

ʖ2=7.2
p=0.007+
ʖ2=6.6
p=0.010+

2͘9
;2͘ϴͿ
11͘9
;4͘ϴͿ

2͘9
;2͘7Ϳ
12͘3
;4͘2Ϳ

5͘9
;4͘1Ϳ
11͘9
;5͘7Ϳ

7͘5
;3͘9Ϳ
14͘1
;5͘6Ϳ

ʖ2=47.4
p=0.000*
ʖ2=1͘1
Ɖ=0͘305

ʖ2=2͘7
Ɖ=0͘101
ʖ2=5.2
p=0.023*

ʖ2=2͘7
Ɖ=0͘09ϴ
ʖ2=1͘5
Ɖ=0͘222

ʖ2=0͘0
Ɖ=0͘902
ʖ2=0͘0
Ɖ=0͘ϴ53

ʖ2=0͘01
Ɖ=0͘925
ʖ2=0͘5
Ɖ=0͘45ϴ

ʖ2=5.2
p=0.023+
ʖ2=4͘ϴ
Ɖ=0͘2ϴ1

BDHI sƵbsĐaůes
GƵiůt
SƵsƉiĐion
IrritabiůitǇ
IndireĐt
HosƟůitǇ
NeŐaƟvisŵ
Resentŵent
AssaƵůt
Verbaů
AŐŐression
Gůobaů
AŐŐression
Indexes
AŐŐression
HosƟůitǇ
FaĐtors
NeƵroƟĐ

ŝĂŐŶŽƐŝƐĂŶĚŐĞŶŽƚǇƉĞƐŚŽǁĞĚĂƐŝŐŶŝĮĐĂŶƚĂƐƐŽĐŝĂƟŽŶǁŝƚŚƐĞǀĞƌĂůĂŐŐƌĞƐƐŝǀĞͬŚŽƐƟůĞƚƌĂŝƚƐ͘/ŶƚĞƌĂĐƟŽŶŽĨƚŚĞ
ƚǁŽ ŵĂŝŶ ĞīĞĐƚƐ ǁĂƐ ĂůƐŽ ƐŝŐŶŝĮĐĂŶƚ ŝŶ ĐĂƐĞ ŽĨ ƐĞǀĞƌĂů ƐƵďƐĐĂůĞƐ͘ WŽƐƚ ŚŽĐ ĂŶĂůǇƐĞƐ ŝŶĚŝĐĂƚĞĚ Ă ƐŝŐŶŝĮĐĂŶƚ
ĂƐƐŽĐŝĂƟŽŶďĞƚǁĞĞŶ,/ƐƵďƐĐĂůĞƐĂŶĚƐĂůůĞůĞŽŶůǇŝŶƚŚĞĚĞƉƌĞƐƐĞĚŐƌŽƵƉ͘
&ŝŐƵƌĞ ϭ͘ ŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇ ƚƌĂŝƚ ƉƌŽĮůĞ ŽĨ ĚĞƉƌĞƐƐĞĚ ƉĂƟĞŶƚƐ ĂŶĚ
ŚĞĂůƚŚǇĐŽŶƚƌŽůƐ;ƚŽƚĂůƐĐŽƌĞƐŽŶĞĂĐŚƐƵďƐĐĂůĞĚŝǀŝĚĞĚďǇƚŚĞŶƵŵďĞƌ
ŽĨŝƚĞŵƐŝŶƚŚĞŐŝǀĞŶƐƵďƐĐĂůĞͿ

&ŝŐƵƌĞϮ͘ŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇƚƌĂŝƚƉƌŽĮůĞŽĨƐƵďũĞĐƚƐĐĂƌƌǇŝŶŐĂŶĚŶŽƚ
ĐĂƌƌǇŝŶŐƚŚĞƐĂůůĞůĞĐĂƐĞ;ƚŽƚĂůƐĐŽƌĞƐŽŶĞĂĐŚƐƵďƐĐĂůĞĚŝǀŝĚĞĚďǇƚŚĞ
ŶƵŵďĞƌŽĨŝƚĞŵƐŝŶƚŚĞŐŝǀĞŶƐƵďƐĐĂůĞͿ

ExƉressive

0,60

0,60

0,60

0,55

0,55

0,55

0,50
0,45

Osteomuscular problems

0,50

0,50

0,45

0,45

0,40

0,40

0,40
0,35

Cardiovascular disease

0,35
0,35

0,30

0,30
0,30

0,25

0,20

0,20

0,15
0,10

0,25

0,25

0,20

Assault
Irritability
Resentment
Verbal aggression
Indirect hostility
Negativism
Suspicion
Guilt

Depressed
Control

0,15

Frequency
%

&ŝŐƵƌĞ ϯ͘ ŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇ ƚƌĂŝƚ ƉƌŽĮůĞ ŽĨ ĚĞƉƌĞƐƐĞĚ ĂŶĚ ĐŽŶƚƌŽů
ƐƵďũĞĐƚƐ ĐĂƌƌǇŝŶŐ ĂŶĚ ŶŽƚ ĐĂƌƌǇŝŶŐ ƚŚĞ Ɛ ĂůůĞůĞ ;ƚŽƚĂů ƐĐŽƌĞƐ ŽŶ ĞĂĐŚ
ƐƵďƐĐĂůĞĚŝǀŝĚĞĚďǇƚŚĞŶƵŵďĞƌŽĨŝƚĞŵƐŝŶƚŚĞŐŝǀĞŶƐƵďƐĐĂůĞͿ

0,15

Assault
Irritability
Resentment
Verbal aggression
Indirect hostility
Negativism
Suspicion
Guilt

s allele
no s allele

0,10

Assault
Irritability
Resentment Verbal aggression
Indirect hostility
Negativism
Suspicion
Guilt

Control, no s
Control, s
Depressed, no s
Depressed, s

CONCLUSION

DISCLOSURE

KƵƌƌĞƐƵůƚƐŝŶĚŝĐĂƚĞĂƌŽďƵƐƚƌĞůĂƟŽŶƐŚŝƉďĞƚǁĞĞŶĂŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇĂŶĚϱͲ,dd>WZŐĞŶŽƚǇƉĞ͕ďƵƚƚŚŝƐĂƐƐŽĐŝĂƟŽŶŝƐŵŽƌĞŵĂƌŬĞĚŝŶƚŚĞƉƌĞƐĞŶĐĞŽĨĚĞƉƌĞƐƐŝŽŶ͘WƌĞƐĞŶĐĞŽĨƚŚĞƐĂůůĞůĞƚŚƵƐŶŽƚŽŶůǇĐŽŶƚƌŝďƵƚĞƐƚŽĂŚŝŐŚĞƌ
ƌŝƐŬ ŽĨ ĚĞƉƌĞƐƐŝŽŶ͕ ďƵƚ ŝŶ ĚĞƉƌĞƐƐŝǀĞƐ ĂůƐŽ ůĞĂĚƐ ƚŽ ŚŝŐŚĞƌ ĂŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇ͘ KƵƌ ƌĞƐƵůƚƐ ŚĂǀĞ ŝŵƉŽƌƚĂŶƚ
ŝŵƉůŝĐĂƟŽŶƐĨŽƌƐƵŝĐŝĚĞƌĞƐĞĂƌĐŚ͕ƐŝŶĐĞƚŚĞƐĂůůĞůĞŝƐĂƐƐŽĐŝĂƚĞĚǁŝƚŚǀŝŽůĞŶƚƐƵŝĐŝĚĞ͕ĂŶĚƚŚŝƐĂƐƐŽĐŝĂƟŽŶŵĂǇďĞ
ŵĞĚŝĂƚĞĚƚŚƌŽƵŐŚƚŚĞĞŵĞƌŐĞŶĐĞŽĨŝŶĐƌĞĂƐĞĚĂŐŐƌĞƐƐŝŽŶͬŚŽƐƟůŝƚǇŝŶĚĞƉƌĞƐƐĞĚƉĂƟĞŶƚƐĐĂƌƌǇŝŶŐƚŚĞƐĂůůĞůĞ͘

dŚŝƐ ƐƚƵĚǇ ǁĂƐ ƐƵƉƉŽƌƚĞĚ ďǇ ǁĂƐ ƐƵƉƉŽƌƚĞĚ ďǇ ƚŚĞ ^ŝǆƚŚ
&ƌĂŵĞǁŽƌŬ WƌŽŐƌĂŵ ŽĨ ƚŚĞ h͕ >^,DͲdͲϮϬϬϰͲϱϬϯϰϳϰ͕
dDKWͲϰ͘Ϯ͘ϭ͘ ͲϬϵͬϭͬ<DZͲϮϬϭϬͲϬϬϬϭ͕ ddϯϭϴͬϬϰϭͬϮϬϬϵ
ĂŶĚ Kd< ϴϬϮϴϵ͘  dŚĞ ĂƵƚŚŽƌƐ ŚĂǀĞ ŶŽ ŽƚŚĞƌ ĐŽŶŇŝĐƚƐ ŽĨ
ŶƚĞƌĞƐƚƚŽĚĞĐůĂƌĞ͘

20,0
13,3

Both

20,0

Neurological

13,3

Neurol+cardiovascular
Hormonol+Osteomuscular
problems
Absence
Total

6,7
20,0
6,7
100,0

Introduction: Chronic pain is associated with a queue of
negative overcomes in youngest, though pain in elders is
being faced as a non-pathological entity, due to aging,
having as a result the lack of treatment, which enforces the
vice cycle deteriorating the ache. In addition, because of
pain’s multivarious origins, individual and environmental, can
confuse further the diagnosis and treatment. Cognitive
factors are assumed to play a significant role between
experience of pain and consistent dysphoria levels which
has the patient, though further research is needed in order
to study more this scientific field. Brain areas which are
associated with cognition process, additionally participate in
pain process.
Materials and Methods: In the current study took part 51
individuals with MCI who attended the physiotherapy
sessions in the Greek Alzheimer association during the time
period between September 2010 to May 2011. The
assessment tools used were Geriatric Pain Measure and the
Vas scale, while the elders had completed the appropriate
neuropsychological assessment consisted of MMSE,
FRSSD, GDS and NPI. Data were analyzed by Pearson
correlation, according to sample’s homogeneity and t-test in
order to find possible relations with control group from
waiting list.
Results: The experimental group scored statistically
significant lower levels of pain intensity and general
functionality (p<, 003), whereas their mood has been
improved relating to GDS score (p<, 001). Furthermore,
have not been observed possible changes in the rest
neuropsychological assessment scores.
Discussion: Physiotherapy sessions create a significant
part in a day care clinical praxis among patients with
memory problems. Except their direct impact on pain
intensity, they can have an indirect impact on memory
problems through the mood improvement. Further research
can explore specific correlations between physiotherapeutic
exercises and exact neuropsychological tools.
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Hyponatraemia: A Retrospective Analysis of its Epidemiology
in hospitalized patients in a Geriatric Psychiatry Clinic
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“Asklipieion” Private Psychiatric Clinic, Τhessaloniki, Greece

Background
Hyponatraemia (serum sodium concentration <135 mEq/Lt) is the most common electrolyte abnormality seen in general
hospital patients, with an incidence of 1% -2% in the general population (1), to 35-40% in patients hospitalized in Intensive Care
Units or in Emergency Departments (2). Objective: To assess the frequency of hyponatraemia in patients who were hospitalized
in a Geriatric Psychiatry Clinic and study the epidemiological characteristics of all hyponatremic patients.

Materials and methods
This retrospective cohort study included all adult hospitalizations at a Geriatric Psychiatry Clinic occurring between August
2010 and August 2011. We collected clinical and laboratory data and studied their medical history and treatment.

Results
Of a total 106 measurements of sodium levels of 57 patients studied during hospitalization, hyponatraemia was present in 14
measurements (13,2%) of 11 patients (19,2%). The average age of hyponatremic patients was 67,7 years ( versus 68,7 years of
patients with normal sodium levels). Serum urea levels of hyponatremic patients were on average 33,3 mg/dl (vs 35,4 mg/dl)
and serum creatinine 1,02 mg/dl (vs 1,01 mg/dl). 45% of hyponatremic patients were females (vs 65%). The annual mortality of
hyponatremic patients was higher than normonatremic patients (18% vs 2%)(p=0,02). 36% of hyponatremic patients were
hospitalized in general hospitals for several causes, versus 15% (p=0,037). 45% of hyponatremics were bedridden vs 26% of
patients with normal sodium levels.

Conclusions
Hyponatraemia's high prevalence and potential neurologic and psychiatric sequelae make a logical and rigorous differential
diagnosis mandatory before any therapeutic intervention is initiated(3,4). It is also associated with increased morbidity and
mortality, whereas the age and the renal function do not differ compared with patients without documented hyponatraemia.
References
1.Shapiro DS, Sonnenblick M, Galperin I, Melkonyan L, Munter G. Severe hyponatraemia in elderly hospitalized patients: prevalence,
aetiology and outcome.Intern Med J. 2010;40:574-580.
2.Frenkel WN, van den Born BJ, van Munster BC, Korevaar JC, Levi M, de Rooij SE. The association between serum sodium levels at time of
admission and mortality and morbidity in acutely admitted elderly patients: a prospective cohort study. J Am Geriatr Soc. 2010;58:22272228.
3.Rao MY, Sudhir U, Anil Kumar T, Saravanan S, Mahesh E, Punith K. Hospital-based descriptive study of symptomatic hyponatremia in
elderly patients. J Assoc Physicians India. 2010 ;58:667-669.
4.Waikar SS, Mount DB, Curhan GC. Mortality after hospitalization with mild, moderate, and severe hyponatremia. Am J Med.
2009;122:857-865.

P089
��������� ��� ��������������������������� ����������������������������������
����� ����
�������� ������������ ��������������� �������������������� �������������
���������������������� ������������� ���������!�������
����� ����� �"�� ���� #����� �!� ���� ��������� �$��������� ��� ���� ������������ �������� �!� �������� ��� �� !���� �%����� �!� ������ &�� ������ ��
#���'����� ����������(��� #�� #���� ����������������� ���� ��� �#�����'�� �������������� &���� ���������� ����� �$���������� ��� ��������
����������� �!� ��%���$���� ������ � �����'���� ���� ���������� �����%���� ��� �������� ���������%������ ���%���� ��� ���� ��������)� ����������
��%���%� �
���� ������������������&����������)�����������������#���������#�����!�&��%���'��#�������������(����������������
����!���������������������**��������������(����������%%��������!�+�������������� � ��&���!���������������&��������(��������������������
�!��, � �����������������!�%�����������������(����������������������!��������������!��-����������������������!�������������������������� �
����������� ���� ����� ���� �������� ����������������� ���� �����%������ !�������� &���� ���������� ���������� ���� �������������� � ���
�#��������&���������������%���$�����$��������������������������������������.���!������.��!�%�����#���������������������������������!�
������$�������&���%����������'�������������#���'����
���������������������������/0����������!�%����&������%���������������!�#����������������&��������������!������� ��������������������!�
#���%������������$������������������#�������%��������������� � ���!����������������!�%�1��������������&���������������!��2 ���������
����%���$����������������������'�����������������$���������������� ��������������������������(�������!���������������%��������������
���� ��%���%�� ��������� ���������� ���������� ��� ��������� ��� �#�����'�� ��������� �!� ���� ��$������� ���� ��� �'��3���������� #���'�����
4����������������������#�#������'��������������!�����������������������������������������%�������������'���������������$���5 �"'�����������
���������$���������������!������������!���������%���$������!������
���������6������������7��������������������������������������!���%���$�����$������������#�����'������������!���������������������%����
���%����� ���� �$�������(��� ���������� #���'����� ���� !������� ���������� ���������� ���� ��������������� ����������(���� ������ ����'��
��������������� ���8��%�����������%����������������$���������������3��������������������������$������'�������#����'��������$��������
�!����������������&���������#����������������!����������������!�������������������9�: �;���������������������!���%����������#���'��������
��� �!!���� ��� �������� ��&������ ��$������� ��� �� �����%����� �!���� �#���'��� ��� ������������ �������� � <��� �$�%����� �� ����� ���� �$���%��
%������!����!��%��������%%��%����!�����$�����#�����������������������!3%�����������&���������#��������������������&�����������������
��$�������!����� ��
8������������#�������������������������������#������� ��������'��������!����������������������������%��%���#���$��������#��������������
��������������������%�����������!���%������%#����'������'�������������������������!���%���������!����������������������������
������������������������������������������������'����������������� �+����������=��������#����������������������������'�
�!�����������������������&����=����������������%���%� �<������%����������������!�������������������!���������
�������������!=��������=���=�����������&��������������'����%�$���������������������������7��������������������������
��������9/:
�%���$���������=���������������������.%��������������.���$������������������%������1�����������������%�������
���������������������������!�������������'����%����������������%����������������#��%� ������%�����������#���
���������������������������������$����������!����1�������'�������$������������!���1������������������������������
���������(�����%����#���������%��������'������������������9>: �8��������������������������&�����$��������
��%���$�������������������#���'���������&�������'�����'��'�%����&�������������������������������������
�$���������
����������� �"#���������� ���������� ���� ��������������� ������� ������ ������������� ��� �����%���� ������� ���� ������� �!� %������ ������� �
������ ��%���%�� ���'�� �� �������� ��� ��!����� %�������%�� ����#������� ������� ���� �������� �!� ���� �������)�� ���������� ��'����%��� �
�����'���� ���� ������� ����� ����� �������� ����� �� �������� ������ �!� ���������� ���� ���������������� ��� ��� ����� ����� �!� ���������� ��������
!��-��������������������!������%���������!���� ��
?��������������#���'�������%������������������������������!����������������#��&������%���$�������$����������%���������������������
��������'��������'�������������������%�������#����������'�������%���������������%���%� �?���������������������������������#�#���
#���������������!�����������������'����!���$�������������������&����������������������������� ����������#���'�������������!��������������
���������������!����%���������������#���'�������!������������%�����������������������#�#���#����������'���!�����������7��������'���
��$���� ���!���� � ������� ����� �������� ���� !���� ����� =��$���=������������ %���������� ���� '������#��� ��� ����� %������ ������� �����%����
���������� �������� ����%������ ����� ����� ����� ��$������� ���� ��$���� ���������� �!� %������ ��������� ���� !��-������� ���������� ���� �����3
��'��������������'������7������������&�����������������������������������������������������������!�������������������������������������!�
���� ��������7� ���������� ���� �%���'�� ���� �'������ �����%���� ��������� � <�������� ������������ ��� �� %������%��������� ��������� ������� #��
�'��������&������#����������������&����%�������������
=
+�!�������
� �@��������A�����������������������((��B���������������������������&�������%���$������C�/DD*�8 E���,FG��>H3�F,
/ ;�������+I������(������%���������� ������� ��%������6���&���� �=�������������!����������&���������������������������������������������$���!�����(��������G�
�%�����������!���������%����������������� =����(�����+�� �/D������J�/24�3>5G�FD3�2>
> �������8���� ����1��������������������������%�������������������#��������������#���$���������������G���������������������������������'������ ���������������6���������
@����/04F5������/DD>��2H*320H
* 6�������A���������E =��$������������������������������������%��������������������������������%���G�!��������!��%��������������������������'����%��� =����E����������� �
/D���E��JF24�5G>F3*>

P090
Reasons for switching antipsychotic treatment in outpatients with schizophrenia: Results from the ETOS study.
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Background: Schizophrenia is a chronic, severely
disabling illness with a lifetime risk estimated to be 0.2
to 0.7 percent and an incidence of 15.2 per 100,000
persons per year [1,2]. Treatment of schizophrenia is
usually lifelong and complicated by medical and
psychiatric comorbidities and different treatment stages.
Antipsychotic medications remain the first-line
medication treatment for schizophrenia. Poor treatment
adherence has been associated with increased risk for
relapse, rehospitalization, attempted suicide, and
clinical and functional deterioration [3-5]. In
schizophrenic patients under antipsychotic treatment,
high rates of treatment discontinuations and frequent
treatment changes are quite common [6], as it is
generally accepted that subjects who are not responding
to an agent belonging to a particular class of
psychotropic drugs or experience adverse events may
show a better response to another substance of the same
or another therapeutic class [7]. Various studies have
indicated that subjects change their treatment with
atypical antipsychotics at least twice a year [6]. The
ETOS study aimed to identify the reasons and evaluate
the outcome of switching antipsychotic treatment in
outpatients with schizophrenia. Here, we present the
reasons for switching.

Table 1: Baseline demographics and clinical
characteristics

Table 2: Reasons for change from previous
treatment

Table 3: Previous antipsychotic treatment in patients switching due to lack of efficacy and in
patients switching due to lack of tolerability

Methods: ETOS was an observational 18-week study in
outpatients 18 to 65 years of age, diagnosed with
schizophrenia according to DSM-IV at least six months
prior to enrolment, who were initiated on a new
antipsychotic monotherapy within the preceding two
weeks. A total of 574 patients were recruited by 87 both
hospital- and office-based physicians. The statistical
analysis was performed on the study population
attending all follow-up visits (Per Protocol PopulationPPP). Ethical approval was obtained prior to study
initiation (NCT00999895).
Results: The PPP included 568 patients with a mean age of 39 years (±11.2), and a male-to-female ratio of 53:47. Patients’ baseline
demographic and clinical characteristics are summarized in Table 1. The majority of the study population were urban residents
(70.1%), at least high-school graduates (66.2%), unemployed (61.2%) and married or cohabiting (83.5%). The mean time since
diagnosis was 11.7 years. The most common concomitant diseases were psychiatric disorders –other than schizophrenia- (32.7%),
neurological comorbidities (12.7%), followed by vascular disorders (5.8%).
Reasons for switching are presented in Table 2. The main reason for switching antipsychotic treatment was lack of tolerability (n=369,
65.0%), followed by lack of efficacy (n=249, 43.8%); interestingly for 8.8% of patients the lack of both tolerability and efficacy was
the reason for therapy switch. Patients who changed treatment for tolerability reasons (n=369) were mainly (>10%) switched from
olanzapine (37.4%) and risperidone (24.7%) [Table 3]. Patients who switched due to lack of efficacy (n=249) were mainly (>10%)
switched from aripiprazole (22.1%), risperidone (21.3%), olanzapine (16.5%) and ziprasidone (12.9%).
Treatment switch led to a significant clinical benefit; the percentage of patients with a CGI–CB of ≤ 4 at the final visit was 87.9%
[95%CI: (84.9–90.4)].
Conclusion: ETOS study identified lack of tolerability to be the main reason for switching antipsychotic treatment in psychiatric
outpatients with schizophrenia. Treatment switch led to significant clinical benefit. Differentiation between the atypical antipsychotics
on a patient-individualized basis is therefore essential, in terms of both short and longer-term tolerability profiles.
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Background: Schizophrenia is a chronic, severely debilitating
disease with a lifetime risk estimated to be 0.2 to 0.7 percent
and an incidence of 15.2 per 100,000 persons per year [1,2].
Treatment of schizophrenia is usually lifelong and complicated
by medical and psychiatric comorbidities and different
treatment stages. Atypical antipsychotics, though better
tolerated than conventional ones, may be associated with poor
tolerability regarding weight and metabolic profile [3,4].
Optimizing efficacy and tolerability outcomes often demands
antipsychotic medication switching.
The ETOS study aimed to identify the reasons and evaluate the
outcome of antipsychotic monotherapy switching strategy in
outpatients with schizophrenia. Here, we present the clinical
benefit of treatment switching.
Methods: ETOS was an observational 18-week study in
outpatients 18 to 65 years of age, diagnosed with schizophrenia
according to DSM-IV at least six months prior to enrolment,
who were initiated on a new antipsychotic monotherapy
treatment within the preceding two weeks. The clinical benefit
of treatment switch was assessed using the following
standardized tools; CGI-Clinical Benefit (CGI-CB), CGIImprovement (CGI-I), CGI-Severity (CGI-S), Positive And
Negative Syndrome Scale (PANSS), and Brief Adherence
Rating Scale (BARS). A total of 574 patients were recruited by
87 hospital- and office-based physicians; statistical analysis
was performed on the study population attending all follow-up
visits (Per Protocol Population-PPP). Ethical approval was
obtained prior to study initiation (NCT00999895).

Figure 1: Mean PANSS, CGI-S, BARS and CGI-I scores at
baseline, visit 2, visit 3 and final visit

Results: The PPP comprised 568 patients with a mean age of 39
years (11.2) and mean disease duration of 11.7 years. Male-tofemale ratio was 53:47. The majority of patients were urban
residents (70.1%), at least high-school graduates (66.2%),
unemployed (61.2%) and married or cohabiting (83.5%). Lack of
tolerability was the main reason for treatment switch (65.0%,
n=369), followed by lack of efficacy (43.8%, n=249).
Following treatment switch, 87.9% [95% CI: 84.9-90.4] of
patients (n=499) showed meaningful clinical benefit by achieving
a CGI–CB score of ≤ 4 at final visit. Clinical benefit was
achieved for 86.9%, 89.0% and 84.0% of patients who switched
therapy for efficacy, tolerability, or for both reasons, respectively
[Table 1].
An overview of efficacy measures at each visit is presented in
Figure 1. Total PANSS, CGI-I and CGI-S scores were
significantly improved by the end of study, showing a mean
decrease of 31.69, 0.70 and 1.14 respectively (p<0.0001). BARS
was also significantly improved by the end of 18-week follow-up
period, with a mean change of 9.73 (p<0.0001).
The mean change in efficacy measures from baseline to final
visit is presented in Figure 2.
Conclusion: Antiphsychotic monotherapy switch due to lack of
efficacy and/or tolerability has led to a substantial improvement
in patients’ clinical benefit and a significant increase of patients’
adherence to treatment in daily clinical practice without the need
for combination therapy. Treatment switch was followed by
significant decrease in both weight and prolactin levels by the
end of the study.

Figure 2: Mean change in efficacy
measures from baseline to final visit

Table 1: Percentage of patients with CGI-CB ≤ 4 by reason for
switch from previous antipsychotic medication.
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INTRODUCTION
Fumagillin is a naturally secreted antibiotic of Aspergillus fumigatus and it has been shown to block angiogenesis by its inhibition of cell
proliferation (1). Fumagillin, has strong inhibitory activities against tumor growth and metastasis in a wide variety of tumors (2). It inhibits
proliferation of a variety of some cancer cell lines (3). In this study, cytotoxic effect was investigated different concentrations of Fumagillin (25, 50,
75, 100 µM), on C6 rat glioma cells. Cytotoxic effect of fumagillin were determined by the 3-(4,5-Dimethylthiazol-2-yl)-2,5-diphenyltetrazolium
bromide (MTT) assay. Also the effects of Fumagillin concentrations on C6 cells were examined morphologically.
MATERIALS AND METHODS
Cell culture and treatment: C6 cells were obtained from American Type Culture
Collection (ATCC number CCL-107). The cells were grown in RPMI 1640 medium
supplemented with 2 mM L-glutamine and 10% fetal bovine serum, 1%
penicillin/streptomycin at a temperature of 37oC in a humidified incubator with a 5%
CO2 atmosphere. Fumagillin was dissolved in dimethyl sulfoxide (DMSO) at a stock
solution and the stock solution was diluted to the required concentrations. A total of
70–80% confluent cells (after 24 h) were treated with Fumagillin (25, 50, 75, 100 µM)
for 24 and 48 h in growth medium. The morphological differentiations of cells treated
with Fumagillin photographed under inverted microscope (Leica) (Figure 1).
Cytotoxicity/Cell proliferation assay:
The viability of the cells was assessed by MTT (3,4,5-dimethylthiazol-2-yl)-2-5diphenyltetrazolium bromide) assay, which is based on the reductionof MTT by the
mitochondrial dehydrogenase of intact cells to a purple formazan product. Yellow MTT
is reduced to purple formazan in the mitochondria of living cells. This reduction takes
place only when mitochondrial reductase enzymes are active, and therefore conversion
can be directly related to cell proliferation (4,5,6). Cells were inoculated into 96-well
culture plates at densities of 5 x 103 cells per well. After 24 h, they were treated with
the concentrations of Fumagillin for 24 and 48 h. After the treatment, MTT solution (5
mg/ml) was added to each well and incubated for 3 h at 37oC. After incubation the
purple MTT-formazan crystals was dissolved by adding 1 ȝO '062 WR HDFK ZHOO
The absorbance of the samples was measured with an ELISA reader (wavelength 540
nm). In the experiment, each group was performed in 8 wells.
Statistical analysis: Mitochondrial absorbance measurements were repeated 3 times
and all data were recorded as mean ± standard deviation of mean (S.D.). All the data
were statistically analyzed using the one-way ANOVA,tukey test. Differences were
considered significant if p<0.05 *, p<0.01 **, p<0.001 ***.
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Figure 1. Morphologic images of concentrations of Fumagillin
on C6 cells after 24 and 48 hours (microscope magnification x400).
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RESULTS
Morphological differentiations of C6 cells after 24 and 48h treated
with the different concentrations of Fumagillin were seen at
figure1. The cytotoxic effects of Fumagillin on C6 cells were seen
at figure 2 (mitochondrial activation).
CONCLUSION

��������

In this study we founded that Fumagillin had (concentration and
time – dependent ) cytotoxic effects on C6 cells. Mitochondrial
activity was significantly decreased to 50,75 and 100 µM
Fumagillin concentrations at 24 hours, and 25, 50, 75 and 100 µM
concentrations at 48 hours.
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A hypothesis for the pharmacotherapy of personality disorders
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One of the main practical issues regarding personality disorders is the limited knowledge on the possibilities for
psychopharmacotherapeutic intervention on this group of disorders. Most often patients with a personality disorder are
the object of treatment in a state of personality “decompensation” i.e. a condition limited in time that is the result of the
reaction of a distorted personality to a specific event or change in the environment. In this cases pharmacological
treatment is oriented to the features of the reaction, not the personality (depression, psychosis, etc.) after which the
patient is oriented towards a diverse range of psychotherapeutic interventions aimed to address the personality disorder.
Nevertheless personality disorders themselves represent a therapeutic challenge that needs to be addressed as directly as
any other psychiatric disease, due to its effects on social functioning and personal relationships.

The symptomatic approach to drug treatment has been applied mostly in the
treatment of maladaptive features in the framework of distorted perception
and functioning that characterize personality disorders.
e
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features they present A number of patients will show a positive outcome
which can often result in bad compliance and further worsening of social functioning. Another group of
patients will present clinical features resistant to drug treatment which results in an additional personality
disorder diagnose. In both of cases the aspect of emerging secondary gains remains not properly addressed and
is counterproductive in the further development of the patient’s condition.
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This mechanism (graph. 2)represents the current problematic in the practice of treating personality disorders.
On the other hand research on the drug treatment of personality disorders outside of their “decompensation” is
still not conclusive while the psychotherapeutic approach put forward by the leading guidelines in the field,
result in intensive transfer regardless of the applied paradigm. This brings up yet again the question of the
conceptual validity of the personality disorder category as described in the two major nosologic classifications.

Conclusion
The symptomatic therapy approach is indispensable in the treatment of the clinical features of the
maladaptive (”acute”) phase of personality disorders. A number of evidence points to the possibility of
treating personality disorders themselves. However the conceptual validity of this category itself has not
yet entirely clarified. Consequently the need of nosologic and therapeutic guideline development is still
predominant.
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Confirmatory evidence for the association of
seasonality and seasonal affective disorder with
serotonin-2A receptor gene.
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Seasonal Affective Disorder (SAD), seasonality and increased sensitivity to the fluctuation of seasons in psychological and
biological parameters can manifest to varying degrees across the normal population. There are two primary, opposite
seasonal patterns of annual depressions with opposite vegetative symptoms: winter depression (hypersomnia,
hyperhpagia, carbohydrate craving and weight gain) and summer depression (insomnia, loss of appetite and weight loss)
(Goodwin et al, 2007). The serotonin-2A receptor gene has long been suggested as a candidate gene in the background of
this phenomenon. The 5-HTR2A gene located on chromosome 13q14-q21 consist of 3 exon separated by 2 introns (Seretti
et al. 2007). The most investigated polymorphisms is -1438 A/G (rs6311) which is a variant close to the promoter in the
regulatory region. Some earlier studies found that the rs6311 A allele is associated with SAD and seasonality, but other
studies did not strengthen these findings (Seretti et al. 2007).
Aims:

Results:

We investigated the epidemiology of SAD and seasonality
in the Hungarian population.

The mean score of GSS was 7.87±4.12, with females having
significantly higher point scores on GSS scale compared to
males (Meanmale=6.46±3.96; Meanfemeale=8.20±4.08; F=0.047; p <
0.001)

We hypothesized that functional sequence variation in the
serotonin-2A receptor gene could contribute to the
development of SAD and seasonality. Thus we have chosen
the most investigated polymorphism rs6311 of 5-HTR2A
gene and the nearest two tagSAPs to describe the role of
this region (Figure 1).
Method:
Polymorphisms were genotyped at the Center for
Integrated Genomic Medical Research at the University of
Manchester.
Association
between
genotypes
and
haplotypes of the 5-HTR2A receptor gene polymorphism
rs731779, rs985934 and rs6311 was analyzed in 609
population sample. Our subjects were Hungarian and
Caucasian origin. All volunteers completed a background
questionnaire. Seasonality was measured by the self-rating
Global Seasonality Score (GSS) of the Seasonal Pattern
Assessment Questionnaire (Rosenthal, 1984), and SAD by
the Seasonal Health Questionnaire (SHQ) (Thompson,
2001).
Table 1.
Odds ratios for winter- and summer-type SAD by SHQ
Non
SAD
N

%

SAD
N

%

T/T – G/T

556

97.5%

24

85.7% 1.00

G/G

14

2.5%

4

14.3% 6.47

Each genetic marker was genotyped with a success rate over
90%. There was no significant deviation from the HardyWeinberg equilibrium, and the minor allele frequencies of
polymorphisms were more than 5%. Pairwise LD D’ values are
shown in Figure 1.
GG subjects of rs731779 scored significantly higher on the GSS
scale compared to carriers of the T allele (p=0.0184; Figure 2).
People carrying the GG genotype are six times more likely to
manifest winter or summer SAD compared to GT or TT genotype
ones (OR=6.47, CI=1.94-21.57), and the chance to have wintertype SAD with GG genotype are almost seven-fold (OR=8.7
CI=2.53-29.74; Table 1).
In the haplotype analysis subjects carrying the G allele of
rs731779 scored higher, while presence of the T allele leads to
lower scores on the GSS scale (Table 2).
20

OR CI 95% CI 95 %
Lower Upper

p

*

16
14
12

0.008*
1.94

Error bars: +/- 1
SD

18

Mean of GSS

Genotypes

Using the SHQ, the frequency of winter-type SAD was 3.27% in
males and 3,49% in females, while the summer-type SAD
frequency was 0.81% and 0.97% respectively. Overall, 4.6% of
the total population was affected by some form of SAD.

10

21.57

8
6

Odds ratios for winter-type SAD by SHQ

4

T/T – G/T

556

97.5%

18

81.8% 1.00

G/G

14

2.5%

4

18.2%

8.7

2

0.003*
2.53

29.74

0

Figure 2.

Figure 1.

Conclusions:
This is the first study which investigates the epidemiology of seasonality
and SAD among Hungarians. The prevalence of SAD in our study was
similar to the prevalence observed on the same latitude (Agumadu et al.
2003; Mersch et al. 1999) and in a Middle-European population (WirzJustice et al. 2003) in case of winter- and summer-type SAD also (WirzJustice et al. 2003).
The GG homozygous genotype of rs731779 polymorphism has
increased the vulnerability to seasonality and winter-type depression.
The rs6311 A allele (-1438 A) failed to show any association neither to
seasonality nor to SAD. These results suggest that variations in the 5HTR2A gene play a significant role in the development of seasonality
and especially in winter type SAD. The fact that the polymorphisms in
questions showed association not only with clinical SAD but also
seasonality symptoms in a general population provides evidence for the
spectrum nature of this phenomenon.

TT/GT

GG

rs731779 genotypes

Table 2.
N

Global
Statistics

df

Global
permuted
p-value

609

10.019

4

0.038*

Haplotypes

Frequency

Hap-score

Permuted
p- value

TCC

18.2%

-2.389

0.013*

TTC

21.1%

-0.622

0.544

TTT

40.6%

0.716

0.481

GCC

17.9%

2.049

0.040*
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MANAGEMENT OF WERNICKE-KORSAKOFF SYNDROME IN A PATIENT WITH
BORDERLINE PERSONALITY DISORDER: A CASE REPORT
Kalimeris S.,Gkikas P.,Geka E., Voriadaki E.,Karpathiou E.,Tsopanaki E., Drakonakis
N.,Psarra V. , Doulgeraki G., Garnetas C.
3rd Psychiatric Department, Psychiatric Hospital of Attica
INTRODUCTION/AIM
Severe alcohol abuse with chronic malnutrition and Hepatitis C leading to a full blown
Wernicke-Korsakoff dementia syndrome in a patient with psychiatric comorbidity is a challenging
and complex situation. The case data and management is presented below.
CASE REPORT
CLINICAL OVERVIEW
A 48 year-old female patient was brought to the Emergency Department of the Psychiatric
Hospital of Athens with delirium due to severe alcohol intoxication and malnutrition. She abused
alcohol during a long period of time until her admission in the Internal Medicine department of the
hospital due to electrolytic, hepatic and platelet count disorders. The patient presented with
fluctuating level of alertness, confusion, agitation, aphasia, disorientation and involuntary motor
movements. She was about 45 kg and had skin lesions all over her body.
PERSONAL HISTORY
The patient was raised abroad in a wealthy environment till the age of 12, when her family
moved to her home country Greece. She is described as a difficult and unstable personality, which
took serious psychological blows from her parents’ divorce at her age of 15 the death of her
alcoholic father some years later. The patient’s psychiatric history begins at the age of 17 when
she attempted suicide receiving pills followed by a 2-year long heroin abuse. She started drinking
alcohol at an almost daily basis at her twenties; nevertheless she managed to maintain a good
level of functioning professionally (as a journalist and later on a parliament employee) as well as
socially. Also, about 20 years ago, after a recovering from a serious car accident, she suffered a
psychotic episode and began receiving antipsychotic medication. Ever since, although she could
still work, alcohol abuse was systematic and she became socially isolated. The patient gradually
developed serious mood disorder symptoms and gradually deteriorated over the next years
refusing to receive psychiatric aid. Seven years ago she attempted suicide again by receiving pills.
During the following years alcoholism became more severe, with a daily intake of 1-1/2 bottle of
whiskey. She was diagnosed with Hepatitis C 4 years ago (untreated till present day).
MANAGEMENT
The patient was initially treated with IV thiamine, IM diazepam. After 4 days she started
receiving per os medication with thiamine, diazepam and low dose mirtazapine and olanzapine.
Despite a slight improvement on agitation, her mental condition did not improve. CT scan and
ECG did not show any abnormalities. NH3+ levels were normal. After about 30 days of somatic
recovery in the Internal Medicine department, she was transferred to the 3 rd Psychiatric
Department. Her medication was changed to risperidone 3 mg and venlafaxine 75 mg and at this
point a rapid recovery started to take place. About 20 days after admission to our department, the
patient acquired a score of 25/30 on the MMSE scale and almost fully recovered in every day
functions. Although her short term memory improved, her long term memory deficits caused
delusional ideas about her recent and distant past. Her previous “chronic dysphoria” and
unstableness began to manifest again.
CONCLUSION
Combined pharmacological approach is often needed in order to achieve rapid recovery of
Wernicke dementia symptomatology.
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EFFECTS OF ESCITALOPRAM ON NON-REM SLEEP
AFTER REM SLEEP DEPRIVATION IN RATS

Country variation in management of patients with bipolar disorder in daily
practice: results from a large, multinational longitudinal study (WAVE-bd)
Eduard Vieta1, Maria Luisa Figueira2, Frank Bellivier3, Daniel Souery4, Elena Blasco-Colmenares5, Jens M Langosch6,
Miriam Moreno-Manzanaro7, Miguel Angel Gonzalez8, on behalf of the WAVE-bd Study Group
Bipolar Disorders Programme, Hospital Clínic, University of Barcelona, IDIBAPS, CIBERSAM, Barcelona, Spain; 2Psychiatric Department, Hospital Santa Maria, Faculty of Medicine, University of Lisbon, Lisboa, Portugal;
Hôpital Henri Mondor, Pôle de Psychiatrie, Créteil cedex, France; 4Centre Européen de Psychologie Médicale / Psy-Pluriel, Brussels, Belgium; 5Welch Center for Prevention, Epidemiology, and Clinical Research, Johns
Hopkins Bloomberg School of Public Health, Baltimore, MD, USA; 6Bethanien Hospital for Psychiatry, Psychosomatics, and Psychotherapy, Greifswald, Germany; 7Medical Department, AstraZeneca Pharmaceuticals,
Madrid, Spain; 8Quintiles, Madrid, Spain

1
3

To provide accurate and reliable information on the management
of patients with BD in conditions representative of everyday
clinical practice.
To determine the clinical outcomes of such management and the
use of resources in relation to the disease.
To establish the factors associated with different management
patterns and clinical and functional outcomes.
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Living alone, %

36.8

28.9
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36.9
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13.7

11.1

15.8

6.2

20.9

Not substance
users, %

89.6

83.3

92.1

74.4

89.5

90.4

86.9

97.8

88.2

92.9

87.5

BD I, %

68.8

63.7

82.9

59.4

63.2

64.7

90.2

81.6

61.5

69.8

68.7

BD, bipolar disorder

Table 2. Index event associated hospitalisation and resource use
Austria
N=125

Belgium
N=408

Brazil
N=164

France
N=480

Germany
N=209

Portugal
N=512

Romania
N=183

Turkey
N=369

Ukraine
N=221

Venezuela
N=225

Total
N=2896

0.33
(0.28; 0.38)

0.31
(0.21; 0.40)

0.27
(0.23; 0.32)

0.28
(0.22; 0.34)

0.17
(0.14; 0.20)

1.34
(1.19; 1.50)

0.03
(0.01; 0.04)

0.38
(0.30; 0.45)

0.21
(0.16; 0.26)

0.31
(0.29; 0.33)

Psychiatrist visit, IR
12.08
7.55
11.02
13.33
8.35
(95% CI)
(11.54; 12.62) (7.31; 7.80) (10.48; 11.56) (13.02; 13.64) (8.02; 8.68)

7.40
11.19
9.79
(7.19; 7.61) (10.74; 11.63) (9.44; 10.15)

7.16
(6.84; 7.49)

7.61
(7.31; 7.92)

9.46
(9.35; 9.56)

Primary care visit,
IR (95% CI)

0.21
(0.17; 0.24)

0.31
(0.25; 0.38)

0.08
(0.05; 0.11)

0.97
(0.94; 1.01)

Hospitalisations, IR
0.24
(95% CI)
(0.16; 0.31)

0.45
(0.35; 0.56)

2.48
(2.34; 2.62)

0.08
(0.04; 0.13)

1.08
(0.99; 1.17)

0.92
(0.81; 1.03)

Figure 2. Medication prescribed following manic or depressive episodes,
or euthymia, by country.
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Treatment records documented any type of treatment
(pharmacological or non-pharmacological) prescribed for any
phase of the disease including euthymia.

This study provides multinational perspectives
on BD patient management in everyday clinical
practice settings across several countries.
Overall, antipsychotics and antidepressants
were most commonly prescribed for manic and
depressive episodes, respectively.
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While consistency in BD management was
observed between most countries for most
episodes, some differences were observed.
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Lithium was prescribed in 26.5%, 33.2% and 28.9% of
patients during depressive and manic episodes, and euthymia,
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In total, 39.5% and 42.7% of patients with BD I and BD II
experienced a recurrence during the study follow-up period. The
global incidence rate (95% CI) of recurrences was 0.48 (0.45; 0.50)
for patients with BD I, and 0.47 (0.43; 0.51) for patients with BD II.
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Anxiolytic, sedative or hypnotic therapy were used in less than
50% of patients, and in most countries they were more often used
to treat depressive episodes than manic episodes. Portugal and
Romania showed the highest anxiolytic/sedative/hypnotic use in
KLWYLZZP]LHUKTHUPJLWPZVKLZ "Figure 2E).
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Patients (%)*

Our results suggest that escitalopram caused a significant increase in deep slow wave sleep
during the ‘rebound sleep’ and thus, increased the amount of the previously decreased non-REM
sleep.

Anticonvulsants were also widely used in both phases of illness,
with more than 40% of patients receiving them during manic
and depressive episodes. Romania and Venezuela prescribed
anticonvulsants to the highest proportion of patients in depressive
HUKTHUPJLWPZVKLZ "Figure 2C).
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The study includes descriptive analyses of demographics,
diagnosis, medical history and clinical management.
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At each of the 250 sites included, either all eligible patients were
invited to participate or, at sites with large numbers of eligible
patients, randomly selected patients were invited.

50

Au

Fig. 3.: Time spent in SWS2 during the three-hourlong ‘rebound sleep’.

Antipsychotics were widely used during episodes of mania in all
countries (>70% patients). Romania and Venezuela prescribed
antipsychotics to the highest proportion of patients during manic
episodes: 89.8% and 92.9%, respectively.
– Antipsychotics were also widely used in all countries during
depressive episodes (>45% patients), with Romania and Turkey
prescribing the highest proportion of patients following depressive
episodes: 82.9% and 80.5%, respectively (Figure 2B).

The overall incidence rates of psychiatrist, primary care and
LTLYNLUJ`YVVT]PZP[Z^LYL B " D B "D
HUKB0.16; 0.19], respectively (Table 2).

60

Au
st

Fig. 2.: Time spent in SWS1 during the three-hourlong ‘rebound sleep’.
No significant alteration was found.

Patients (%)*

70

Patient and site selection methods aimed to provide a
representative sample of BD populations in daily clinical practice
from Austria, Belgium, Brazil, France, Germany, Portugal,
Romania, Turkey, Ukraine and Venezuela. Site selection was
based on the percentage of patients attending different types
of sites in each country ensuring that the recruited population
YLÅLJ[LK[OLYHUNLVM[`WLZVM[YLH[TLU[JLU[YLZPU[OH[JV\U[Y`

– 6.1%, 3.4% and 6.0% of patients were prescribed lithium in
Romania during depressive and manic episodes, and euthymia,
respectively.
– 51.7%, 58.3% and 61.8% of patients in Brazil during depressive
and manic episodes, and euthymia, respectively (Figure 2A).

 6]LYHSS[OLNSVIHSPUJPKLUJLYH[LWLYZVU`LHYZB  *0DVM
OVZWP[HSPZH[PVUZ^HZB "D^P[OUV[HISLIL[^LLU
country differences (Table 2).

Anticonvulsants

100

80

Fig. 1.: Time spent in non-REM sleep during the
three-hour-long ‘rebound sleep’.
*: p<0,05 compared to control

0.23
(0.17; 0.28)

Antidepressants were widely used for treating depressive
symptoms (43.9–87.4%; Figure 2D).

50

30

Index mood events

3.56
(3.31; 3.81)
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Time 0

Prospective follow-up

Total
N=2896

50.0

Figure 1. Study design

Patient enroled (consent obtained)

Venezuela
N=225

65.4

WAVE-bd is a multicentre, non-interventional, longitudinal study
of patients diagnoZLK^P[O)+0VY00^P[OTVVKLWPZVKLPU[OL
preceding 12 months (retrospective data collection) followed by a
minimum 9 months’ prospective follow-up (Figure 1).

Enrolment period

Ukraine
N=221

46.8

70

3
months

Turkey
N=369

64.6

Methods

9 months

Romania
N=183

45.0

Patients (%)*

 This alteration was caused by the elevated time spent in SWS2 in the
escitalopram treated group, while in the SWS1 no difference was found.

Portugal
N=512

56.4

ria

 We found that escitalopram treatment markedly increased the time
spent in non-REM sleep compared to control, during the ‘rebound
sleep’ following REMS deprivation.

Objectives

Germany
N=209

50.0

m

Results
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treatment practices for patients with BD.

France
N=480

72.0
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 Male Wistar rats equipped with electroencephalographic (EEG) and electromyographic (EMG) electrodes, after a recovery period, were submitted to
selective REMS deprivation by flower pot (SP) method for 72 hours.
 In the flower pot method the animals are placed onto a round platform, surrounded by water, the surface of which is above the water level. Whereas
muscle atony is typical for REMS, they fall into the water and awaken immediately as they switch to REMS.
 Following the deprivation, the animals were allowed to sleep for three hours after a 10 mg/kg escitalopram or vehicle (saline) injection which was
administered intraperitoneally at light onset.
 During the three-hour-long ‘rebound sleep’, frontoparietal EEG, EMG and motility were recorded.
 The vigilance states were classified by SleepSign for Animal© sleep analysis software and visually supervised.
 Statistical analysis (ANOVA, Tukey post hoc test) was carried out by STATISTICA 7.0.

The Wide AmbispectiVE study of the clinical management and
burden of bipolar disorder (WAVE-bd; NCT01062607) was initiated
to address this paucity of information and to assess the use of
healthcare resources in conditions representative of everyday
clinical practice.3

Brazil
N=164

51.8
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Material and Methods

Current guidelines for BD treatment are based on the results of
randomised clinical trials and meta-analyses, which may not
accurately represent real-world populations.

Belgium
N=408

Mean age,
years

Be

There is a discrepancy in the literature, whether light slow wave
sleep (SWS1) or deep slow wave sleep (SWS2) are altered after SSRI
treatment.
In this study, we aimed to answer the question how escitalopram (an
SSRI) affects different stages of non-REM sleep during the threehour-long ‘rebound sleep’ following sleep deprivation.

BD affects an estimated 0.5–5% of adults, and although this
disease has been widely studied, there are limited longitudinal
data available on BD patient management and healthcare
utilisation.1,2

Austria
N=125
Female, %

la

Bipolar disorder (BD) is a category of life-long mood disorders
characterised by the presence of one or more recurrent manic,
hypomanic and depressive episodes.

Introduction
The single platform-on-water (flower pot) method is extensively
used for depriving rapid eye movement sleep (REMS). The selective
REMS deprivation by this method causes a rebound increase in
REMS at the expense of the total slow wave sleep (TSWS).
The selective serotonin reuptake inhibitor (SSRI) antidepressants
increase extracellular serotonin concentration, suppress REMS and
increase passive wake and/or TSWS.

Table 1. Patient characteristics at time of intake visit (N=2896)

Introduction

Patients (%)*

Beáta Horváth 1, Szilvia Vas 1, Zita Kátai 1, Diána Kostyalik 1, Eszter Molnár 1, Péter Petschner 1, Xénia Gonda 1,2, György Bagdy 1,3,4
1 Institute of Pharmacodynamics, Semmelweis University, Budapest, Hungary
2 Clinical and Theoretical Department of Mental Health, Kútvölgyi Clinical Center, Semmelweis University, faculty of Medicine, Budapest, Hungary
3 MTA Neurochemical and 4MTA Neuropsychopharmacological Group, Budapest, Hungary

*Percentages calculated with respect to patients receiving treatment following at least
one manic/depressive episode, or euthymia.

Presented at the 2nd International Congress on Neurobiology, Psychopharmacology and Treatment Guidance, Thessaloniki, Greece, 24–27 November, 2011

Eduard Vieta has received grants and served as consultant, advisor or speaker for the following entities: Almirall,
AstraZeneca, Bristol-Myers Squibb, Eli Lilly, Forest Research Institute, Geodon Richter, GlaxoSmithKline, Janssen-Cilag,
Jazz, Johnson & Johnson, Lundbeck, Merck, Novartis, Organon, Otsuka, Pfizer, Pierre-Fabre, Qualigen, sanofi-aventis,
Servier, Schering-Plough, Solvay, Takeda, the Spanish Ministry of Science and Innovation (CIBERSAM), the Seventh European
Framework Programme (ENBREC), the Stanley Medical Research Institute, United Biosource Corporation, and Wyeth.
Maria Luisa Figueira has served as a consultant, advisor or speaker for the following entities: AstraZeneca, Bristol-Myers
Squibb, Eli Lilly, Janssen-Cilag, sanofi-aventis, Servier, Pfizer, Pierre-Fabre and Lundbeck. She has received grants from The
Foundation for Science and Technology (Ministry of Science, Portugal).
Frank Bellivier has received grants and served as consultant, advisor or speaker for the following entities: AstraZeneca,
Bristol-Myers Squibb, Eli Lilly, sanofi-aventis, Euthérapie, Janssen-Cilag, Lundbeck, Otsuka and the European Space Agency.
Daniel Souery has been a member of advisory boards for AstraZeneca, Lundbeck, Bristol-Myers Squibb and Eli Lilly, and has
received an unrestricted grant from Lundbeck. He is involved in clinical trials supported by Eli Lilly, Novartis and AstraZeneca.
Jens M Langosch has received lecture fees from AstraZeneca, Pfizer, Wyeth, Janssen-Cilag, Eisai, and reimbursements for
being an advisory board member for AstraZeneca and Bristol-Myers Squibb.
Miriam Moreno-Manzanaro is an employee of AstraZeneca.
Miguel Angel Gonzalez is an employee of Quintiles, contracted by AstraZeneca.

P105

P106

Differing treatment practices in bipolar disorder: analysis of data from a large
multinational longitudinal study (WAVE-bd)
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Examination of relationship between stigmatization and social distance
Grbesa G. Simonovi! M. Stankovi! M. Mari"i! T.

1

Current guidelines for BD treatment are based on the results
of randomised clinical trials and meta-analyses, which may not
accurately represent real-life clinical practice.
WAVE-bd (Wide AmbispectiVE study of the clinical management
and burden of bipolar disorder [BD]) aims to address the
limitations of longitudinal BD studies, which, to-date, have
mainly focused on single disease phases or treatments.3
Here we provide information on prescribing and treatment
practices for BD patients.

At each of the 250 sites included, either all eligible patients were
invited to participate or, at sites with large numbers of eligible
patients, randomly selected patients were invited.
The study includes descriptive analyses of demographics,
diagnosis, medical history and clinical management.
Treatment records documented any type of treatment
(pharmacological or non-pharmacological) prescribed for any
phase of the disease including euthymia.
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Stigmatization – labeling
Two-way process.
Depends both on one that wears it and one that stigamatizes.
„ When you plow the soil it will not bring you any more of its crops .You will
be a wanderer and fugative on Earth. “
Traditionally – stigma is a perpetual destiny.
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Research through samples of actual relationships that are being studied.
Studying relationships among groups instead attitude.
Great social distance does not have to be caused by a negative attitude.
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Lithium

Antidepressants

Antipsychotics

Anxiolytics**

Anticonvulsants

No treatment




*Percentages for treatment are calculated with respect to
patients with at least one manic/hypomanic/depressive/mixed
episode or euthymia period with any treatment; percentage
of patients with no treatment is calculated with respect to
patients with at least one manic/hypomanic/depressive/mixed
episode or euthymia period.






**Includes anxiolytics, sedatives or hypnotics.
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Figure 1. Study design

Results
A total of 2896 randomly selected patients were recruited
between March and September 2010 (1989 BD I [68.7%],
907 BD II [31.3%]). Patient characteristics are shown in Table 1.

Anticonvulsants were the second most commonly prescribed
drug class in BD I patients for all episode types except
depressive episodes, where antidepressants were more
commonly prescribed (Figure 2A–E).
In patients with BD II, antipsychotics were the most commonly
prescribed treatment during hypomanic episodes (65.2%),
while antidepressants were most commonly prescribed during
depressive episodes (79.3%) and euthymia (69.7%;
Figure 2A–E).

Conclusions

Time 0
3
months

9 months

In patients with BD I, antipsychotics were the most commonly
prescribed drug class during manic episodes (85.2% of patients),
hypomanic episodes (77.8%), depressive episodes (67.7%),
mixed episodes (74.0%) and during euthymia (74.4%;
Figure 2A–E).

Enrolment period

9 months

Patient enroled (consent obtained)

Index mood events

Prospective follow-up

Other mood events

This study will provide an international perspective
on BD patient management in everyday clinical
practice settings across several countries.
Antipsychotics were the most commonly
prescribed drug class for both BD I and BD II
patients regardless of episode, except in
patients with BD II during depressive episodes
and euthymia.

Retrospective period

References

Table 1. Patient characteristics at time of intake visit (N=2896)
BD I
N=1989

BD II
N=907

Total
N=2896

Female, %

60.1

66.2

62.0

In total, 6.1% of patients with any euthymia period were
prescribed no medication during euthymia.

Mean age, years

46.0

48.1

46.7

Mean years of education

11.5

11.7

11.6

– In patients with BD I and BD II, antipsychotics and
antidepressants were the most commonly prescribed drug
classes during euthymia, respectively (Figure 2E).

Employed, %

34.8

40.9

36.7

Not substance user, %

87.7

87.0

87.5

Living alone, %

20.1

22.6

20.9

The percentage of patients prescribed no medication during an
episode ranged from 6.3% during a mixed episode to 11.0%
during a manic episode (Figure 2A–E).

Stigma and culture
Spiritual death before the physical one unless one lives in harmony with God.
Supremacy of spiritual life over the physical one and spiritual punishment over
the physical one.
History of Orthodox Christianity does not know inquisition.
Subscribing powerful negative attributes that disable social functioning of the
stigmatized.
Stigma and social distance
Social distance „ different level of understanding and sensitivity that exists
among groups “.



,,\[O`TPH

Patients (%)*

Patient and site selection methods aimed to provide a
representative sample of BD populations in daily clinical practice
from Austria, Belgium, Brazil, France, Germany, Portugal,
Romania, Turkey, Ukraine and Venezuela. Site selection was
based on the percentage of patients attending different types of
sites in each country, thus ensuring that the recruited population
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Methods
WAVE-bd is a multicentre, non-interventional, longitudinal study
VMWH[PLU[ZKPHNUVZLK^P[O)+0VY00^P[OTVVKLWPZVKLPU
the preceding 12 months (retrospective data collection) followed
by a minimum 9 months’ prospective follow-up (Figure 1).
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To provide accurate and reliable information on the management
of patients with BD in conditions representative of everyday
clinical practice.

To establish the factors associated with different management
patterns and clinical and functional outcomes.







Objectives

To determine the clinical outcomes of such management and the
use of resources in relation to the disease.
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Patients (%)*

BD affects an estimated 0.5–5% of adults, and although this
disease has been widely studied, there are limited longitudinal
data available on BD patient management and healthcare
utilisation.1,2
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Patients (%)*

Bipolar disorder (BD) is a lifelong mood disorder characterised
by the presence of at least one manic, hypomanic, depressive
or mixed episode.

Figure 2. Medication prescribed following index episode during follow-up period

Patients (%)*

Introduction

Introduction
Stigma is an attempt to mark certain group of people as less valuable
Cain“s sign
Archetype of fratricide
Bible – Cain and Abel
Koran – Kabil and Habil
Sign – letter Ot, written with victim“s blood. TalismanPunished (by guilt) and
pro
tected by God “s mercy.
God said: “This man is still mine. Revenge is mine. Keep your hands away. “
Scarface.

BD, bipolar disorder
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Research:
Relation of sensitivity to stigma and social distance - excerpt
Professionals 32
Treated
31
Untreated general population
32
Metod:
Sensitivity to stigma
Bogardous “ scale of social distance
Social distance
Social distance pyramid
Results:
The results obtained by studying attitudes using semantic differential do not
show statistically significant scor that indicates to the attitudes of the person
who stigmatizes the mentally disturbed. The scor in Bougardous “ scale of
social distance show statistically significant difference (p0.03)
Stratification of the items on the scale of social distance shows increased
distance in the sphere of intimacy and decreased distance in the sphere of
impersonal social contacts.
Stigma as social context
Social aspect of traumatization
A victim is a member of society who wants to forget his suffering.
Understanding the psychology of trauma means facing both human
volnerability and capacity of potential evil in human nature.
In the conditions of long-term disposition the response of environment is
SOCIAL AMNESIA.
Discusion:
Antistigma programmes as social technology of global society without the
content of new ideas and insight into mental diseases.
Antistigma programmes
-Mental diseases – stigma is often an experience worse than the disease itself.
Stgma in frequently stigmatized groups becomes an object of violent
supremacy when those groups decide to affirm their aims .
A mentally diseased person is alone in the world.
The most deeply stigmatized due to perpetual fear of our own unconcious –
loss of control and destruction of ME. Genuin fear.
Antistigma and globalism
Spiritual side of humanity versus reduction psychology.
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Parental attitudes and internet dependence in high school students
Jolanta Masiak, Beata Pawłowska, Emilia Potembska
Department of Psychiatry of Medical University of Lublin, Poland
THE AIM OF THE WORK was analysis of family factors that can interact with internet dependence of young people.
STUDY GROUP 357 high school students from 16 to 19 years of age.
METHODS: Sociodemographic Inventory, Internet Addiction Test by Young, and our own Parental Attitude Questionnaire.
RESULTS: Based on the results of IAT the group of 84 students has been distinguished (40 girls and 44 boys) in introductory phase of internet
dependence, and next the high school students who are in introductory fase of internet dependence and who are not, have been compared with
t test and chi – squared test in term of family factors.

The boys in introductory phase of internet dependence
The boys not dependent at all

The girls in introductory phase of internet dependence
The girls not dependent at all

I escape in internet and computer games
from the conflicts in my home
My parents use to play computer games
Internet is the best escape from problems
with my parents
Internet allows me to forget about sad
events in my life
I would like that parents would dedicate me
as much time as internet interlocutors
Internet and games allow me the running
away from the conflicts in my family
1,5

1

0,5

0

0

0,5

1

1,5

The girls in introductory phase of internet dependence
The girls not dependent at all

The boys not dependent at all
The boys in introductory phase of internet dependence
40,00%

Feeling that my father is disappointed by
me
Feeling that my mother is disappointed
by me
Lack of the sense of understanding by
the father

35,00%
30,00%

Experience of the psychological violence
in the family.

25,00%
20,00%

Occurance of the conflicts with parents

15,00%
Lack of the sense of acceptance from the
father

10,00%
5,00%

Lack of the sense of support

0,00%

Lack of the sense
of acceptance
from the father

Lack of the sense
of understanding
by the father

Feeling of loneliness in the family
0%

20%

40%

60%

80%

100%

Conclusions:
1. The boys in introductory phase of internet dependence compare to the boys who are not in risk of this dependence significantly more often
report that they feel unaccepted by the fathers,and they would like that parents would dedicate them as much time as their Internet
interlocutors. They run away in the world of computer games from home quarrels, and they think that computer is the best escape from
problems with their parents.
2. The girls in introductory phase of Internet dependence compare to the girls who are not in risk of this dependence significantly more often
inform about feeling of guilty for the problems of their parents, unacceptance by peers, they would like that parents colul dedicate them as much
time as Internet interlocutors, and they write that they do not inform parents about their problems becouse they do not want to make them
worry.
3. Significantly more girls in introductory phase of Interned dependence than those who are not in the risk of that dependence point the expirienced
in the family feeling of lonliness, lack of support and acceptance from parents and understanding from their fathers.
4. Significantly more girls in introductory phase of Internet dependence than those who are not in risk of dependence consider that they dissapoint
their parents and inform about psychological abuse in their families.
5. The girls in the introductory phase of Internet dependence report more information about the problems with relations with parents than do the
boys in introductory phase of internet dependence.
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Internet addiction of the young people in Poland and comorbidity of abuse
of psychoactive agents

Family factors and internet pornography usage by young people in Poland
Beata Pawłowska, Jolanta Masiak, Emilia Potembska

Emilia Potembska, Beata Pawłowska, Jolanta Masiak
Department of Psychiatry of Medical University of Lublin, Poland

Department of Psychiatry of Medical University of Lublin, Poland

There is some evidence for comorbidity of internet addiction and alcohol and other psychoactive abuse. 13% of internet addicted young people are
also abusing alcohol.
The aim of the work was to find relationship between internet dependence and alcohol and other psychoactive misuse by secondary school and high
school students.
The study group: We analyzed 175 secondary school students and 357 high school students the mean age was 16.4 years. 89% of the students
informed about alcohol consumption about other psychoactive agents 17%, and 29% were cigarette smokers. 12% of examined students had
families with the problems of alcohol.
Methods: The intensity of the internet dependence was measured by Internet Addiction Test of Young, other sociodemographic data, alcohol
consumption and the use of narcotics were analyzed, based on our own scale.

Girls

Boys

Results: Corelations between global result in Internet Addiction Test by Young and rseults in items of IAT and cigarette smoking , drinking alcohol
using drugs of street and abusing alcohol among the relatives of examined secondary and high school students have been assesed by establishing
Pearson’s r correlation coefficient.
Smoking marijuana
Using the drugs of street
Father’s alcoholism
Alcohol abusing by the member of family
Cigarette smoking
Smoking marijuana
Using the drugs of street
Father’s alcoholism
Alcohol abusing by the member of family
Cigarette smoking

THE AIM OF THE STUDY was analysis of the family factors which can influence internet pornography usage of the young people.
THE STUDY GROUP: 357 high school students in the age from 16 to 19 years of age.
METHODS: Sociodemographic questionnaire, our own questionnaire based on which we could divide the study group into those who use the
pornography web pages and who do not do it and our own construction Parental Attitude Questionnaire.
RESULTS: There were statistically significant differences in term of family factors between boys and girls who use and do not use internet
pornography.
Compering of the medium results of the Parental Attitude Questionnaire concerning the chosen family factors between both groups of the girls (those
who use internet pornography and those who do not use internet pornography) (The ilustration presents items of statisticaly significant differences
between the groups)
The girls who use internet pornography

The girls who do not use internet pornography

Internet allows me to run away from the conflicts in my family

Correlation coefficients between
global result of IAT and smoking
cigaretts, alcohol drinking and
using drugs of street by the girls
and boys and alcohol abusing by
their family members.

I experienced psychological violence
My father does not cope with the problems of everyday life
My mother does not cope with the problems of everyday life
When my mother argue my father I am by her side
I tell my motherwhat to do
My parents do confess all their problems
The parents do not respect my privacy

0,00

0,05

0,10

0,15

0,20

I experiencedsexualviolence

[Values of correlation coefificients]

I experiencedphysicalviolence
The parents do not establish any demands of me

Correlation coefficients between the answers given by the girls and boys the questions of items of IAT and the variables: cigarette smoking, alcohol
drinking, using drugs of street by the examined boys and girls and alcohol abusing by their family members
Cigarette
smoking

drinking

Alcohol abusing
by the member of
family

Father’s
alcoholism

Using the
drugs of street

Smoking
marijuana

Do you neglect household chores to spent more time online?

0,14

-

0,13

-

-

-

Do you prefer excitement of the Internet to intimacy with your partner?

0,13

0,12

-

-

0,12

-

-

-

-

0,17

-

-

Does your job performance or productivity suffer because of the Internet?

0,15

-

-

-

-

-

-

-

-

-

0,13

-

Do you feel preoccupied with the Internet when off-line on fantasies about being online?

-

-

-

-

0,12

0,13

Do you choose to spent more time online over going out with others?

-

-

0,23

0,14

-

-

Do you feel depressed, moody, or nervous when you are offline, which goes away once you are back online?

-

-

0,20

-

-

-

100%

40%
94%
60%

Cigarette
smoking

drinking

Do you neglect household chores to spent more time online?

-

-

-

-

-

-

0,19

Does your work suffer (e.g., postponing things, not meeting deadlines , etc.) because of the amount of
time you spend online?

-

0,16

-

0,19

0,17

-

-

Do you block disturbing thoughts about your life with soothing thoughts of the Internet?

-

-

-

0,19

0,17

-

-

0,15

-

0,14

0,16

0,24

0,30

0,28

Do you lose sleep due to late night log-ins?

-

-

-

-

-

-

0,17

Do you feel preoccupied with the Internet when off-line on fantasies about being online?

-

-

-

0,21

0,14

-

-

Do you try cut down the amount of time you spent online and fail?

-

-

-

0,17

0,18

-

-

Do you try to hide how long you’ve been online?

-

-

-

0,19

0,15

-

-

Father’s
alcoholism

Using the
drugs of
street

Smoking
marijuana

Cigarette
smoking

Attention: only statistically significant factors are presented in the table.

Conclusions:
1. The Internet dependence in girls in IAT Young is associated with smoking cigarettes by their family members.
2. The Internet dependence in boys co-occurrence with smoking cigaretts, smoking marijuana by them and alcohol abuse by their fathers.
3. The boys who drink alcohol inform that the amount of time which they spend on Internet has negative influence for the results of their studies.
4. The boys who use the drugs of street increase the time dedicated for Internet usage they neglect home duties to have more time for Internet
usage and resign sleep hours for Internet.

1

Lack of experience that I disenchant my mother
Experience that I do disenchant my mother

6%
39%

61%

The boys who use
internet
pornography

The boys who use the pornography web
pages more often than boys who do not
use this web pages inform about conflicts
with their parents. (chi-kw.=12,96;
p=0,001).

100%
80%

94%

68%

50%

60%
40%
20%

0%

The boys who do
not use internet
pornography

2

Occurance of the conflicts with parents

20%

0%

1,5

Lack of the conflicts with parents

60%
40%

20%

0,5

100%
80%

80%

40%
Alcohol
abusing by
the member
of family

Do you snap, yell, act annoyed if someone bothers you while you are online?

6%

60%

Attention: only statistically significant factors are presented in the table.

BOYS

0

Lack of the conflicts with parents
Occurance of the conflicts with parents

Do you lose sleep due to late night log-ins?

Do you block disturbing thoughts about your life with soothing thoughts of the Internet?

My parents do not tolerate my friends
I do not want to be the same woman as my mother

50%
32%

0%
The girls who do
not use internet
pornography

The girls who use
internet
pornography

The girls who do
not use internet
pornography

The girls who use
internet
pornography

The girls who use the pornography web pages significantly more often than girls who do not use
this web pages report conflicts with their parents (chi-kw.=13,39; p=0,001) are convinced that
they disenchant their mothers (chi-kw.=3,78; p=0,05)

CONCLUSIONS:
1. The boys who use the pornography web pages significantly more often than boys who do not use this web pages inform that
internet allows them to run away from family conflicts and problems in relations with parents.
2. The girls who use the pornography web pages significantly more often than girls who do not use this web pages, inform about
experiencing physical, emotional, sexual violence in the family, they find the internet the best escape from the problems in
relations with parents.
3. The girls who use the pornography web pages report their mothers’ weakness in the difficult life situations, they are convinced that
they disenchant their mothers and they do not want to be similar women to their mothers in the future.
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Use of aripiprazole in a group of children with severe behavioral problems

Eating disorders of girls in the process of internet dependence in context of the family factors
Beata Pawłowska, Jolanta Masiak, Emilia Potembska

Karaivazoglou K .MD, Kotsopoulos S. PhD

Department of Psychiatry of Medical University of Lublin, Poland

Day Center for Children with Developmental Disorders of the Society of Mental Health of Children and Adolescents of Aetoloakarnania.

The aim of the study was to compare intensity of symptoms of eating disorders in two groups of girls, high school students. One group
was in introductory phase of internet dependence and the second was not dependent at all. We also took into consideration
interdependence between the symptoms of eating disorders and girls relations with their parents.
The study group formed of 186 girls of 16 to 19 years of age. Methods: We used Young IAT, EDI of Garner, Olmsted and Polivy [1] and our
own Questionnaires: Family Pathological Interrelations Disorders Questionnaire and Disturbed Attitudes towards Eating Questionnaire.
RESULTS: Based on the IAT by Young scale [4], the girls were divided in to two groups: 33 girls in introductory phase of internet
dependence (IPD) and 153 not dependent at all. Primarly we compared results based on Disturbed Attitudes towards Eating Questionnaire
(DAEQ) [2] and Family Pathological Interrelations Disorders Questionnaire (FPIDQ) [3] and in mentioned two groups of girls.
Compering of the medium results of scale DAEQ of the girls in
introductory phase of internet dependence and not dependent at all

Compering of the medium results of scale FDIDQ of the girls in introductory
phase of internet dependence and not dependent at all
The girls in introductory phase of internet dependence

The girls in introductory phase of internet dependence

The girls not dependent at all

The girls not dependent at all

Depression

Violence

Restrictive behavior

Overprotectivness

Symbiotic relations

Coallition with mother

Binging and coping with emotions

Unacceptance-rejection

purging and dependence

Indifference
0

0,5

1

1,5

2

The results of girls in introductory phase of internet dependence
were statisticaly significantly higher in all used items of DAEQ
than not dependent at all.

0

0,5

1

1,5

2

The results of girls in introductory phase of internet dependence were
statisticaly significantly higher in all used items of FDIDQ than not
dependent at all.

Pearson’s r correlation between results of girls in introductory phase of internet dependence in the items of FPIDQof EDI and results in items of
EDI and DAEQ.
Pearson’s r correlation between results of girls in introductory
phase of internet dependence in the items of EDI and in items
of FPIDQ
FPIDQ
EDI

violence

overprotectivness

indifference

aiming to be slim

-

-

0,44**

Bulimia

-

-

0,59**

Dissatisfaction of their own body

-

-0,41**

-

uneffectivness

-

-

0,41**

0,35*

-

0,48**

-

-

0,37*

Interoceptive consciousness
fear of maturity
*p<0,05; **p<0,01; ***p<0,001

Pearson’s r correlation between results of girls in introductory phase of
internet dependence in the items of DAEQ and in items of FPIDQ
FPIDQ

Violence

Overprotectivness

DAEQ
Depression

Coallition
with
mother

Results
Eight children, 7 males and 1 female, were identified
who had been administered aripiprazole for the
management of major behavioral problems.
Four participants were preschoolers (3.5-5.5 years
old) and 4 school-age children (7.0-9.5 years old)
(Fig.1).
Seven children were diagnosed with an autism
spectrum disorder and 1 child with severe ADHD.
Each patient had also attended an individualized
program of speech therapy, occupational therapy,
social skills training and play therapy.
Aripiprazole had been administered at a dosage of
0.5-4mg/day and for a time period of 6-24 months.
Positive effects were reported very early in the course
of treatment, within the first days.
No major side-effects had been reported and only 2
children (25%) had presented with increased appetite
and bodyweight.
Three children (37.5%) presented with major
improvement, 2 (25%) with moderate symptom
alleviation, 2 (25%) initially exhibited remission but
later their symptomatology relapsed and 1 (12.5%)
showed no clinically significant improvement (Fig.2).
Improvement encompassed remission of behavioral
problems, enhancement of attention and learning.
No significant differences were observed in response
rates between preschoolers and school-age children.

Introduction
Behavioral problems constitute a heterogeneous
group of symptoms including irritability, aggression,
temper tantrums and self-injurious behavior, which
impose a great burden in patients’ lives by inhibiting
learning, disrupting family functioning and
endangering their safety. Managing these symptoms
represents a challenging task which includes
appropriate behavioral and educational interventions
and the use of psychopharmacological agents (1).
Aripiprazole is a third-generation antipsychotic agent,
with a novel mechanism of action, which has proven
effective in the treatment of schizophrenia and bipolar
disorder in adolescents and in the management of
aggression in school-age children and adolescents with
pervasive developmental disorders (2-4). The aim of
the present study was to retrospectively assess the
tolerability and efficacy of aripiprazole in a group of
young children with severe behavioral problems,
including children of preschool age. To our
knowledge, this is the first study that addressed the
issue of aripiprazole’s efficacy in a clinical sample
that included children below the age of 5.

Unacceptance
-rejection

Indifference

0,50**

-

-

0,52**

0,48**

Restrictive behavior

-

-

-

0,44**

-

Symbiotic relations
Binging and coping with
emotions
purging
and dependence

-

0,88***

0,59**

-

-

-

-

-

-

0,45**

0,84***

-

0,43**

0,49**

0,35*

Materials and methods

The present retrospective study was conducted at the
Day Center for Children with Developmental Disorders
Conclusions
of the Society of Mental Health of Children and
9
Aripiprazole
was
well-tolerated
and was associated
Adolescents of Aetoloakarnania. We thoroughly reviewed
with major or moderate improvement of behavior,
all patients’ charts from 2005 to the present day, to
attention and learning in the majority of children.
identify children with severe behavioral problems, who
had been administered aripiprazole, at any period of 9
Preschoolers and school-age children responded
equally to the medication.
time, during their treatment at the Day Center.

9

Further larger-scale studies are, however, needed
to corroborate these findings and identify potential
determinants of aripiprazole’s efficacy, in an attempt to
maximize its clinical benefits, especially in the subpopulation of preschool children.

*p<0,05; **p<0,01; ***p<0,001

Conclusions:
1.The girls in introductory phase of internet dependence use restrictive diets, laxatives, abuse alcohol, perform binge eating and are
characterized by significantly severe depression.
2.The girls in introductory phase of internet dependence more often experience emotional and physical violence, rejection and
indifference from their parents. They also believe that they can focus their parents’ attention only when they are ill. They also more
often form a coalition with mother against the father, they take care of mother and protect her against the father.
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Association Between Caffeine Plasma Concentration And
Anxiety Level In Pharmacy Students During Examination Time

Background:
Caffeine use is a common social habit nowadays. The following
effects on behavior of adult humans may occur when individuals
consume moderate amounts of caffeine. Caffeine increases
alertness and reduces fatigue. In contrast to the effects of
caffeine consumption, withdrawal of caffeine has few effects on
performance, and in certain individuals (e.g. patients with anxiety
disorders)the normal intake of caffeine can have negative effects.
There are reports that have demonstrated negative effects when
very large amounts are given or sensitive groups were studied.
Ultimately, caffeine
has been shown to increase anxiety and
impair sleep. There is also some evidence that
fine motor control may be impaired as a function
of the Increase in anxiety. Regarding to seen
Controversies in this era, we performed this
study to determine the association
.
between caffeine concentration
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Methods:

In this cross-sectional study, 30 students from The School of Pharmacy,
Islamic Azad University were recruited. Selection
was in a simple random manner and all were satisfied to
Incorporate in the study and completed the questionnaires.
Caffeine level according to high- performance liquid
chromatography (HPLC), and anxiety severity according to the
Hospital Anxiety and depression Scale (HADS) Questionnaire .
5 milliliter (5 ml ) of venous blood was sampled and
centrifuged 30 minutes to separate the serum. Then
amount and anxiety level.
Discussion:
plasma sample plus methanol plus zinc sulfate 17%
were inserted in a micro tube and 50 microliter was
Caffeine is a widely use as psychoactive
injected to HPLC to observe the peak. The HPLC
substance that has the potential to contribute to
was mobile phase KH2PO 0.01 molar and
many psychiatric symptoms. Chronic and heavy caffeine
methanol 64/36 with flow of one and wavelength
ingestions may cause or exacerbate anxiety and may associated
of 254 nanometer. After
with depression and ultimately, increase the usage of anti-anxiety
data collection the statistical analysis was
drugs. Caffeine may cause anxiety and panic episodes in panic disorder
performed using SPSS software using the
patients. This study was performed to evaluate the association of caffeine use
ANOVA and Spearman Linear Regression
amount and anxiety level. However, we found no association between caffeine
tests. A P value of less than 0.05 was
concentration and anxiety level in our sample. This matter may be due to some reasons
considered statistically significant.
including the restricted understudy age group that all were in age range of 18 to 25 years.
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Results:

Additionally, our sample size was only consist of 30 individuals and that may not be enough
to reach the appropriate conclusion. However, on the other hand, the objective assessment
of caffeine use measure by HPLC method was an encouraging point of our study. Also we
could control the possible confounding factors including background disease history and
also the positive drug history and the understudy students were not sick or any drug user.
In a study by Luebbe et al 135 children and 79 adolescents completed a measure of
naturalistic use of caffeinated and non-caffeinated beverages. Fifth and 10th graders used
caffeine frequently. Depression was positively related to caffeine use for both cohorts, though
mediated by caffeine withdrawal effects but surprisingly, anxiety was unrelated to use as well
as our study. Mino et al evaluated medical students and found that among males, caffeine
consumption was significantly and positively correlated with anxiety symptoms, when alcohol
use and smoking habit were adjusted, but, there was no association between caffeine
consumption and anxiety symptoms amongst females. However in split analysis there was no
difference between men and women regarding the association between anxiety level and
caffeine concentration. The possible cause of sex difference was evaluated by Noschang et al
during animal studies. They observed that caffeine consumption and chronic stress increased
anxiety-like behavior as well as DNA breaks in the hippocampus of male rats. No effect on
these parameters was observed in females. They proposed that these results may be related
to the presence of estradiol, which may have anxiolytic and neuroprotective properties.
According to the obtained results, it may be concluded that there is no clear association
between caffeine use and anxiety among students. However further studies should
be carried out to obtain more definitive results especially in larger
sample population and longer follow-up periods.

The mean age
of the individuals were
22.2
5.2 years.10 individuals
(33.3%) were male and 20 individuals
(66.7%) were female. Two subjects
(6.7%) were married. The mean amount of
caffeine use was 2.2
1.7 cups per day.
A part from two (6.7%) were reported overdose
symptoms. Eight students (26.7%) had no anxiety, but
the anxiety was mild in 11 subject (36.7%), moderate in 6
students (20%), and severe in 5 subjects (16.7%). The
mean caffeine concentration was 901.48 Ng/ml. As shown in Table 1,
there was no significant difference between anxiety level and caffeine
Concentration (P=0.567). Furthermore, no linear association was found
between HADS score and caffeine concentration (P=0.643).

Hamilton scores on each scale can
be interpreted in ranges:
normal (0-7), mild (8-10),
moderate (11- 14) and severe (15-21).
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Conclusions:

According to the obtained results, it may
be concluded that there is no clear association
between caffeine use and anxiety among students.
However further studies should be carried out to obtain
More definitive results especially in larger sample population
and longer follow-up periods.
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Exploring Public Awareness of Child Abuse in Greece
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Background: Child abuse is a growing problem despite adults’ obligation to provide protection and best
quality of well-being(Baldwin, 2009).. The abuse can take place in the home where the bruises can easily
be hidden and more often the abuse occurs in several areas of the child’s life (Kalpini-Papadopoulos,
2010:28). In addition, many risk factors may contribute (Daniel, 2004) to the cause of child abuse. For
instance, many theories and models have been developed to explain the occurrence of abuse within families
and help the public to become aware of the problem. Therefore, the current study aims to explore the
existence of awareness of the problem amongst the Greek population.
Material and Method: A quantitative
approach was used and the statistical
programme excel was implemented. Out
of 100 adults 99 (59male and 60 females)
answered the questionnaire. 60% were
between 30 to 40 years (range 20-60). All
married with at least one child. The
research consisted of questions on the
following topics: How many (Fig.1)
parents do abuse their children? Who are
Figure 2
Figure 1
(Fig 2) the victims (boys or girls)? Why do
(Fig 3) parents punish their children?
What are (Fig 4) the risk factors that lead
parents to abuse their children?
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Figure 3

Figure 4

Results: 66% of the respondents believe that parents physically abuse their children during their upbringing on regular
Basis (Fig.1). It was indicated (Fig.2) that more boys (50%) are punished than girls (42%). Reasons: Because (Fig 3)
13, 8% of the sample stated that parents punish their children when they fight between themselves and when parents are
angry (22,6%). Where 10, 8% of the respondents mentioned that children are abused when they tell lies to their parents.
Further 12, 8% believe that children are punished by their parents when they talk back and 20, 6% said if the children are
naughty. Many risk factors play a big part in parental child abuse. Fig. 4 indicates that 16, 2 % of the respondents gave
special emphasis to sociocultural factors while 8, 2% thought that financial problems are the main contributors to abuse.
It was further indicated by 10, 6% of the participants that bad relationships between the spouse may lead to physically
abuse their children. Finally, lack of parental skills (10, 6%) and psychiatric disorders (10, 1%) may be strong factors that
contribute to the parents being abusive towards their children.
Conclusion: The phenomenon of child abuse has for a long time been recorded in Greece, although the issue has not
received widespread attention by the general public. The data from this study suggests that child abuse is present in
Greece and the public may be aware of the risk factors that contribute for the abuse to take place. In concluding, further
research may be essential to explore methods of intervention in order to develop good practice and further community
awareness.
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Background:
The causes of asthma are unknown. Onset and course in a genetically vulnerable child
are likely determined by a complex interaction of genetic vulnerability (Wills-Karp &
Ewart, 2004), environmental exposure to respiratory infections, allergens, irritants, or
environmental smoke and psychological influences such as maternal distress and
family dysfunction. We will present a case study of a 15 year old female adolescent,
wherein the Biobehavioral Family Model (BBFM), a model of family relational
stress, was applied to treat her intractable asthma (Wood et al. 2008).

Dr. Theodoratou MM, Xenou P, Papadopoulou G, Schiza L

Introduction

In the recent years, there have been accomplished numerous studies which have
shown that parental discipline practices affect on behavior, feelings and by
extension on children’s self-esteem.

Material and methods

Materials and methods:The patient was treated by a physician for asthma and by a
psychologist (first author) for her emotional and family difficulties. Psychotherapy
lasted 6 months (weekly sessions), with planned follow-ups. Process notes organized
information from interview and observation of the patient and her family.

250 students boys (n=122) and girls (n=128) in fifth and in sixth grade in 9
primary schools of Patras took part in the questionnaire about the outcome of
the investigation and the two tools (the test of domestic relations of Bene Anthony (FRT) and Coppersmith΄s questionnaire of self-respect) who served as
auxiliary lines for the creation of the questionnaire.

Results:
The concept of “biobehavioral reactivity” from the BBFM was key in the treatment.
This concept enabled the patient to identify and understand her “psychosomatic”
vulnerabilities. She kept a diary, sequencing family interaction patterns and how they
made her feel and affected her asthma. The diary helped her recognize which BBFM
family relational stressors worsened her asthma. Therapy helped her develop adaptive
coping strategies.

Results
The most common practice of punitive discipline is the use of psychological
violence (voices) at a rate of 48.4% for students in fifth grade and 52.8% for
students in sixth grade. Regarding the children's feelings to family members
who carry out punitive discipline practices were found to dominate the
two negative emotions, anger /rage (24.5% and 24% of pupils accordingly)
and sadness (26.2% and 21.5% of pupils accordingly). Also, the reaction of
children (crying 42% and 45.3% for students accordingly) is influenced by the
emotions generated from the punitive discipline practices. The 70% of pupils in
fifth grade and 58% of pupils in sixth grade feel very pleasant to the company.
Finally, 26% in fifth grade take decisions easily while 32.2% of pupils in sixth
grade were a "little" reluctant to take decisions.

Conclusions:
In this case, family relational patterns which impacted the patient's emotional and
physical compromise were consistent with findings of research testing the BBFM.
The fact that the patient's health improved through psychotherapy focusing on these
family patterns, without any changes in her medical-pharmaceutical care, constituted
important evidence for the important role these factors played in the course of her
asthma.

Discussion
Consequently, the discipline practices actually affect the fields of child
development. The concept of discipline should not be equated with punishment
as well as discipline is a way to teach the children acceptable ways of managing
their emotions and desires.
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TITLE: TELEVISION AND VIDEO GAMES'USE IN CHILDHOOD
IN RELATIONSHIP TO SCHOOL PROGRESS AND FAMILY ENVIRONMENT

Introduction
The goal of this study is to investigate the effect of television and video games on the spare time and school progress of children in the fifth
and sixth grade of primary school. According to reports, modern technology, including television and video games, affects on the spare time,
the habits, the social communication, the behavior and the school progress of children. However, the strength of this effect depends on the
relationship between family members and the parental control as well. The current paper reports the findings of the investigation from 102
children that took part in the research.
Material and Methods
102 children, 64 boys and 38 girls took part in the study. Their age was 10 – 13 years old, and the school class was fifth and sixth grade of
primary school. Data were collected with a questionnaire about spare time, television and videogames and, family relations. The sample was
taken in random order and the questionnaire was filled in an anonymous way. Since the sample was not nominally distributed according to
both Kolmogorov – Smirnov and Shapiro –Wilk tests (p-value<<0.001 in both tests) and extreme values were found, Spearman and Kendall
correlation (two – tailed testing) was applied. Many results especially about high scored students were extracted using crosstabs and clustered
bar charts.
Results
It was expected that both television and video games affect negatively on spare time and
school progress of children. The results of the analysis partially supported the proposed theory
since in a few cases the level of significance was 0.1. The time spent (or considered spent) on
television and video games had a weak negative effect on school progress (Kendall tau_b = 0.144, Spearman’s ρ = -0.176, level of significance 0.1 are the correlation coefficients for
television, Kendall tau_b = -0.149, Spearman’s ρ = -0.171, level of significance 0.1 are the
correlation coefficients for the considered time spent on television and Kendall tau_b = -0.185,
Spearman’s ρ = -0.217, level of significance 0.1 are the correlation coefficients for video
games). Statistical analysis revealed that there was no correlation between the spare time of
children and the time they spent on television (Kendall tau_b = 0.015, Spearman’s ρ = 0.022).
The time the children spent on video games also had no effect on the time they spent on other
activities (Kendall tau_b = -0.125, Spearman’s ρ = -0.176, p-value > 0.1).
On the other hand, the more time they spent on activities the better marks they achieved
(Kendall tau_b = 0.144, Spearman’s ρ = 0.192, level of significance 0.1). An important result,
even though the correlation was still weak, was that the time the family spent together
effected positively on school grades (Kendall tau_b = 0.218, Spearman’s ρ = 0.251, level of
significance 0.05). Remarkable results were found on students with excellent marks on school,
where the parental control on television was obvious. 77.8% of children with excellent marks
doesn’t watch television late at night (Chart 1), and the percentage of children with excellent
marks that don’t have a television of their own was 65.9% (Chart 2). Finally, statistical analysis
showed that the time spent on studying has also positive effect on school progress, even the
correlation is not very strong (Kendall tau_b = 0.177 Spearman’s ρ = 0.203, level of
significance 0.05) which was expected.

Discussion
The time children spend on television, video games and other activities tends to affect their school progress even though the effect is weak.
The research should be continued using a bigger sample and a bigger range of age of school children. Many children made spelling mistakes
and others misunderstood the meaning of the questions in questionnaire, therefore factors such as possibly children’s lack of concentration,
possibly teacher’s lack of training, fear of responding the questionnaire and the area the research took place should be investigated.
Moreover, besides the modern technology effect, the positive family effect in school progress is an undeniable fact that should be mentioned
and included in future research.
References
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Background:

The rapid development of the internet in contemporary Greek society brought more and more people
interested in its use, including children. Despite its benefits, a proportion of the public seem to feel angry because of its
morbid situation, especially to children users. Quinn&Forsyth, (2005) said most consumers of pornographic material are
children between 12 to 17 years old. As children have easy internet access, come across with sexual activity. High
technology makes this material more attractive to children with easy access (Taylor, 2003; Edwards, 2000). This study aims
to investigate the effects the internet may have on children.

Material and Method: The study was

exploratory in nature and quantitative in
design. One hundred Pupils (78 boys and
22 girls), internet users from 5 private
schools completed the questionnaire. The
age range of the 63% was 15 to 17 (total
range 12-18). Respondents came from two
Greek cities (Komotini and Patras) and the
research took place during February and
April 2011. Data were analysed through
Excel statistical programme. The research
consisted of questions on the following
topics: Do they (Fig.1) visit pornographic
material online? How often (Fig.2)? Did
they experience online sexual abuse
(fig.3)? How often (fig. 4)? Finally, (Fig.5)
what do they do when they are faced with
online sexual abuse?

35%

NO

65%

11%
6%
14%

YES

69%

FREQUENTLY

1%

4%

YES
NO

Material and methods
The purpose of our study is to investigate the coping strategies used by students facing academic stress in four different departments of TEI of
Patras, Greece. 294 participants, 53 men and 241 women studying at the Departments of Speech Language Pathology, Social Work, Nursery and
Business Planning and Information Systems, were randomly selected independently from origin, family or socio-economic status. Their average
age was 19.89 years old. The sample was taken in random order and the questionnaire was filled in an anonymous way. The statements were
analyzed by a 5-point rating scale (1=never, 2=seldom, 3=sometimes, 4=often, 5=always) considering the way of coping strategies in a stressful
event. Normality was assessed through Kolmogorov – Smirnov test. T-test and two-way ANOVA were used in data analysis. Pearson correlation
was applied as well. The investigation tool used was ‘Echelle Toulousaine de Coping’(Tap et al.1993) adjusted by Theodoratou (2006).
FREQUENTLY
SOMETIMES
RARELY

18%

Results: According to the results 35%

(64% boys and 13% girls) have visited
pornographic material on line (Fig. 1).
When 35% were asked how often they
visit pornographic material on line, 11%
replied “quite often”, 5% frequently, 14%
often and 69% rarely (Fig. 2). The
responses to next question were that out of
100%, 23% were sexually abused (Fig. 3).
Those who were sexually abused on line
were 1% frequently, 4% some times, and
18% rarely (Fig.4).The sample who were
sometimes
and
frequently
abused
(4+1=5%) were asked how they coped
with the situation and their replies were as
follows: 11% discussed it with their
parents, 1% with a teacher and 16% with a
friend (Fig. 5).

Introduction
Students often have to cope with very stressful situations. Coping strategies towards stress are investigated so that students could be empowered
and learn more effective coping strategies (Lazarus & Folkman, 2000). The using coping strategies are: Action, Information, Emotion, Positive
strategies, Negative strategies, Total strategies, Focus, Social Support, Withdrawal, Change of Attitude, Control and Denial and the results
showed that there was statistically significant difference between men and women in most types of coping strategies. Specifically, women
applied more coping strategies than men (Moran&Hughes,2006) .

OFTEN

Figure 2

23%

TITLE: HOW STUDENTS COPE WITH ACADEMIC STRESS AND STRESSFUL LIFE EVENTS

RARELY

Figure 1

77%

QUITE OFTEN
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Figure 4

Figure 3

Discussed w ith a
parent
10%

11%

Talked to a friend
Discussed w ith a
teacher

1%
16%

Not specified

Figure 5

Conclusion: On line pornography and child abuse is a phenomenon of great concern for parents and the society in
general, despite the fact that internet has brought great benefits to people. The main conclusion came to light from the current
research that children are sexually abused through the internet which is also confirmed from the literature review. Despite the
situation, however, children continue to visit pornographic material online. Further research may be important to investigate
parental views.
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Results
The results indicated that there was no significant difference between men and women in the
Focus (t= -0.92, df=292, NS), Control (t=0.11, df=292, NS) and Denial strategy (t= -1.40,
df=292, NS). Statistical analysis revealed that there were significant differences for the others
strategies and specifically, the mean value in women was higher than the mean value in men,
therefore women tend to generally apply more coping strategies than men. Statistics about the
other strategies are presented below. Action: t= -2.56, p<0.01, Information: t= -2.39, p<0.05,
Emotion: t= -3.00, p<0.01, Positive strategies: t= -2.15, p<0.05, Negative strategies: t= -2.46,
p<0.05, Total coping strategies: t= -3.36, p<0.001, Social support: t= -2.65, p<0.01,
Withdrawal: t= -2.02, p<0.05, Change: t= -3.34, p<0.001, with 292 degrees of freedom in
each case.
However, there was no significant difference between the four different Departments of
studying (Chart 2) which means that the Department of studying doesn’t affect the using
coping strategies. There was also no correlation between age and coping strategies since all
participants belonged to the same age of group. The 93.88% of students uses in middle extend
action strategies (Chart 1), the 89.45% uses information strategies and 63.94% using
emotional strategies. We should also mention that the 63.94% uses in high extend and the
35.37% in the middle extend positive coping strategies. Finally, negative coping strategies are
used in the middle extent by the 91.5% of students.
Discussion
This research was focused on the correlation between the coping strategies (action,
information, emotion, positive strategies, negative strategies, total coping strategies, focus,
social support, withdrawal, change, control, and denial) and the gender, age and the
Department of study of 294 students. The results showed that there was statistically significant difference between men and women in most
types of coping strategies, thus women tend to generally apply more coping strategies than men. However, there was no correlation between age
and specific coping strategies and there were no significant differences between the Departments of studying. The fact that women seemed to
apply more coping strategies than men should be investigated in future research.
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Introduction
Nowadays, the research of disturbances in learning (Rourke and Fuerst, 1991) sheds light in three parameters: 1) the event of disturbances in the
conquest of learning skills causes problems in exterior (executive) behaviors, 2) the disturbances of learning cause problems of social behavior, which
cause sentimental disturbances and, 3) the disturbances of learning with consequences the social and sentimental disturbances continue existing in the
adolescent and adult life as disturbances of behavior.
A sufficient number of researches and studies elects, confirms and proposes forms of confrontation of big degree of cross-correlation training with
the mental disturbances of the above parameters (Melody et al., 2009). In Greece, however, we have a minimal number of studies, which,
nevertheless, converges with the data of international researches:
“The learning difficulties constitute the beginning of one continuous mental disturbances, that follows the individual in his entire life and has been
connected with a wide spectrum of mental disturbances” (Anagnostopoulos, 2001, p. 458)
We should point out, that it is difficult to locate wide epidemiologic or diachronic researches, which would enlighten us about the development of
mental disturbances from children's in the adult life, as well as for the differentiations in the percentages depending on the evolutionary phase.
Researches (Mc Gillivray and Baker, 2009) show the comorbidity of learning difficulties and Attention – Deficit Disorder and Hyperactivity in the

TITLE: Validation of Coping strategies Evaluation Scale: Research upon 1000 greek
students
Maria Theodoratou 1, Maria Evagelatou 1, Athanassia Plitsi 1, Viki Kiritsi 1, Dimitra Pistola 1,
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Background:
Research upon coping strategies is increasing, as stressful factors influence negatively
people's mental health (Dumont & Provost,1999, Lo,2003). Students' coping strategies in
Greece are evaluated mainly by Counseling Centers in Universities.
Materials and methods:

school and adolescent age, as prodromes clues of event of psychiatric diseases (tense disturbance, depression, aggressiveness) in the adult life.
This research aims to explore the precursor characteristics of the co-occurrence of learning disabilities and mental disorders at an early stage, and to
highlight their common characteristics in the genetic and neurophysiologic profile, thus minimizing the possibilities of mental disorders manifestation
in adults.

Material and Methods
Analysis of psychiatric histories (approx. 10.000) of adults hospitalized from 1980 to 2008 at the Psychiatric clinic

The purpose of our study is to investigate the coping strategies (action, information, emotion,
positive strategies, negative strategies, total coping strategies, focus, social support,
withdrawal, change, control, and denial) used by students facing stress in five major cities in
Greece.
990 participants, men and women, were randomly selected independently from origin, family
or socio-economic status. Their average age was 20.27 years old. The sample was taken in
random order and the questionnaire was filled in an anonymous way. Normality was assessed
through Kolmogorov - Smirnov test. T-test, ANOVA and Pearson correlation were used in
data analysis.

of the University Hospital of Ioannina has been applied. Three thousand reports were coded and analyzed.
A cross-tabulation chi square analysis indicated a statistically significant correlation between primary school
academic performance and specific developmental disorders along with high dropout rate from secondary
school. The results also showed an inverse relationship between participants’ academic level and the onset of the
mental disorder.

Results

Results:

The relationship between the mental disorders and the following variables is statistically significant: academic
performance (p=,013), living conditions (p=,000) behaviour problems (p=,000) developmental disorders (p=,000)

The results indicated that there was no significant difference between men and women in the
Control (t=1.33, df=988, NS) and Denial strategy (t= -0,79, df=988, NS). There were
significant differences for the others strategies and specifically, the mean value in women was
higher than the mean value in men. It was found that there was no significant difference
between students who come from South Greece and North Greece besides the Emotion
(t=3.030, df=988, P<0.01) and Focus strategy (t=3.415, df=988, p<0.001). There were no
significant differences between the areas the students come from (rural, semi-urban and urban
areas) and there was no correlation between age and coping strategies. However, there were
differences in strategies between the different cities.

and psycho-emotional disorders (p=,000). High percentages of mental disorders were reported in Schizophrenia
(34%), mood (affective) disorders (19,2%) and neurotic disorders (17%). In addition, high percentages were
also noted in poor academic performance (84,3%) and negative living conditions in school adolescents like: luck
of money (38,2%), luck of necessary goods (14,9%), family difficulties (25,3%), and developmental disorders
(50%).

Discussion
This study lays the foundation for continued research into the precursor characteristics of the co-occurrence of
learning disabilities and mental disorders at an early stage. ȉhe results led us to the following assertions: a) the
disturbances of learning at the school and adolescent age play a decisive role in the later life of individual, b) the
effect of sentimental disturbances is considered particularly decisive in the configuration of picture of “ego” in

Conclusions:

the individuals with disturbances of learning and in configuration of motives for achievement of objectives, d)
the role of the family and educational environment is considered decisive in the management of disturbances of

Students' coping strategies should be investigated in future researches in order to support the
more stressed and/or depressed students.

learning.
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Background:
Stress and coping research provides ample evidence demonstrating that psychological
manifestations of social stress are significantly mediated by personal coping behaviors
(Lazarus & Folkman,2000).
Refugees' coping strategies are investigated, given that being a refugee may be related to
depression by focusing on personal coping responses. However, strategies such as
acculturation and ethnic social support, moderate the impact of negative experiences on
mental health and adjustment (Noh &Caspar,2003).
Materials and methods:
During the research process 99 Refugees were participated: 62 males and 32 females. Their
countries of origin were: Ivory Coast, Afghanistan, Zaire, Eritrea, Iraqi, Iran, Cameroon,
Mauritania, Miramar, Nigeria, Palestine, Sierra Leone, Senegal, Somalia, Sudan, Sri Lanka,
Syria and Turkey.
The respondents were not asked about their family situation, neither their academic standards.
The only obligation to the research, they had to be over 18 years old. The coping strategy
scale of “Echelle Toulousaine de Coping” (Tap et al. 1993) as research tool was used and was
consisted of 54 questions. All participants were interviewed by the agency social worker. The
aim of the study was to explore how the Refugees use the coping strategies to manage with
their multiple difficulties which are connected with migration situation.

Attention Deficit disorder in adults
Maria Theodoratou , Maria Ralli 1, Theodora Milonaki 1, Keibani Ioanna2
1. Department of Speech Therapy,T.E.I. of Patras, Greece
2. University of Patras, Computer Engineering and Informatics Department.
1

Background:
Attention Defict , a developmental disorder is a apparent in adults as well as children
(Wolf,2006). As a result efficiency in adult learning the work force as well as the
home and in any communicative environment is affected.
Materials and methods:
The aim of this study is to investigate whether young adults studying in higher
education display symptoms of Attention Deficit. Two hundred T.E.I students of
Speech Therapy (ST) and Social Work (SW) were questioned on Attention
Deficiency Disorder (ADD) in adults. Respondents were selected randomly in terms
of origin, marital and socioeconomic status.
Results:

The team believes that given the complexity of social conditions the data of this survey is
useful in the field of counseling

A higher proportion of SW, 21%, students felt dissatisfied with their achievements
unlike ST students, 12%. Likewise twice as many SW students, 21%, displayed focus
attention disorder than ST students, 10%. A significantly higher number of SW
students,15%, could not understand and maintain a lengthy discussion compared to
ST students, 6%. They were also highly vulnerable to mood swings, 32%, increased
motor activity and daydreaming, 30%. Difficulties in organizing their thoughts and
impulsive responses in communicative situations were also a more prominent
characteristic of SW students. Twice as many SW students compared to ST students,
12% and 6% respectively, displayed an inability to complete tasks efficiently and
prioritize information.

Acknowledgements:

Conclusions:

Many thanks to 'Praksis'of N.G.O. 'Doctors without frontiers'

The findings suggest that different teaching techniques should be tested to facilitate
better learning while better work performance would be achieved in particular
environments

Results:
The research findings revealed that the Refugees who visit Medical Health Centres use a wide
range of coping strategies. The main strategies used were social support (65%), behavioral
change (55%), faith in God (80%) and the effort to control negative emotions (40%).
Conclusions:
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Title: How adolescent and young persons face stressful life events? Research upon 600
Greek adolescents and young students.
Maria Theodoratou 1, Anastassia Mylona 1, Ioanna Papadopoulou 1, Maria Katsika 1, Ioannis
Dritsas 1,
1. Department of Social Work,T.E.I. of Patras, Greece
Background:The exposure to stressful life events may couse depression or even suicide and
suicide attempts to young persons(Kessler,1997,Brent et al.1993)
Cultural, sociofamilial, and psychological resources could inhibit psychological distress to
young persons exposed to stressful life events(Utsey et al.2008).
Materials and methods:The present research aims to examine which factors influence
adolescents and young students from 15 to 25 years old. Moreover, whether teenagers know
about positive thinking and how they cope with various situations in their lives.
In this research the total number of the participants was 600 (279 senior high school students
and 321 university/TEI students at the municipality of Patras). The sample was taken in
random order and the participation was optional and anonymous. The questionnaire
administrated, was created through the study of relevant bibliography and the study of
relevant questionnaires.
Results:According to the statistical analysis a strong ‘neutrality' of the population was
noticed. Based on the Index of the Positive Thinking the results were as follows:
• 6,2% of people surveyed were identified as‘negative'
• 41% were characterized as ‘slightly negative',
• 49% were characterized as ‘slightly positive'
• 3,8% were characterized ‘positive'.
Finally, 47,2% of the subjects had negative attitude towards life's stressors and 52,8% of the
subjects had positive attitude towards stressful life events.
A statistical correlation between positive thinking and the other factors (sex, age, educational
level, home place, family situation and economic situation of parents) was not proved.
Conclusions:
Adolescents and young students are influenced by a lot of factors in order to face life stressful
events. Further research could focus on those factors detailed investigation and intervention
designs. As a result, adolescent and young persons could be empowered to cope more
effectively with stressful life events.
References:
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Psychology Vol. 48: 191-214 (Volume publication date February 1997) DOI:
10.1146/annurev.psych.48.1.19
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Mozart effect and memory in elderly
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INTRODUCTION
The aim in undertaking this study was to investigate the influence of classical music on human
auditory short-term memory.

MATERIALS AND METHODS

Eighteen middle-aged and elderly women with no formal music education participated in the study.
Their mean age was 79,38 years (SD=8,85, range 62-95) and level of education 6,27 years
(SD=2,39). They were grouped based on their Mini Mental State Examination (MMSE) score,
yielding 10 high and 8 low scorers, with no formal diagnosis of psychological/psychiatric or
neurological diseases. They participated in all 3 ten-minute
ten
conditions of the experiment which
were Mozart’s Allegro con spirito K.448, Beethoven’s Rondo-Allegro opus 61 and ten minutes of
silence without any recorded acoustic stimulus. The individuals were randomly separated in six
groups. The examination material were three improvised groups of series consisted of one-digit
numbers from 2 to 9 digits, which were read in a rate of one digit per second.

RESULTS

Results indicated that the majority of the participants did not show any increase in the number of
digits that they could recall due to the listening of Mozart’s piece. Also, no statistically significant
difference was found between the three conditions associated with listening to a morphologically
similar excerpt by Beethoven.

DISCUSSION

Even though the influence of Mozart’s music (Mozart effect) is hypothesized to improve human
spatial abilities, memory performance of elderly is not influenced. This could imply that pathetic
music listening can not be used in order to change the auditory digit span.

REFERENCES
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86:835–841.
2 Giannouli V, Tsolaki M, Kargopoulos P: The influence of Mozart’s and Beethoven’s music
on reverse mnemonic recall tasks. Psychiatriki.. 2010, 21:60–67.
21:60
3 Steele KM, Ball TN, Runk R. Listening to Mozart does not enhance backwards digit span
performance. Perceptual Motor Skills. 1997, 84:1179–1184.
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Introduction
Recently a positive relationship between stressful life events and dementia was reported (Tsolaki et al., 2010). That study included a
large sample size which was assessed in a systematic way. The present study reanalyzed the data of that study, by using the
quantitative LCU method and by excluding life events that could possibly be either secondary to, or constitute the cause of dementia.
Materials and Methods
The demented patients group consisted of 1271 patients (500 males, 771 females) diagnosed with dementia according to the DSM-IV criteria. The
control group consisted of 140 (48 males, 92 females) cognitively healthy elderly subjects. The stressful events were reported by caregivers who were
asked, in a standardized way, if their patient underwent any stressful event in the last year before the onset of symptoms. A stressful event was
defined as a novel and/or unpredictable event, over which the sufferer must have the feeling of no control.
In the current analysis we applied the Life Change Units scoring (LCU) ( [Rahe, 1994] and [Rahe, 1995] ) in the events reported by patients and controls.
The LCU impact scores used come from the 1994–1995 scoring norms proposed by Rahe. Because of the big difference in the size of the two groups
(1271 vs. 140) no statistical testing concerning the LCU means between the two groups was performed.

Results
The results shown in Table suggest that demented patients manifest less stressful events than controls, especially as confounding effects
(that is events with a possible etiopathological relationship to dementia) are removed on a step-by-step basis. In case all events are
included, the two groups have similar LCU loading. When all the problematic events are removed, the demented group manifests half
LCU loading in comparison to controls. As the analysis progressed by removing events in a step-by-step way, the picture stabilized with
demented patients having half the LCU load in comparison to controls.
Discussion
The results of the current reanalysis suggest that most life events reported by demented patients are either secondary or constitute
causal factors in the development of dementia. This is similar to what is believed concerning depression with the addition of the role
social relationships play in mediating life events ( [Paykel et al., 1984] , [Kelly et al., 2000] , [Friis et al., 2002] and [Wildes et al., 2002] ).
Conclusively, the current study suggests that there is no causal role for life events in the etiopathogenesis of dementia. On the contrary,
demented patients even the last few months before the clinical onset of dementia experience low life-events related stress, possibly
because of subclinical impairment which is already present.
Demented patients

Controls

Stressful event

LCU

N

%

N

%

Demented patients

Total LCU
Controls

No stress reported
Spouse death
Parents' death
Death of son, daughter, grandchild
Death of sibling and other beloved persons

0
123
94
94
94

281
100
24
36
77

22.11
7.87
1.89
2.83
6.06

63
30
0
0
25

45.00
21.43
0.00
0.00
17.86

0
12,300
2256
3384
7238

0
3690
0
0
2350

Surgical intervention — serious health problems

80

228

17.94

0

0.00

18,240

0

Illness of spouse, parents, son, daughter, grandparents

58

41

3.23

34

24.29

2378

1972

Problems within the family, stressful situations

51

157

12.35

17

12.14

8007

867

Financial difficulties, professional problems

57

43

3.38

0

0.00

2451

0

Retirement, loneliness
Change in familiar environment
Road accident
Stroke
Traumatic brain injury
Total
Mean LCU per subject (all events)
Mean LCU per subject (excluding stroke)

55
42
80
80
80

32
8
17
209
18
1271

2.52
0.63
1.34
16.44
1.42
100.00

0
0
0
0
0
140

0.00
0.00
0.00
0.00
0.00
100.00

1760
336
1360
16,720
1440
77,870
61.26
48.11

0
0
0
0
0
8879
63.42
63.42

Mean LCU per subject (excluding stroke, traumatic brain injury)

46.97

63.42

Mean LCU per subject (excluding stroke, traumatic brain injury,
health problems)

32.62

63.42

Mean LCU per subject (excluding stroke, traumatic brain injury,
health problems, financial and professional difficulties)

30.70

63.42

Mean LCU per subject (excluding stroke, traumatic brain injury,
health problems, financial and professional difficulties,
problems within the family and stressful situations)

24.40

57.23

Mean LCU per subject (excluding stroke, traumatic brain injury,
health problems, financial and professional difficulties,
problems within the family and stressful situations, retirement
and loneliness)

23.01

57.23
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Tardive Tourette-like syndrome: a systematic review
Konstantinos N. Fountoulakis, Myrto Samara, Marianna S. Siapera, Apostolos I. Iacovides
3rd Department of Psychiatry, School of Medicine,
case
Case 1
Aristotle University of Thessaloniki, Greece
Introduction
Tourette's disorder was described by Gilles de la Tourette in 1885 and the
contemporary definition includes the appearance before the age of 18 of multiple
motor tics and at least one vocal tic occurring several times a day or intermittently
for a minimum of 1 year, with no more than 3 consecutive months tic-free.
Tardive Tourette syndrome is characterized by the occurrence of multiple motor
and vocal tics in patients on longterm neuroleptic medication, and was first
reported by Klawans et al. in 1978 (1). Little data on this syndrome exist. It is
generally considered to be a rare complication of neuroleptic treatment and was
given its name in 1980 by Steven Stahl who linked it to tardive dyskinesia (2).
Material and Methods
The MEDLINE was searched with the combination of the words ‘tardive’ or
‘induced’ or ‘late’ and ‘Tourette’ or ‘Tourettism’. The search was updated until
June 21st, 2011 and returned 375 published papers. After the inspection of the
abstracts only 42 of them were judged to be relevant (1-42), plus one in press by
one of the authors (43).
Results
The literature search revealed that thirty eight (38) papers corresponding to 41
cases have been published (1-15, 17-18, 22-38, 41-44). Only papers reporting the
emergence of Tourette like syndrome in patients without any previous tic disorder
were included. (Table: List of published cases of tardive Tourette’s syndrome)
According to these papers, tardive Tourette Syndrome (TS) is reported to have
occurred after treatment with neuroleptics, anticonvulsants, antidepressants, and
stimulants.
In some cases it seems that neuroleptic discontinuation was the cause for the
emergence of the syndrome (1-2, 4, 7-9, 11, 13-14, 36), while in most cases the
syndrome appeared while the patients were under medication, irrespective of the
reason for which this treatment was initiated. Two cases concerned the emergence
of the syndrome in children after short exposure to neuroleptics (6, 15). Symptoms
developed after a few months to 24 years of neuroleptic exposure, or within 2
weeks to 1 year of discontinuing use. The shortest treatment duration (excluding
the two children cases) was a couple of months (43). In some cases the syndrome
appeared after 20 years or more (7, 9). Presence of tardive dyskinesia was reported
in 10 cases. Reduction of the dosage or stopping antipsychotic medication is
reported to have initiated or worsened symptoms (1-2, 4, 7-9, 11, 13).
Discussion
Tardive Tourette is very rare in the literature but it might be more frequent than
previously thought. Cases of tardive ‘tourettism’ after therapy with a variety of
agents in patients without any such previous history are rare and have been
considered by some authors to represent tardive akathisia (especially for cases
caused by neuroleptics). Characteristically, it seems that tardive TS appears after
long-term neuroleptic therapy, it improves transiently by an increase in the dosage
of neuroleptics and exacerbated by their decrease; it is also exacerbated by
dopaminergic and anticholinergic drugs, and tardive dyskinesia is often seen
concomitantly (in 10 out of the 23 reported cases so far). The above suggest that
there might be a shared pathophysiology between tardive TS and tardive dyskinesia
involving a relative overactivity or supersensitivity of the dopamine system (4, 6).
Further focused research is necessary to shed light in these pathological
syndromes.

Agent

treatment

Remission

Golden, 1974

Study

methylphenidate

?

?

Case 2

Klempel, 1974

L-dopa

?

?

Case 3

Klawans et al, 1978

Chloropromazine

Haloperidol

Partial

Case 4

Bremness et al, 1979

methylphenidate

?

?

Case 5

DeVeaugh-Geiss 1980

Thioridazine,
perhenazine

Stop medication

Full

Case 6

Stahl, 1980

Thioridazine,
chlorpromazine

Haloperidol

Full

Case 7

Michel et al, 1980

pemoline

?

?

Case 8

Seeman et al, 1981

Trifluoperazine,
fluphenazine

Stop medication

Full

Case 9

Bachman, 1981

pemoline

Stop medication

Unchanged

Case 10

Fog et al, 1982

Haloperidol

Case 11

Fog et al, 1982

Haloperidol

Haloperidol
Pimozide

Partial
Partial

Case 12

Klawans et al, 1982

Trifluoperazine

?

Unchanged

Case 13

Klawans et al, 1982

Haloperidol,
chlorpromazine,
fluphenazine

?

Unchanged

Case 14

Mueller et al, 1982

Thioridazine,
chlorpromazine

Haloperidol

Partial

Case 15

Rebal et al, 1982

?

?

?

Case 16

Jeste et al, 1983

Clopromazine

Clonidine

Partial

Case 17

Bonthala et al, 1983

pemoline

?

?

Case 18

Neglia et al, 1984

Carbamazepine

Stop medication

Unchanged

Case 19

Munetz et al, 1985

Mesoridazine

Clonidine,
mesoridazine

Partial

Case 20

Lal et al, 1986

Thioridazine,
Perphenazine

Stop medication

Full

Case 22

Sandyk, 1986

phenobarbital

Stop medication

Full

Case 21

Gillman et al 1987

clonazepam

Stop medication

?

Case 23

Perry et al 1989

Neuroleptic
withdrawal

?

?

Case 24

Karagiannis et al, 1990

Haloperidol

Haloperidol(?)

Partial (?)

Case 25

Kuniyoshi et al, 1992

Haloperidol

Clonazepam

Full

Case 26

Fennig et al 1994

Fluvoxamine

Stop medication

Full

Case 27

Moshe et al, 1994

Clomipramine

?

?

Case 28

Jaffe et al, 1995

Haloperidol

Clozapine

Partial

Case 29

Bharucha et al, 1995

Fluphenazine,
Perphenazine,
thiothixene

Pimozide

Partial

Case 30

Thomas et al 1996

Ofloxacin

Stop medication

Full

Case 31

Lombroso, 1999

Lamotrigine

Lowering of
dosage

Full

Case 32

Lombroso, 1999

Lamotrigine

Lowering of
dosage

Full

Case 33

Lombroso, 1999

Lamotrigine

Lowering of
dosage

Partial

Case 34

Reid et al, 2004

Haloperidol

Clonazepam

Partial

Case 35

Yamauchi et al, 2006

Various

Haloperidol

Full

Case 36

Yamauchi et al, 2006

Sulpiride

Haloperidol

Full

Case 37

Seemuller et al, 2006

Lamotrigine

Stop medication

Full

Case 38

Kozian et al, 2007

Olanzapine

Amisulpride

Full

Case 39

Alkin et al, 2007

Lamotrigine

Stop medication,
risperidone

Full

Case 40

Willmund et al 2009

ziprasidone

Stop medication,
quetiapine

Full

Case 41

Fountoulakis, 2011

Paliperidone

Aripiprazole

Full
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Introduction

Difficulty to explain the feelings is additionally caused by the lack of correspondence emotion / expression,
in likely oppression. Purpose of this qualitative research is to study “exodus” of emotion in the face.

Materials and methods

In a sample of 144 children (6, 9, 11 years old, 24 boys and 24 girls in each team), their effort to express as
accurately as possible the emotion which was provoked by the audition of correspondent pieces of music to
rouse emotionally them, and a factitious, after a specific point, admission of a disgusting intellectual picture of
their choice during the audition were video-recorded, registered (at the end of each phase, with the greatest
accuracy) what the child felt on average during the audition in a 7-grade scale. Judges (2 men, 2 women)
watched the video-cassette without sound and they marked as accurately as possible what emotion and in which
grade the children expressed.

Results

Statistical (Wilcoxon and Mann-Whitney tests, p<0,05) analysis shows that inserted, at least the intense,
negative thoughts are certainly able to block the evolution of already started (mainly positive) emotions as an
experience of the person and as an expression on their face, in children years old mainly 9 (mainly, girls:
sadness, boys: happiness), but in 6 the relative neurons of the face aren't yet matured and in 11 psychosocial
reasons decrease expressing emotions: experience > expression / 6 <9 > 11.

Conclusions

The younger the person is, the more difficult the explanation of messages of the face is, complicating opression'
diagnosis in children.
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The high-risk ZNF804A variant had impact on brain
functional
dysconnectivity
between
dorsolateral
prefrontal cortex (DLPFC) and hippocampal formation
during an N-back memory task in healthy subjects. This
altered connectivity between DLPFC and hippocampal
formation might be a basis of human memory function.
Patients with schizophrenia have pronounced deficits in
the aspects of neurocognitive function such as speed of
processing, attention/vigilance, working memory, verbal
learning and memory, visual learning and memory,
reasoning and problem solving, and social cognition.
Memory deficits are prominent trait markers of
schizophrenia, with impairments also observed in firstdegree relatives.

Gene
Polymorphi
sm

Annealing
temperature

ZNF804A

F - 5-TCAGCCTGAATGGCTTCTCT-3

Intron 2

R- 5- AGTGACCTTGGTGGAAATGG-3

(rs1344706
A>C)

Snap shot primer

Product
size

600 C

376 bp

5-ATATCCAAGAAGTTGATTCTGAT-3


PCR for ZNF804A

376 bp




Primers

PCR conditions
Initial Denaturation 94/5min
Denaturation
94/30sec
Annealing
60/40sec
Extension
72/40sec
Final Extension
72/7min

To investigate the genetic association of ZNF804A gene
rs1344706 A>C polymorphism in schizophrenia patients
and to compare with normal controls.



35 cycles

A) Study Group





The study protocol was approved by the Institutes ethics
committee and all studies were performed with full and
Informed consent of the patients.
50 unrelated chronic schizophrenia patients (30 male
and 20 female; mean age: 52.811.6 years; mean
duration of illness: 26.111.3 years; mean age of onset:
26.88.1 years) and 80 normal controls (42 male and 38
female; mean age: 54.96.9 years) were enrolled in our
study.
Diagnosis of schizophrenia patients was according to
Diagnostic and Statistical Manual of Mental Disorders
(DSM-IV) criteria with consensus based on the clinical
interviews and case records.

AA

Allelic and genotypic frequency of ZNF804A
Gene
Allelic Frequency
Polymorphis
m

Inclusion Criteria




Only patients meeting the DSM-IV criteria under
Schizophrenia were included in the study.
Indian Subjects with age between 18-65 yrs.
Extra pyramidal side effects (EPS), tardive dyskinesia
(TD), and other adverse events were included

Patients
N=46
ZNF804A
(rs1344706
A>C)
Intron 2

A= 76%
C=23.91%

Exclusion Criteria




Patients with major medical illness such as unstabilized
diabetes, obstructive pulmonary disease etc.
Children and patients below the age of 18 years.
Known suspected history of alcoholism or drug abuse.

Genotypic
frequency

Controls
N= 75

Patients
N=46

Controls
N= 75

2 = 5.14,
d.f. = 1,
C = 38% p = 0.02
OR =0.57 (1.093.48)

AA =29

AA =30

AC+CC
=17

AC+CC
=45

A= 62%



Significant
(2 = 6.10,
d.f. = 1, p
=1.09-3.48)

Genotypic
Chi square
p-values

2 = 6.10, d.f. = 2,
p = 0.04

differences were seen in the genotype distribution
d.f. = 2, p = 0.04) and allele frequencies (2 =5.14,
=0.02; odds ratio = 0.57 95% confidence interval
between the patients and controls.

 DNA was isolated by conventional phenol-chloroform
method.



 ZNF804A (rs1344706 A>C)
intron 2 polymorphism was
detected by PCR-Snap Shot methods.



 Hardy Weinberg equilibrium, Allelic and genotypic
frequency were calculated using chi-square test.

Allelic
Chi square
p-value, Odds
ratio and 95 % CI



B) Genetic Analysis:
 6 ml of Blood samples were collected from each subjects
participating in the study.

CC

AC

A significant association of ZNF804A (rs1344706 A>C) genotype
and allelic frequency was found in North Indian patients having
schizophrenia. Patients with high risk T/T genotype scored
significantly lower on VisM than G carriers (T/G and G/G).

predominantly in milder cases. Clinically this makes sense;
melancholic patients respond less to placebo while milder
depressive patients have an unstable clinical picture and spontaneous improvements which, in combination with the short
duration of the studies, inﬂates the response in the placebo
group. Of course there are other factors responsible for this
response – for example, natural course of the illness, natural
ﬂuctuation, regression to the mean, and so on (Bland and
Altman, 1994a, b) – but in a similar way almost all are related
to milder forms of depression and technically constitute unstable ‘noise’ and ‘artefacts’. On the contrary the medication
eﬀect is reliable, valid and stable. A contrast of the composition of the drug and the response in the placebo group is shown
in Table 2. Some of the responses in the placebo group components are fully present in the drug eﬀect as well (e.g. the
regression to the mean); others are clearly almost absent (e.g.
( might be partially present or
expectancy). However, the8rest
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Research so far suggests
that there may not be one placebo reported that eﬃcacy reaches clinical relevance only in trials
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Effect of Aripiprazole Adjunctive to Lithium or Valproate on
Manic and Mixed Subpopulations: 52-week, Double-blind,
Randomised Relapse Prevention trial
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Abstract

Results

Results

Introduction: Following remission of an acute episode, patients with bipolar disorder remain at high risk of
relapse, regardless of whether their index episode was purely manic or mixed. In recent years, attention has
focused on the maintenance treatment of patients with bipolar disorder and current guidelines for maintenance
therapy include recommendations for combination therapy with atypical antipsychotics plus mood stabilisers1,2.
&KRLFHRIPDLQWHQDQFHWKHUDS\PD\EHLQÀXHQFHGE\ZKHWKHUPDQLDRUGHSUHVVLRQSUHGRPLQDWHV2. This post-hoc
DQDO\VLVHYDOXDWHGWKHORQJWHUPVDIHW\DQGHI¿FDF\RIDULSLSUD]ROH $5, FRPELQDWLRQZLWKOLWKLXP /, RUYDOSURDWH
9$/ YVSODFHER 3/% SOXV/,RU9$/ /,9$/PRQRWKHUDS\ LQDELSRODU,GLVRUGHUVXEJURXSRISDWLHQWVZKRVH
most recent episode was manic or mixed.

Figure 3. Time from Randomisation to Relapse of Any Mood Episode, Randomised Sample

)LJXUH0HDQ&KDQJHIURP%DVHOLQHLQ<056/LQH,WHP6FRUHV /2&) DW:HHN5DQGRPLVHG(I¿FDF\
Sample

7KLVpost-hocDQDO\VLVZDVFRQGXFWHGWRHYDOXDWHWKHORQJWHUPHI¿FDF\DQGVDIHW\RIFRPELQDWLRQ$5,WR/,
9$/YV/,9$/PRQRWKHUDS\LQELSRODU,GLVRUGHUSDWLHQWVH[SHULHQFLQJPDQLFDQGPL[HGHSLVRGHV,WDLPVWR
LQYHVWLJDWHSRWHQWLDOEHQH¿WVLQUHGXFLQJWKHULVNRIUHFXUUHQFHRIVSHFL¿FW\SHVRIPRRGHSLVRGHVLQWKHVH
populations

Proportion without relapse

4. Sleep

0.2

0.3

0.4

0.5

��������� ����!��������������������� �������� ��������� ���� ��������������� � ��������
**
*
**

**

0.20

**

9. Disruptive/aggressive behaviour

ARI+LI/VAL
PLB+LI/VAL

0.30
Hazard ratio ARI+LI/VAL over PLB+LI/VAL: 0.3 (95% CI=0.1–0.7)
Stratified log-rank p-value = 0.001

56

84

*

IMPROVEMENT IN SYMPTOMS

99
109

94
108

92
104

89
93

87
85

86
81

85
74

79
71

76
69

75
65

74
64

60
56

��������� ��� �������" ! ��� ����� #� � ��������"���� ��� ���$
�� ��!��������� ��%&'�(��)������������������� �����* ���
&'�������������������������" !��+ ��,�! ���!���-�.�,��
�!! � �����������! �#����!�* ���������� ��! ���!��������
���#�������� ����������������� ��� ��! ���!����"����������
���������������� ��-�.�

PLB+LI/VAL (n=117)
ARI+LI/VAL (n=108)

S SYV/,9$/PRQRWKHUDS\
ARI = aripiprazole; LI = lithium; PLB = placebo; VAL = valproate.

112 140 168 196 224 252 280 308 336 364 392
Days

105
114

,QWKHPDQLFSDWLHQWVVWDWLVWLFDOO\VLJQL¿FDQWGLIIHUHQFHVIDYRXULQJ$5,FRPELQDWLRQZHUHREVHUYHGLQPHDQ
FKDQJHIURPEDVHOLQHWRHQGSRLQW :HHN FRPSDUHGZLWK/,9$/PRQRWKHUDS\LQWKHPDMRULW\RI<056OLQH
LWHPVLQFOXGLQJHDFKRIWKHFRUHPDQLFV\PSWRPV LUULWDELOLW\VSHHFKFRQWHQWGLVUXSWLYHDJJUHVVLYHEHKDYLRXU 
)LJXUH

0
0

,QWKHPL[HGSDWLHQWVVWDWLVWLFDOO\VLJQL¿FDQWGLIIHUHQFHVIDYRXULQJ$5,FRPELQDWLRQFRPSDUHGZLWK/,9$/
PRQRWKHUDS\ZHUHREVHUYHGLQWKUHH<056OLQHLWHPV

Mixed Patients

–6OHHS LWHP±YVS

1.00

–,UULWDELOLW\ LWHP±YVS
–'LVUXSWLYHDJJUHVVLYHEHKDYLRXU LWHPYVS

0.90
0.80

)LJXUH0HDQ&KDQJHIURP%DVHOLQHLQ0$'567RWDO6FRUH /2&) 5DQGRPLVHG(I¿FDF\6DPSOH

0.70
0.60

Manic Patients

0.50
0

ARI+LI/VAL
PLB+LI/VAL

0.30
0.20

4

8

12

16

20

24

28

32

36

40

44

48

0.00
0

28

56

84

112 140 168 196 224 252 280 308 336 364 392
Days

52
47

47
42

43
38

41
35

40
34

38
33

38
31

35
30

34
29

34
29

34
28

32
27

24
23

0
0

7KHWLPHWRDQ\UHODSVHZDVVLJQL¿FDQWO\ORQJHULQWKH$5,FRPELQDWLRQJURXSFRPSDUHGZLWKWKH/,9$/
PRQRWKHUDS\JURXSIRUWKHPDQLFSRSXODWLRQRQO\ )LJXUH

4.0

� �*�� #� '+��*�4�+
=����" ! �������2�$,C��+ ��,�! ���!���� ����
�����������7�&'����� �����*����������!�
���������� ������ �����9��9��!��� � ���� ����� �*�* ���
� � �,������� �����6�9������� ��� ��,����� �*�
%�,6,(�������! �#��������!�� #�����������������
��9!��!�9#�!����!�����*���������������+��9� ���
�� ��� ����!������� ����������������������!�������������
! ���!���������2�$,C�! �#��� ����!������#���������
��� �����������������!� ����"�����

ARI+LI/VAL (n=108)

3.0
2.0
1.0
0.0
–1.0
Baseline values, mean (SE): PLB+LI/VAL 2.9 (0.3); ARI+LI/VAL 2.9 (0.3)

–2.0

Figure 4. Observed Relapses in the Randomised Population by Index Episode Type
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Effect of Aripiprazole in Combination with Lamotrigine on Manic
and Mixed Subpopulations: 52-week, Double-blind, Randomised
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Abstract

Results

Introduction: Following remission of an acute episode, patients with bipolar disorder remain at high risk of
relapse, regardless of whether their index episode was purely manic or mixed. In recent years, attention has
been focused on the maintenance treatment of patients with bipolar disorder. Current guidelines for maintenance
therapy include recommendations for combination therapy with atypical antipsychotics plus mood stabilisers,
EXWWKHFKRLFHRIPDLQWHQDQFHWKHUDS\PD\EHLQÀXHQFHGE\ZKHWKHUPDQLDRUGHSUHVVLRQSUHGRPLQDWHV2
Lamotrigine (LTG) is commonly recommended as a treatment option for depressive episodes, while LTG in
combination with an anti-manic agent could protect against both depressive and manic poles. Evidence from
a 52-week relapse prevention trial in bipolar disorder showed that the combination of aripiprazole (ARI) and
LTG prolonged the time to any relapse compared to LTG monotherapy; however, the differences did not reach
VWDWLVWLFDOVLJQL¿FDQFHOLNHO\EHFDXVHSDWLHQWVLQERWKWUHDWPHQWDUPVGHPRQVWUDWHGKLJKHUWKDQH[SHFWHG
V\PSWRPVWDELOLW\PDNLQJLWGLI¿FXOWWRGHWHFWEHWZHHQJURXSWUHDWPHQWGLIIHUHQFHV4 Therefore, the current
post-hocDQDO\VLVDVVHVVHGWKHHI¿FDF\RI$5,LQFRPELQDWLRQZLWK/7*FRPSDUHGZLWK/7*PRQRWKHUDS\LQ
reducing the risk of recurrence in patients with either a manic or mixed episode.

Figure 3. Time from Randomisation to Relapse of Any Mood Episode, Randomised Sample

7KHFXUUHQWpost-hocDQDO\VLVHYDOXDWHGWKHHI¿FDF\RI$5,FRPELQDWLRQLQUHGXFLQJWKHULVNRIUHFXUUHQFH
compared with LTG monotherapy in patients with either a manic or mixed episode
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'DWDSUHYLRXVO\SUHVHQWHG4 showed that in the mixed population, ARI combination treatment reduced the risk of
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Mean baseline score (SE) = PLB+LTG: 5.7 (0.4); ARI+LTG: 5.4 (0.4)

ARI = aripiprazole; LTG = lamotrigine; LOCF = last observation carried forward; MADRS = Montgomery–Åsberg Depression Rating Scale; PLB = placebo; SE = standard error
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Figure 4. Observed Relapses in the Randomised Population by Index Episode Type
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Method: Sixty admitted patients with a DSM-IV
diagnosis of non-affective schizophrenia spectrum
disorder (early psychosis) were assessed in a
naturalistic cross-sectional, cohort study.
Conclusion: "
Psychopathology was assessed with the PANSS and
A high level of suicide potential exists amongst 64% of
HDRS and suicidality (spectrum of risk level) was
measured with the SIS-MAP, a recently developed
early psychosis patients who have not made an attempt.
and validated scale."
QuantiÞed measurement of suicide potential can identify
Results: Out of 60 patients, 32-showed severe
high-risk subjects amongst subject who have never
suicidality and 28-showed low suicidality.
Characteristics of patients with high suicidality
attempted suicide. Comprehensive care plan would be
were male (42%). Symptoms, history of Cannabis
required for these patients. More research is required to
abuse (67%), no previous contact with mental
health services (67%), school drop out (73%),
clarify the complexity of suicide potential in early
family history of suicide (11%), duration of
psychosis."
psychotic symptoms Þrst recognized (3.2 Months)"
"Reference: Pompili M, SeraÞni G, Innamorati M, Lester D, Shrivastava A, Girardi P, Nordentoft M.Suicide#risk in#Þrst#episode#psychosis: a selective review of the current literature."
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Figure 2. Observed Overall Relapse Rates in the Randomised Population by Index Episode Type
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±0L[HGSDWLHQWVYV

PLB+LTG (n=73)

4.0

Relapse by index episode – mixed patients
(overall relapse rate: 26.6%)

56.0

7KHRYHUDOOLQFLGHQFHRIDGYHUVHHYHQWVZDVVLPLODUEHWZHHQ$5,FRPELQDWLRQDQGWKH/7*PRQRWKHUDS\DUPV
in both the manic and mixed populations

)UHTXHQF\RIVOHHSDLGVDQ[LRO\WLFVIRU$5,FRPELQDWLRQYV/7*PRQRWKHUDS\UHVSHFWLYHO\

Weeks

Mean (SE) change from baseline

White

$GYHUVHHYHQWVUHSRUWHGE\PDQLFRUPL[HGSDWLHQWVLQHLWKHUWUHDWPHQWJURXSDUHVXPPDULVHGLQ7DEOH

– Akathisia was more prevalent in mixed patients treated with ARI combination

A)

Black/African American

$( DGYHUVHHYHQW$5, DULSLSUD]ROH/7* ODPRWULJLQH3/% SODFHER

– In patients receiving LTG monotherapy, agitation was more prevalent in mixed patients while headache was
more prevalent in manic patients
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Mean baseline score (SE) = PLB+LTG: 5.0 (0.4); ARI+LTG: 5.0 (0.3)

PLB+LTG (n=87)

ARI = aripiprazole; CI = confidence interval; HR = hazard ratio; LTG = lamotrigine; PLB = placebo

Percent patients with relapse (%)

Stable* patients randomised 1:1

Up to 52 weeks

32

5.0

0

Days
46
51

30

PLB
+LTG ±PJGD\

28

8.0

Time to relapse due to any mood episode

Double-blind relapse assessment

9–24 weeks

24

ARI+LTG (n=97)

B)

124 155 186 217 248 279 310 341 372 403 434

PLB+LTG (n=78)

4–42 days

20

6.0

Hazard ratio ARI+LTG vs. PLB+LTG: 0.5 (95% CI: 0.2, 0.9)
Stratified log-rank p-value = 0.02

0

p=0.003

ARI
±PJGD\ 
+LTG
±PJGD\

7.0

0.0

0.4

40

ARI ±PJGD\
+LTG ±PJGD\
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0.5

0.0

Figure 1. Study Design

Single-blind stabilisation

12

1.0

0.1

$VFKHPDWLFGLDJUDPRIWKHVWXG\GHVLJQLVVKRZQLQ)LJXUH

Screening and washout

8

PLB+LTG (n=73)

Time to relapse due to depressive episode

7KLVZDVDpost-hoc analysis of data from a 52-week, double-blind, PLB-controlled study assessing relapse
prevention in patients with bipolar I disorder with a manic or mixed episode receiving ARI combination or LTG
monotherapy4

4

8.0

Days
89
67

Manic Patients
0

7LPHWRUHODSVHGXHWRDQ\PRRGHSLVRGHZDVVLJQL¿FDQWO\ORQJHUIRUPL[HGSDWLHQWVRQ$5,FRPELQDWLRQ
WUHDWPHQWFRPSDUHGZLWK/7*PRQRWKHUDS\ ORJUDQNS KD]DUGUDWLR>+5@FRQ¿GHQFHLQWHUYDO
>&,@  )LJXUH% 

Methods

Risk Level and Range of Suicidality amongst Non-Attempting Early Psychosis Patients!
!

)LJXUH0HDQ&KDQJHIURP%DVHOLQHLQ0$'567RWDO6FRUH /2&) (I¿FDF\6DPSOH
ARI+LTG
PLB+LTG

0.3

&RPELQDWLRQWKHUDS\ZLWKDPRRGVWDELOLVHUDQGDQDQWLSV\FKRWLFVXFKDVDULSLSUD]ROH $5, LVFRPPRQO\
recommended as treatment for patients with severe manic or mixed episodes associated with bipolar I
disorder±

$ODUJHPXOWLFHQWUHUDQGRPLVHGGRXEOHEOLQGSODFHER 3/% FRQWUROOHGVWXG\ZDVFRQGXFWHGWRHYDOXDWHWKH
HI¿FDF\RI$5,LQFRPELQDWLRQZLWK/7* $5,FRPELQDWLRQ YV3/%SOXV/7* /7*PRQRWKHUDS\ IRUXSWR
weeks in patients with bipolar I disorder, manic or mixed, who had been stabilised on ARI combination

,QPDQLFSDWLHQWVVWDWLVWLFDOO\VLJQL¿FDQWGLIIHUHQFHVIDYRXULQJ$5,FRPELQDWLRQFRPSDUHGWR/7*PRQRWKHUDS\
were observed in three YMRS line items

0.9

Introduction

$OWKRXJKFRPPRQO\XVHGLQFOLQLFDOSUDFWLFHWKHHI¿FDF\RI/7*LQFRPELQDWLRQZLWKDQDQWLPDQLFDJHQWDV
maintenance treatment to protect against both poles of the illness is not well studied

,QWKHPL[HGSRSXODWLRQLQFUHDVHVIURPEDVHOLQHWRHQGSRLQWLQPHDQ<056WRWDOVFRUHZHUHQXPHULFDOO\ORZHU
in patients receiving ARI combination compared with LTG monotherapy but the differences were not statistically
VLJQL¿FDQW )LJXUH%

1.0

Discussion: During long-term maintenance therapy, ARI combination maintained stability of manic symptoms, as
assessed by YMRS total and MADRS total scores, compared with LTG monotherapy in bipolar I disorder patients
with either a recent manic or mixed episode.

/DPRWULJLQH /7* LVUHFRPPHQGHGDVDQRSWLRQIRUPDLQWHQDQFHWUHDWPHQWLQELSRODUGLVRUGHUHLWKHUDV
monotherapy or in combination with an anti-manic agent in patients whose bipolar disorder is predominantly
depressive

,QWKHPDQLFSRSXODWLRQWKHUHZDVVLJQL¿FDQWO\JUHDWHUVWDELOLW\LQWKHPHDQ<056WRWDOVFRUHRISDWLHQWV
receiving ARI combination compared with LTG monotherapy in the Week 52 LOCF analysis (Figure 5A)

Manic Patients

Mean (SE) change from baseline

Results:$IWHUVWDELOLVDWLRQPDQLF $5,3/% DQGPL[HG $5,3/% HSLVRGHSDWLHQWVZHUH
randomised to ARI combination or LTG monotherapy. Baseline demographics were similar between manic and
PL[HGSDWLHQWV0HDQFKDQJHIURPEDVHOLQHWR:HHNLQWKH<056WRWDOVFRUHZDVVLJQL¿FDQWO\ORZHUIRU$5,
FRPELQDWLRQYV/7*PRQRWKHUDS\LQPDQLFSDWLHQWV YVWUHDWPHQWGLIIHUHQFH>7'@±S  DQGZDV
QXPHULFDOO\ORZHULQPL[HGSDWLHQWV YV7'± EXWWKHGLIIHUHQFHGLGQRWUHDFKVWDWLVWLFDOVLJQL¿FDQFH
While the mean change from baseline to Week 52 in MADRS total score was numerically lower in mixed patients
UHFHLYLQJ$5,FRPELQDWLRQFRPSDUHGZLWK/7*PRQRWKHUDS\ YV7'± WKHGLIIHUHQFHGLGQRWUHDFK
VWDWLVWLFDOVLJQL¿FDQFH

A)

Proportion without relapse

Methods: Data were analysed from a 52-week relapse prevention study of bipolar I disorder patients with a manic
or mixed episode. The design included a single-blind stabilisation phase (9–24 weeks) and a double-blind relapse
prevention phase (52 weeks). In the stabilisation phase, patients received single-blind ARI plus LTG (open label)
DQGKDGWRPDLQWDLQVWDELOLW\ <RXQJ0DQLD5DWLQJ6FDOH><056@WRWDOVFRUHDQGD0RQWJRPHU\±cVEHUJ
'HSUHVVLRQ5DWLQJ6FDOH>0$'56@WRWDOVFRUH IRUFRQVHFXWLYHZHHNVZLWKRQHH[FXUVLRQDOORZHG <056
DQGRU0$'56! H[FHSWIRUWKHVHFRQGWRODVWDQGODVWYLVLW,QWKHUDQGRPLVHGSKDVHVWDEOHSDWLHQWVUHFHLYHG
ARI plus LTG (ARI combination) or placebo (PLB) plus LTG (LTG monotherapy) and were followed up for 52
ZHHNV3DWLHQWVZHUHVWUDWL¿HGE\EDVHOLQHPL[HGRUPDQLFHSLVRGHVGH¿QHGE\'LDJQRVWLFDQG6WDWLVWLFDO0DQXDO
of Mental Disorders – IV – Text Revision (DSM-IV-TR) criteria. Changes from baseline in the YMRS total and
MADRS total score were evaluated using analysis of covariance with a last observation carried forward (LOCF)
analysis, with treatment as main effect and baseline scores as covariate.

Results

Mean (SE) change from baseline
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Introduction

We hypothesize that access to mental health care is expected to have an impact on the mental health outcomes of
residents and especially in suicide rates. The vast majority of people who complete suicide used to have mental
1
disorders . Therefore, access to primary mental health services, increases the possibility of screening and prevention of
suicide attempts and suicides in general. Therefore, the availability of primary mental health services may be relevant in
explaining geographical variations in suicide incidence. We suggest that the distribution and the availability of mental
2
health providers may explain suicide rates between urban and rural areas . Typically, psychiatrists and other physicians
3
4
are less available in rural areas than in urban areas . Suicide rates are generally higher in rural areas .

Table 1. Suicide rates per 100.000 residents at the regions level of Greece.

Material and Methods
Data were taken from the Hellenic Statistical Authority (EL. STAT.) for
the period 2002-2009.We computed the indices of suicide rates per
100.000 residents at prefecture and at region level of Greece for 3
periods (2009, 2007-2009 and 2002-2009) with algebric computations
(table 1,2). Spearman rho correlations were used to examine the
relationship between general and mental health providers and suicide
rates per 100,000 residents in the level of prefecture.

Results

Discussion

It was found that at the regional level, suicide rates are reversed related to
the number of mental health service providers, in region level, in Greece.
5
Similar finding are found also in Tondo’s et al. research . However,
aggregate analyses cannot specify risk indices for individual level. Our
findings support strong correlations of region level suicide rates with
proposed indicators of access to mental health care. As proposed by
6
Capusta et al. reducing socioeconomic barriers to mental health
care, such as by increasing reimbursement of psychotherapy and
promoting settlement for psychiatrists and psychologists in rural areas,
would be a desirable goal for the Greek mental health system.
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Suicide rates
2007 - 2009

Suicide rates
2002 – 2009

1,81
3,61
2,53
4,32
2,82
2,04
2,16
4,45
3,04
4,76

1,31
3,07
2,94
4,46
2,91
2,45
2,27
3,19
3,27
3,83

1,14
3,07
3,48
3,89
3,13
2,72
2,27
3,69
2,83
3,61

Table 2. Suicide rates per 100.000 residents at the prefecture level of Greece.

The highest suicide rates - per 100.000 residents - were as
follows: Lefkada prefecture in 2009 (9,02), Evrytania during 2007-2009
(6,87) and Rethymno during 2002-2009 (6,93). At the prefecture level the
highest rates appeared during 2009 in Crete region (4,76) and during 20022009 in Peloponnisos prefecture (4,01). At the regional level, during 2009,
suicide rates were negatively correlated with, psychiatrists (rho í 
psychologists (rho í  SDWKRORJLVWV rho í  DQG WKH QXPEHU RI
the official mental health services (psychiatric clinics, day centers, mobile
mental health units etc) (rho í 7KHDERYHcorrelations were found to
be stronger for the period 2007-2009.

1.
2.
3.
4.
5.
6.

Attiki
Sterea Ellada
Peloponnese
Ionian Islands
Ipiros
Thessalia
Macedonia
Thraki
Aegean Islands
Crete

Suicide rates
2009

Suicide
rates
2009

Suicide
rates
2007 2009

Suicide
rates
2002 –
2009

Argolida

7,82

4,56

4,03

Arkadia

2,28

4,56

4,99

Arta

2,84

2,84

2,84

Achaia

1,45

2,03

2,57

Etoloakarnania

0,92

1,99

2,64

Viotia

3,19

2,13

2,29

Grevena

6,42

5,35

3,21

Suicide
rates
2009

Suicide
rates
2007 2009

Suicide
rates
2002 –
2009

Kefalonia

2,64

4,39

4,94

Kilkis

3,49

2,33

2,76

Kozani

1,94

2,16

2,43

Korinthia

1,37

3,19

3,51

Kyklades

4,49

4,19

3,26

Lakonia

1,08

2,17

4,34

Larisa

1,05

1,63

1,92

Lasithi

5,30

5,30

4,14

Lesvos

3,78

3,78

3,43

Lefkada

9,02

3,01

3,38

Magnisia

2,45

2,29

2,94

Xanthi

1,87

1,87

2,45

Pella

2,76

1,84

1,98
1,95

Drama

4,00

1,67

2,88

Dodekanisa

3,06

2,38

2,42

Evros

6,73

4,26

4,37

Evia

5,33

3,88

3,63

Evritania

5,15

6,87

5,15

Zakinthos

2,47

6,59

5,25

Pierria

0,78

1,30

Ilia

4,47

4,28

4,05

Preveza

3,50

2,91

2,84

Imathia

3,46

3,46

2,77

Rethimno

3,70

4,52

6,93

Iraklio

6,64

4,54

3,07

Rodopis

5,40

4,80

5,62

Thesprotia

2,35

3,13

4,41

Samos

2,35

3,92

3,23

Thesaloniki

2,25

1,62

1,36

Serres

2,14

2,5

2,94

Ioannina

2,70

2,88

3,04

Trikala

3,84

3,33

2,98

Kavala

3,58

2,86

2,95

Fthiotida

2,41

2,41

2,49

Flwrina

0,00

1,23

2,31

Fwkida

0,00

2,67

4,01

Xalkidiki

1,00

2,65

1,99

Xania

1,33

1,33

2,65

Xios

0,00

2,57

1,68

Messinia

3,05

2,65

3,74

Karditsa

1,73

3,76

4,01

Kastoria

1,87

3,74

3,74

Kerkyra

4,58

4,07

3,25

Hawton K, van Heeringen K: Suicide. Lancet 373:1372–1381, 2009.
Freeman-Cook A, Hoas H: Hide and seek: the elusive rural psychiatrist. Academic Psychiatry 31:419–422, 2007.
Johnstone B, Nossaman LD, Schopp LH, et al: Distribution of services and supports for people with traumatic brain injury in rural and urban Missouri. Journal of Rural Health 18:109–117, 2002.
Kapusta ND, Zorman A, Etzersdorfer E, et al: Rural-urban differences in Austrian suicides. Social Psychiatry and Psychiatric Epidemiology 43:311–318, 2008.
Tondo L, Albert MJ, Baldessarini RJ: Suicide rates in relation to health care access in the United States: an ecological study. Journal of Clinical Psychiatry 67:517–523, 2006.
Kapusta ND, Posch M, Niederkrotenthaler T, Fischer-Kern M, Etzersdorfer E, Sonneck, G: Availability of Mental Health Service Providers and Suicide Rates in Austria: A Nationwide Study.
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Testosterone in early phase of Þrst episode Schizophrenia: !
Relevance to psychopathology!

Testosterone- Pretreatment"

Introduction"
Neurohormones are well known modulators of neurochemical changes
and play a signiÞcant role in the pathophysiology of schizophrenia. "
Low testosterone is speciÞcally associated with negative symptoms in
chronic schizophrenia as well as in Þrst episode. "
Several potential mechanisms have been proposed for how such hormonal
changes could also affect brain structure and function, including the effect
of neonatal exposure to maternal stress on the hypothalamic-pituitaryadrenal (HPA) axis and the activation effects of gonadal hormones during
puberty."
Dehydroepiandrosterone sulfate (DHEAS), Neuroactive steroids, and other
sex hormones, may have an adjunctive role in reversing or slowing the
progression of negative symptoms. This study examines level of
testosterone in First episode schizophrenia to see if it changes with
treatment."

40"
35"
30"
25"
20"
15"
10"

5"
0"

Method: Sixty admitted patients with a DSM-IV diagnosis of DSM
IV non-affective schizophrenia spectrum disorder (early psychosis)
were assessed is a naturalistic cross-sectional, cohort study. These
patients were not drug na•ve but had minimal exposure to
neuroleptics. Psychopathology was assessed with the PANSS and
HDRS and locally developed scale for assessment of Suicidality (SISMAP). Patients were treated for 6 months duration, in a Ôtreatment as
usualÕ design in naturalistic impatient and outpatient setting in an
Early Psychosis Intervention program at the regional mental health
care. St Thomas, Ontario, Canada. Levels of testosterone were
estimated at the baseline and at the end of three months treatment.
Findings were analyzed for clinical correlation of cholesterol
Suicidality and psychopathology"
Result: "
Patients who completed the study (n=29) the study were having mean
age 32.2 (9.2) Years, duration, of illness 9.8 (3.5) months, positive
symptom score 25.8 (7.5), negative symptom score 18.8 (6.8),
SISMAP score of 23.0 (11.1) (suggests moderate suicide risk). Base
line Testosterone level was 11.0 (9.1) and post treatment 9.1 (7.9).
Both levels were lower that normal limits (18-144) mmol/ml. positive
symptoms at base was s signiÞcantly associated with the change in
Testosterone (p=.032)."

Conclusion
0"

5"

10"

Testosterone.2"
Post-treatment Testosterone"

Amresh Shrivastava 1, Megan Johnston2 Yves Bureau 3, Robbie Campbell 4"
Regional Mental Health Care.St.Thomas, Early Psychosis Intervention Program,"
The University of Western Ontario, London, Canada"

35"
30"
25"
20"
15"
10"
5"
0"

0"

5"

10"

15"
20"
Subjects. N=30"

25"

30"

35"

Linear (Testosterone.2)"

15"
20"
Subjects N=30"

25"

30"

Testosterone level patients of Þrst episode schizophrenia in early phase lower than normal
limit and remains lower after 6 months treatment with antipsyhcotics.Positive symptoms
were found to be signiÞcantly associated with change in pre and post treatment level of
testosterone. More research is required in this Þeld to examine"
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35"
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Introduction

The p
prevalence of OCD(Obsessive
(
Compulsive
p
Disorder)) in Iran is 1.8% ((0.7% and 2.8%
in males and females; respectively).(1) Prevalence of OCD by sex, age group are
distributed here .

ResultsandConclusions

There is no studies on rate of Rate of Resistant Obsessive Compulsive Disorder in Iran. Resistant
Obsessive Compulsive Disorder (OCD) is about 30% with conventional treatments such as
antidepressants which make the research on novel treatments necessary (2). In rTMS a pulse
magnetic field emits from a coil over the surface of the scalp. The coil enduce a localized electrical
current in the cortex below through the scalp. Cortical activity can then be either inhibited or
stimulated depending on using low frequency or high frequency pulses. The rTMS has been used in
treatment of psychiatric disorders such as depression and Obsessive Compulsive Disorder . In a
Cochrain review there was only two syudies sutible for analysis and no differences observed betwean
rTMS and sham TMS using the Yale-BrownObsessive-Compulsive Scale or the Hamilton Depression
Rating Scale.(5)
There is limited data on using repetitive Transcranial Magnetic Stimulation (rTMS) in resistant
Obsessive Compulsive Disorder . (3)

Methode

Subjects was 41(Case 1) and 40 (Case 2) years old men with long time history of Obsessive
Compulsive Disorder without comorbidity of bipolar disorder. DSM-IV diagnosis of Obsessive
Compulsive Disorder was judged by two psychiatrists independently. Patients had failed with
adequate trials of at least two anti-obsessional drugs and cognitive behavior therapy.
In both patients, thought obsession was the prominent feature.
Case 1 had intrusive obsessional thoughts that and intense anxiety that the penis will recede into the
body but without fear of causing death(in contrast of Koro a culture bound psychosis) and as a
compulsion he repeatedly check it despit that he consider this thought ilogical. His obsessive
thoughts started around eight years ago and became more sever since three month ago. Obsessive
thought was about fear of shrinking and disappearing of body parts such as penis , ears and nose.
Although he developed insomnia and decreased libido. He has history of seven psychiatric admisssion
wich in one of them treatment achived by 10 cessions of electroconvulsive therapy but in this
admission ECT terminated after 6 cessions beacause of no response achivment. In his previous
psychiatric records, once bipolar disorder suspected and treated with sodium valporat, clonazepam,
olanzapin and haloperidol but later this diagnosis was ruled out beacause no mania or hypomania
phase detected in detailed history taking . This admission was due to treatment resistant
(Flouvoxamine, clomipiramin, Pimozide, Halopridol).
Case 2 had repeated thoughts about insulting religious figures and places. His psychiatric disorder
begins since he was 18 years old with contamination obsession and washig compulsion. He has family
history of obsessive copmulsive disorder in his brother and two of his cusins. This symptoms taked a
new turn since six years ago with obsession about dugs and disturbing intrusive thoughts about
cursing and isulting religious figures or fear of urinating in religious places. His obsession aggreviated
during last three months incuding symptoms of depression such as insomnia and decreasing appetite
inspite of taking Flouvoxamine.He commit suicide by jumping from building lead to bone fractures
and then admitted in psychiatric ward. His medication changed to halopridol ,clomipiramin and
serteralin. After begining of rTMS ,the efficacy was minimal till 9th cession.
Their symptoms not controlled by hospital admission including 4 and 6 sessions of Electroconvulsive
Therapy (ECT) and polypharmacy regimes.
The treament started during their psychiatric hospital admission.Two patients were given rTMS 4
days in a week by The Magstim Rapid-2 stimulator (100% resting motor threshold, 20 Hz, 2.5 seconds
per minute for 20 minutes, 1000 pulses per session) to a right dorsolateral prefrontal cortex
(RDLPFC).
Magstim Rapid-2 Specification illusterated in next paragraph.
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Results: In case 1 there was dramatic response
p
after onlyy 3 sessions but byy 9th sessions he slowlyy
became more restless. Gradualy restlessness progressed with insomnia and irritability. In session
thirteen treatment stopped due to diagnosis of mania switching with mixed feature. Mixed episode
considered to be secondry to Rtms and did not repeated for patient.
In case 2 after reaching the target of 16 sessions, efficacy of treatment observed by Yale-Brown
Obsessive Compulsive Scale (YBOCS)(4) 63% dropping and Hamilton Depression Rating Scales (HDRS-24
item) 46% decreasing at the end of treatment beside the elimination of suicidal thoughts.
Conclusion: This preliminary result suggests that RDLPFC stimulation with rTMS might affect
prefrontal mechanisms involved in OCD (Obsessive Compulsive Disorder) and rTMS could be used as
add on therapy for treatment resistant Obsessive Compulsive Disorder but there should be further
studies for diagnosis risk factors of switching in rTMS. In case 1 there was history of symptoms that
suggest the propability of bipolar disorder but not enough to fullfill the DSM-IV criteria of bipolar
di d Thi subthreshold
disorder.This
b h h ld sumptoms may be
b consider
id later
l
as a risk
i k factor
f
f switch.
for
i h
The dramatic response was consistant with previous case report in Iran(6) but without bipolar
switching. This observation was in contrast of some other studies.(7)
This study is a preliminary study for a control trial study of using rTMS in resistant Obsessive
Compulsive Disorder as an add on therapy.
Key Words: Resistant Obsessive Compulsive Disorder, Repetitive Transcranial Magnetic Stimulation
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Discussion
Currently, the attempt to identify individuals at risk of developing
Alzheimer’s disease (AD), or at least to characterize the cognitive
manifestations of the disease at pre-clinical stages, relies on the
diagnosis of mild cognitive Impairment (MCI).
Although the original diagnostic criteria for MCI emphasized the
importance of memory impairment, more recently the MCI
classification was expanded to encompass other cognitive domains,
such as executive function, allowing the diagnosis of single and
multiple-domain amnestic or non-amnestic MCI.
Cronbach’s Coefficient alpha of Internal consistency between two
factor of memory score and attention score of (0.007) determines that
these 2 individual test items of Memory and Attention(Involving
Concentration and Executive function) are not single separate parts
and have a multidimensional structure. The 5th percentile of total
score in whole group is 108. So a total score under this value
(lower than -1.5 Z score) will be considered abnormal.
Sedaghat et al, cognitive test is a very simple test to be performed by
everyone.
The second step is the validation of the test in larger normal groups
and evaluating its discriminating power for MCI patients.
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Introduction
Mild cognitive impairment (MCI) is the term applied to a condition in
which elderly individuals who have a subjective cognitive complaint
have objective memory impairment in the absence of functional
disability. Its importance arises from the observation that it often
constitutes the clinical state between normal cognition and dementia in
the elderly. Approximately 12–15% of MCI subjects per year convert
to clinical dementia with functional disability. For this reason, our
interest is focused on the development of a Simply-applied, shortduration standardized technique and quantification of normal cognitive
function in post-secondary-educated population.
Patients and Methods:
A computer-based, cognitive test (Sedaghat et, al cognitive test) which
is developed more by modifying standard paper-pencil tasks was made.
This cognitive test measures multiple cognitive domains of memory,
attention, concentration , executive function and spatial processing.
Different subsets of the test are as following:
Trial Making Part A, Verbal memory (Auditory, Visually) Immediate
Recall and Delayed Recall, Non-Verbal memory (Image) Immediate
and Delayed Recall, Stroop test A and B, Clock test and Serial Sevens.
The whole test lasts only up to15 minutes . And is too easy to be used
by different age groups and education levels. It has a maximum total
score of 150 which involves memory domain (115 score) and attention
(other domains) of 45 score.
Eighty-five post-secondary-educated individuals in different age groups
(31 M, 54 F) with no cognitive complaints were volunteers for
research testing.
They were divided first in four age groups (20-39, 40-49,50-59, 6069),and then in 2 age groups (under 60Yr, above 60 Yr) (table 2).
Normative data in different cognitive domains are evaluated. MMSE
and Hamilton tests were also fulfilled when indicated. Statistical
measurements were done using SPSS 15 . Internal consistency was
examined using Cronbach’s Coefficient alpha reliabilities to determine
the degree to which individual test items correlate with one another.
Results
The scores of four age groups are showed in table 1 and figures 1-3.
The 2 age groups differed significantly in Immediate Auditory- visual
recall and in Delayed Non-Verbal recall (Table 3). They differed
significantly In Memory score but not in Attention score (fig 4). The 5th
and 95th percentile of total score in whole group are measured (Table
4). Cronbach’s Coefficient alpha between two factor of memory score
and attention score was 0.007 (Table 5).

The psychometric criterion of mild cognitive impairment (MCI) generally involves having an unusually low score on memory testing (i.e., 1.5 SDs). However, healthy adults can obtain low scores. In this way there is a substantial risk of misclassifying normal adults as MCI
patients or in turn, psychometrically misclassifying MCI in healthy older adults. So there is a need to a simply- applied, short-timeconsuming memory test to be used routinely as a clinical test by all clinicians for all adults.
Patients and Methods
A computer-based, cognitive test (Sedaghat et al, cognitive test) which is developed more by modifying standard paper-pencil tasks was made. This
cognitive test measures multiple cognitive domains of memory, attention, concentration , executive function and spatial processing. Different subsets
of the test are as following:
Trial Making Part A, Verbal memory (Auditory, Visually) Immediate Recall and Delayed Recall, Non-Verbal memory (Image) Immediate and Delayed
Recall, Stroop test A and B, Clock test and Serial Sevens.
The whole test lasts only up to15 minutes . And is too easy to be used by different age groups and education levels. It has a maximum total score of
150 which involves memory domain (115 score) and attention (other domains) of 45 score. The 5th percentile of the total score for normal group
is 108.
This study examined 76 normal post-secondary-educated volunteers (20-78 years). 6 volunteers showed significantly lower total
scores than the others (lower than 5th percentile, < -1.5 Z score ) and also a MMSE of 27±1. After the test they acknowledged a
complain of memory problem such as forgetfulness. They had normal Hamilton scores. This 6 volunteers were categorized as group with
abnormal score (AB) and the others 70 volunteers as the Normal (N) group. These two groups were compared together using SPSS
version 15.
Results:
These two groups independently of the age-adjusted score, differed significantly in most subsets of the test as it is shown by the figures
and tables.
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Discussion:
All the volunteers in abnormal group were under 60 years old. This group is suggested to be followed-up clinically with a
complete psychometrical tests to exclude the possibility of MCI. Also they should be tested more frequently with the this
cognitive test and any fluctuations should be evaluated. They should be recommended to try to have a better quality of life
as they can and to avoid the risk factors involved in dementia. In the case that this group show low memory scores in
different sessions without significant fluctuation, the scores should be considered as base rates for future tests.
As a conclusion we suggest to focus on the necessity of a standard simply-applied Cognitive test as a Routine
Screening test for all adults. Understanding the base rates of low scores can reduce the over-interpretation of lowmemory scores as MCI thus minimize false-positive misclassification and vice versa.
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A case of Human Herpes-Virus-6 (HHV-6) brain
infection presenting with manic-depressive symptoms

NEUROPROTECTIVE EFFECT OF PHENYTOIN IN A
RAT MODEL OF SPINAL CORD INJURY

Anastasios Kouzoupis, Nikolaos Kokras, George N. Papadimitriou
First Department of Psychiatry, Eginition Hospital, Medical School, University of Athens, Athens, Greece
Human Herpes-Virus, subtype 6 (HHV-6) produces life-long infections, and has been implicated in several neurological
conditions, such as multiple sclerosis. There is growing concern that HHV-6 might also contribute to the development of
several other neuropsychiatric conditions as well.

Case History

Conclusions

1.Deparment of Neurosurgery, Hippokration General Hospital, Aristotle University of Thessaloniki, Greece.
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Background

We present a case of a young woman with no psychiatric
history, who has had incidentally an MRI/MRA scan long
before the onset of the psychopathology, because her mother
was diagnosed with a congenital brain aneurysm and thus, the
whole family was also examined. That MRI/MRA scan did not
reveal at that time any pathology (fig.1 & 2).
This woman presented post-partum emotional lability with
discrete episodes of hyper- and hypo-activity with periodic
disinhibition and hypersexuality or social withdrawal and
apathy respectively. She suffered for a total of three years,
while being unsuccessfully treated with psychotherapy until
she presented tremor and then progressively deteriorating
ataxia and urine incontinence.
She was then admitted to a general hospital and subjected to
a detailed investigation. Interestingly, the MRI brain scan
showed multiple white matter lesions and a substantial
ventricular enlargement, initially suggesting hydrocephalus
(fig. 3 & 4).
A ventriculoperitoneal shunt was inserted which however
failed to resolve her neurological symptoms and the presentation of the psychopathology was not altered as well.
A few months later she was re-admitted to a neurological
department due to the persisting nature of her neurological
and psychiatric symptoms, as described above, and another
MRI brain scan reconfirmed the multiple white matter lesions
(fig. 5 & 6). A detailed and thorough neurological investigation,
including a SPECT scan (fig.7) excluded multiple sclerosis
and other suspected diseases.
During that admission the patient also had multiple neuropsychiatric consultations and it was decided that she should
be treated with valproate, given the clear manic-depressive
nature of her symptoms over the two-year long course of the
disease. Interestingly, her psychiatric symptoms ameliorated
promptly and substantially.
Shortly after, the results of a brain biopsy ultimately revealed
an HHV-6 viral infection and her neurological symptoms also
showed some improved on repeated monthly I.V. mitoxantrone and methylprednisolone.
The patient remains emotionally stable on continued valproate
treatment for three years now.
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Results
Introduction
Neurological results showed that laboratory
Spinal cord trauma creates a local primary injury
animals that received phenytoin presented with
to neurons which is irreversible. The severity of
higher scores in all tests performed. Overall
the initial injury is exacerbated by the
comparison of control group and phenytoin group
maintenance of cellular death for some time after
clinical scores shows that laboratory animals that
trauma. This procedure is called secondary
received phenytoin achieved higher scores with a
degeneration and theoretically represents a
statistically significant difference (p<0.05).
preventable event. Secondary cell death is
Histological results showed that animals given
caused by the local inflammatory response at the
phenytoin had less degenerative alterations at
cord environment. In this experimental study we
the injury site and larger amounts of spared
studied whether phenytoin, an antiepileptic agent,
neurons. In addition to that, the appearance of
could provide neuroprotection in spinal cord
astrocytic scar at the injury site, more evident in
injury, based on the drug’s ability to inhibit sodium
laboratory animals treated with phenytoin, was
channels of the cellular membrane.
combined with improved neurological scores.
Materials-Methods
Adult male Fisher rats were used in this study.
Incomplete spinal cord injury (contusion type)
was produced by a weight-drop device. After
laminectomy, the apparatus created reproducible
injuries at the level of twelfth thoracic vertebrae.
Half of the animals were administrated with
phenytoin
intraperitoneally,
in
doses
corresponding to the higher doses administrated
in human patients. Animals underwent regular
neurological examinations with the ΒΒΒ (Basso,
Beatie και Bresnahan, 1995). test until six weeks
after trauma. Rats were randomly divided and
sacrificed at certain time points and cord
specimens were taken after mummification and
sent for pathological evaluation.

BBB score
16
14
12
10
8
6
4
2
0

2 days

Photomicrographs of spinal
cords six weeks after the injury

Fig. 7

To this date, HHV-6 infections have been reported as possible reasons of delirium, dementia and psychotic-like
symptoms. In our case, psychiatric symptoms preceded the neurological symptomatology and were mimicking
bipolar disorder.
To our knowledge this is the first report associating an HHV-6 infection, as evidenced by the brain biopsy, with the development of affective, manic-depressive-like symptoms.

Apparatus used for the induction of spinal cord injury

A rat after the induction of spinal cord injury
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1 week
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BBB scores for phenytoin (■) and control (♦) group, 2 d, 1w, 2w, 4w and 6w after injury

Photomicrographs of spinal cords a) 1 week, b) 2 weeks, c) 4 weeks and
d) 6 weeks after the injury. The damage affects the corticospinal tract. A
marked presence of astrocytes during all time points of healing process
may be observed.

Conclusion
Our results indicate that phenytoin could provide
neuroprotective effect in rats with spinal cord
injury, by reducing the inflammation progress
through inhibition of voltage gated sodium
channels. Reduction of the degenerative
procedure led to the development of an astrocytic
matrix which helped for partial neuronal recovery.
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Introduction

This study subscribes to recent research on learned helplessness and especially its validation, and therefore, our objective is to underline the
importance and the implications of learned helplessness on a social level.
This study proposes a causal model of depression from the learned helplessness point of view that also includes the role of perceived social
support. It also tries to justify results in the present context of learned helplessness research and to underline the contributions of each study as well
as the rise of new directions of research in this domain.
According to learned helplessness theory noncontingency between action and result, as well as the expectation of helplessness will lead to a
future noncontingent result and to a passive behaviour. These are the three criteria of recognising learned helplessness (in other words inadequate
passivity, helplessness following a serial uncontrolling events and specific cognitions) [1]. Generalization of lack of control was called learned
helplessness, a psychological state characterised by cognitive deficits (the body is uncapable of identifying contingencies between answers and
responses), low motivation and maladaptive emotional reactions (depressive affects) [1, 4]. This modified model starts from the assumption that
people develop causal explanations regarding the motive of their failure in controlling the event or situation.
People are different from each other even in the way they normally explain events – attributional style – which along with the nature of the event
is the determinant of causal explanations [4]. The main idea is that hopelessness comes when the individual: a) has negative expectations towards
results valued at a high level (expecting a negative result) and b) has expectations of helplessness in changing the probability of getting the results
(expectation of helplessness). At a general theoretical level, the central specification of helplessness theory is that people seek control over events.
Failures in controlling aversive environmental contingencies or low positive reinforcement are considered as being the main cause of depression or
psychosomatic conditions [4].
First, we propose a causal model of depression from learned helplessness point of view that will also include the role of the social support
perception. We wish to introduce a restructurated depression model and test it in the situation in which the depressive disposition was
experimentally induced.

Material and Methods

The study involved 89 patients with depression hospitalised in neuropsychiatry clinics. Patients aged between 19 and 66, 38 males and 51
females. There were 81 depressive patients without previous hospitalisation included in the study, aged between 19 and 67, 28 males and 53
females. Patients were selected according to the scores they obtained on the SCL-90 depression scale (DEP). The battery of scales was administered
individually. Supplementary, subjects were indicated to fill in the scales according to their present state. All the subjects filled in the A.S.Q. and in
the following stage the subjects were asked to answer on a scale from 1 to 7 to three items related to the degree to which they consider they would
have had control in case the event would have been produced. The scales used in this research were: (1) Attributional Style Questionnaire (A.S.Q)
[2] is an instrument that measures the „explaining style” patterns representing the tendency of selecting certain causal explanations for favourable or
un favourable events. In the case of „composite negative attributional” scale we obtained a quotient of .78 and in‚ composite positive attributional’
scale the quotient value was .82 [2]; (2) Symptom Check List 90-R (Derogatis, 1994) is an instrument which evaluates the gravity of the symptoms
reported by patients. The internal consistency of its subscales is situated between .75 and .86 and for ISG it is .97. Test-retest trust quotient of the
two testing phases (T1 and T2) is between .77 and .87, (3) Multidimensional Scale of Perceived Social Support is an instrument projected to
measure the way people perceive social support from three sources: family, friends and significant others. Internal consistency is .91 (12 items).
Test-retest trust quotient of the two testing phases (T1 and T2) is between .67 and .80, (4) Kohn and Macdonald (1992) proposed Survey of Recent
Life Experiences which they validated starting from 92 items. The internal consistency of the total score was .90 (41 items). Test-retest trust quotient
of the two testing phases is between .66 and .78 [3], and (5) Current Thoughts Scale, as its name suggests, underlines the importance of current
feelings. The internal consistency of the SGC total score was .84. Test-retest trust quotient of the two testing phases is between .64 and .81.

Results

Event analysis and self esteem were considered to be the exogenous variables of the model we tested (cause variables); the maladaptive
attributional style was also considered to play the role of an exogenous variable in relation with depression. However, the maladaptive attributional
style also plays the role of an endogenous variable (effect variable) as it is considered to be caused by the action of both variables, that is the
personal control of the event and the importance of the event (or event analysis). It was considered that the perceived social support plays the role of
an endogenous variable (effect variable) for the maladaptive attributional style, and depression is an exclusive endogenous variable considering that
it is influenced by the negative attributional style (as a mediator), self esteem and social support. For the proposed causal model of depression we
obtained satisfactory statistical indices (e.g. normalized χ2of 2,312; RMR=.01; GFI=.86; AGFI=.80) that indicate an adequate pattern between the
hypothetical model and observed data (NFI=.84; RFI=.80; IFI=.87; CFI=.87).

Discussion

This research paper subscribes to recent preoccupations for psycho-social implications of learned helplessness in explaining human behaviour.
The tested causal model shows that the importance of the event and control are acting as distant factors in creating a maladaptive attributional
style. The maladaptive attributional style forms the base for social support perception and therefore can have a mediated action on depression.
Outcomes bring contributions at a methodological level through the ways of solving the lack of control issue and the priority of attributional
mechanisms over preattributional as well as through implementation of a helplessness model which was meant to surprise the socio-cognitive
approach in a explicit way. We showed that learned helplessness gives an efficient explanation for psychological depression and less for endogenous
depression. This research underlines, at a practise level, the implications of helplessness quantitative research in clinical psychology,
psychosomatics, psychotherapy and social psychology (associated to organisational psychology).
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DEP� G1947A (rs165688 / rs4680);↑risk Met/Met genotype�
�
AD� G1947A (rs165688 / rs4680);↑risk Val/Val�
G1947A (rs165688/rs4680); ↑risk, Val allele�
DEP� cys23ser (rs6318); ↑risk, ser allele�
�
cys23ser (rs6318); ↑risk, ser allele – no association after stratified by
�
gender �
cys23ser (rs6318); ↓risk, ser allele – no association after Bonferroni test�
HTR2C� �
COMT�

AD� cys23ser (rs6318); AD with psychosis; ↑risk, ser allele�
cys23ser (rs6318); AD with Depression;↑risk, ser allele�

HTR6 �

DEP� C267T (rs1805054); ↑ response to antidepressant treatment, C/T
�
genotype�
�
C267T (rs1805054); no association�
AD� C267T (rs1805054); ↑risk, C allele�

DEP� BalI biallelic polymorphism Ser9Gly(rs6280);↑risk, Gly allele�
�
AD� BalI biallelic polymorphism Ser9Gly (rs6280); AD with Depression�
↓risk for depression, Gly allele�
DRD3�
BalI biallelic polymorphism Gly9Ser (rs6280); AD with psychosis�
↑risk, Ser/Ser genotype�
↑risk for delusions, Ser/Ser genotype�
DEP� 48 bp repeat in exon 3;↑risk, 2R allele�
DRD4�

AD� 48 bp repeat in exon 3; AD with BPSD�
↑risk for sleep disturbances, 2R allele�
DEP� G196A Val66Met (rs6265);↑risk Met allele; geriatric depression�
�
G196A Val66Met (rs6265);↑risk Met allele; geriatric depression�
�
G196A Val66Met (rs6265);↑risk Met allele; male gender�
�
BDNF� AD� G196A Val66Met (rs6265); AD with Depression�
�
↑risk Met allele�
�
G196A Val66Met (rs6265); �
�
↑risk Val/Val individuals in late life & ↑risk Met allele in early adult life�
DEP� 30-bp variable tandem repeat VNTR; ↑risk, long alleles �
�
�
MAOA� �
AD� 30-bp variable tandem repeat VNTR; ↑risk, long alleles�
DEP� ↑risk, ε4 allele; geriatric depression
�
↑risk, ε4 allele; late onset depression
↓risk, ε2 allele�
APOE�
AD� ↑risk, ε4 allele; ↓risk, ε2 allele
�
↑risk ε4 allele, AD with Depression; female gender�
DEP� A431E (rs63750083); ↑risk; depression (before familial AD)�
�
no association; �
�
AD� ↑risk; sporadic AD�
�
PSEN1� �
A431E (rs63750083); familial AD�
�
Leu173Phe; Leu392Pro; Leu250Ser; Leu166Pro; �
�
familial AD with Depression�
�
�

ESR1�

DEP� PvuII (rs2234693);↑risk, P allele; female gender�
�
PvuII (rs2234693);↑risk, P allele; post-menopausal depression�
�
AD� PvuII (rs2234693), Xbal (rs9340799); ↑risk, P, X allele�

DEP� G1165C (rs1801253);↑ response to antidepressant treatment, C allele –
�
no association after Bonferroni test�
ADRB1� �
�
AD� G1165C (rs1801253); ↑risk, C allele; combined with GNB3 (T/T)�
DEP� C825T (rs5443);↑risk, T allele�
C825T (rs5443);↑risk for depressive mood in healthy population, T
allele �
GNB3� �
�
�
AD� C825T (rs5443); ↑risk, T allele; combined with ADRB1 (C/C) �
DEP� C276T, ( rs2682826); ↑risk, T allele; recurrent depressive disorder�
�
NOS1� AD� C276T, ( rs2682826); ↑risk, T allele�

IL1B�

TNFA�

DEP� C-511T (rs16944);↑ response to antidepressant treatment, T allele�
�
�
AD� C-511T (rs16944);↑risk, T allele�
DEP� G-308A (rs1800629); ↑risk, A allele�
�
G-308A (rs1800629); ↑risk, G allele�
�
�
AD� G-308A (rs1800629); ↓risk, Α allele�
G-308A (rs1800629); ↑risk, A allele�
DEP� C677T (rs1801133 ); ↑risk, T allele�

MTHFR� AD�

C677T (rs1801133 ); ↑risk, T allele�
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Background:
Emerging evidence indicates that Alzheimer's Disease (AD) and
Depression share common neurobiological mechanisms including
the neuroinflammation and the reduction of neurotrophic factors.
Important findings from genetic studies have already established
common risk factors between depression and AD, thus supporting
the notion that a relationship between these disorders does exist.
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Materials and methods:
The aim of this study was to identify the genes that have been associated with both
AD and Depression. The Medline was searched with the combination of various key
words such as "Alzheimer's disease", "beta amyloid peptide", "amyloid plaques",
"depression", "antidepressant response", "genes", "genetics", "polymorphisms",
"MDD", "serotonin receptors", "serotonin transporter", "COMT", "monoamine
oxidase", "dopamine receptors", "dopamine transporter", "Dopamine-βhydroxylase", "estrogen receptors", "neuroglin 1", "nitric oxide synthase",
"apolipoprotein E", "presenilin 1", "β1 adrenoceptor", "beta polypeptide 3", "CRH
receptor 1", "BDNF", "neuroinflammation", "inflammatory cytokines". The SNP
and the OMIM base of NCBI, the gene base of PharmGKB and the references of
relative research and review papers were also searched.

Results:
29 genes (HTR1A, HTR2A, HTR1B, HTR2C, HTR6, SLC6A4,
COMT, MAOA, , DRD1, DRD2, DRD3, DRD4, SLC6A3, DBH,
BDNF, ESR1, ESR2, NRG1, PSEN1, APOE, NOS1, NOS3,
CHRM2, GNB3, ADRB1, IL1A, IL1B, TNFA, MTHFR) have
been associated with both AD and Depression, though in many
cases the literature's results were inconclusive.
In table 1, we present 16 genes with the relative polymorphisms
and the type of their effect. The polymorphisms of the remaining
13 genes that we have taken under investigation are :
HTR1A; C-1019G (rs6295)
HTR2A; T102C (rs6313)
HTR1B; G861C (rs6296)
SLC6A3; 40-bp promoter VNTR (rs28363170)
DRD1; 48A/G (rs4532)
DRD2; –141C Ins/Del (rs1799732)
SLC6A4; HTTLPR
CHRM2; rs1824024
ESR2; CA repeat in intron 5
NRG1; SNP8NRG243177 (rs6994992)
DBH; C-1021T (rs1611115)
NOS3; G894T (rs1799983)
IL1A; C(-889)T (rs1800587)

Discussion:
Our preliminary data indicates that a remarkable number of genes
are implicated in both AD and Depression pathology. The
limitations that should be taken under consideration in order to
interpret the results, mainly arise from the discrepancies in the
characteristics of the target group (AD with Depression, healthy
individuals with depressive symptoms, depression with
suicidality, late or early onset depression/AD), the type of the
study (association studies, DNA expression studies, post mortem
studies), the number, the age, the gender and the ethnicity of the
sample, and the existence of combined genetic effects. Further
investigation is needed in order to be elucidated whether the
putative genetic links between AD and Depression indeed
constitute a genetic bridge between these two disorders.

Keikhaee et al, 2006;
Wang et al, 2005�
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INTRODUCTION
Thalamic infarctions sometimes result in apathy, a disorder of motivation,
goal oriented behaviour and emotion [1, 2]. This syndrome is suggested to
be due to interruption of the striatal-ventral pallidal-thalamic-frontomesial
limbic loop [3, 4, 5]. Apathy is also accompanied by cognitive deficits as a
result of mammillo-thalamic tract (MTT) disconnection [6] or due to thalamic
damage itself as it has been shown that thalamic infarctions are associated
with “prefrontal” behaviour including reduced initiative, executive dysfunction
and inattention [7]. Little is known, however, regarding the impact that
thalamic infarctions have on social cognition. In the present study, we
describe the case of a patient with bilateral thalamic lesions as a
consequence of brain infarcts in the paramedian thalamic artery territories.
The patient demonstrated symptoms of apathy, as well as cognitive and
social cognition impairment.

CASE REPORT

Figure 1.

A 40-year-old right-handed man, with unremarkable previous medical
history, was admitted in 2006 to an Intensive Care Unit due to sudden onset
of coma (GCS=6) with no lateralizing neurological signs. An MRI scan
revealed bilateral thalamic lesions located in the paramedian thalamic artery
territories, including the dorsomedial nucleus (DM) (Fig. 1). Lille Apathy
Rating Scale (LARS) and neuropsychological assessment two and five years
post infarct (Table 1) revealed the presence of apathy and severe deficits in
both verbal and non-verbal immediate and delayed memory, attention and
executive functioning, respectively, with no notable improvement over time.
In addition, the patient showed noteworthy social cognition impairment with
respect to understanding other people’s emotional states and perceiving
sarcasm.
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Rey-Osterieth Complex Figure Test
Copy
Immediate recall

32/36
13/36

Forward (digits)

DISCUSSION

Backward (digits)

We attribute our patient’s symptoms of apathy and his inability to identify
emotions and sarcasm to a possible disruption of information flow from the
medial PFC to the thalamus [8]. With respect to his cognitive deficits, we
suggest that they are due to DM thalamic damage that results in memory
and executive function deficits and poor motivation.

Trail Making Test
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Part B
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REFERENCES

Word

[1] Bogousslavsky J, Regil F, Delaloye B, Delaloye-Bischof A, Assal G, Uske A. Loss of psychic selfactivation with bithalamic infarction: Neurobehavioral, CT, MRI and SPECT correlates. Acta
Neurologica Scandinavica 1991; 83: 309-316.
[2] Starkstein SE, Leentjens AFG. The nosological position of apathy in clinical practice. Journal of
Neurology, Neurosurgery & Psychiatry, 2008; 79: 1088-1092.
[3] Laplane D, Baulac M, Widlʶched R, Dudois B. Pure psychic akinesia with bilateral lesions of basal
ganglia. Journal of Neurology, Neurosurgery & Psychiatry 1984; 47: 377-385.
[4] Shamay-Tsoory SG, Tomer R, Aharon-Peretz J. The neuroanatomical basis of understanding
sarcasm and its relationship to social cognition. Neuropsychology 2005;19: 3: 288-300.
[5] Shamay-Tsoory SG, Tomer R, Berger BD, Aharon-Peretz J. Characterization of empathy deficits
following prefrontal brain damage: The role of the right ventromedial prefrontal cortex. Journal of
Cognitive Neuroscience 2003; 15: 324–337.
[6] Van der Werf YD, Scheltens P, Lindeboom J, Witter MP, Uylings HBM, Jolles J. Deficits of memory,
executive functioning and attention following infarction in the thalamus; a study of 22 cases with
localised lesions. Neuropsychologia 2003; 41: 1330-1344.
[7] Van Der Werf YD, Witter MP, Uijlings HBM, Jolles J. Neuropsychology of infarctions in the
thalamus; A review. Neuropsychologia 2000; 38: 613–627.
[8] Decety J. Dissecting the neural mechanisms mediating empathy. Emotion Review 2011; 3: 98-100.

Colour
Colour-word

Clock Drawing Test

Verbal Fluency
Semantic
Phonological

Lille Apathy Rating Scale (LARS)

ToM Test
Sarcasm
Metaphor

Table 1.

Fantie Cartoon Face Test
Red colour stands for scores 1.5 to 2 SDs under the
mean performance ( §10th %ile)

36/36
6/36
4/36

Delay recall

Digit Span

Follow-up

-

4

-

3

-

83’

-

115’

-

90

-

56

-

26

-

A: 14/15
B: 12/13
C: 11/11

-

D: 11/11

-

E: 11/11

33

39

11

28

12

-10

-

0/6

-

4/6

-

32/57
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In the epidemiology of mental illness, a large body of
research supports the association between common
mental disorders and specific socio-demographic and
economic factors, such as gender, employment status and
income, among others (Lauber, 2010). In 2009, the
University Mental Health Research Institute (UMHRI)
conducted a study to investigate the prevalence of major
depression and generalized anxiety disorder (GAD) in the
Greek population. Given the ongoing financial turmoil in
the country, a replication study was designed and
implemented in 2011.

Results
10%
9%
8%
7%
6%
5%
4%
3%
2%
1%
0%

2009

Methods
Design

Low Economic Distress

2009

2011
GAD

High Economic Distress

20,9%

25%
20%
15%
10%

6,2%

1,8%

5%

4,1%

0%

Suffer from MDE
Variables

Sample

Gender

Age

Measures

One-month prevalence of depression and one-year
prevalence of GAD were assessed with the germane
modules of the Structured Clinical Interview (SCID-I). The
inter-rater reliability of the SCID-I diagnoses was
substantiated for a random subgroup of the sample (intraclass correlation coefficient: 0.84 in 2009 and 0.82 in 2011).
Financial strain was measured through the Index of
Personal Economic Distress (IPED), a self-constructed,
standardized, 8-item scale covering daily financial demands
of a household. The IPED has demonstrated good
psychometric properties and a cut-off point of 15 was
found to produce the best values of sensitivity and
specificity (Madianos et al. 2011).

4,0%

30%

Two nationwide, cross-sectional studies were conducted in
spring 2009 and 2011, following the same methodology.

A random and representative sample of 2.192 and 2.256
people were interviewed over the phone in 2009 and
2011 respectively after giving their consent for
participation. The characteristics of the sample were
similar to those of the 2001 Population Census.

2011

3,8%

MED

Aims

To investigate changes in the prevalence rates of major
depression and GAD from 2009 to 2011.
To explore the links between the 2011 prevalence rates
and financial strain.

8,2%

6,8%

Marital Status

Educational
Level

Place of
Residence

Occupation

Suffer from GAD
2009

2011

Percentage Change

Male*

4,6%

6,7%

45,7%

Female

8,8%

9,9%

12,1%

<24

6,2%

8,6%

39,5%

25-34***

7,0%

13,6%

94,8%

35-44

5,2%

6,4%

22,9%

45-54

8,3%

9,2%

11,3%

55-64*

3,6%

7,6%

110,7%

>65

9,3%

8,9%

-4,3%

Single

6,9%

7,9%

15,1%

Married*

5,9%

8,4%

43,2%

Widowed

9,7%

7,4%

-23,6%

Divorced

11,4%

9,1%

-20,2%

Low

8,2%

7,3%

-10,4%

Middle

6,0%

8,0%

32,9%

High*

3,9%

8,4%

115,9%

Athens & greater area*

8,6%

11,7%

36,0%

Thessalonica & central
Macedonia

5,1%

7,2%

41,5%

Rest of Country

6,0%

6,9%

14,3%

Employed***

4,7%

8,6%

82,3%

Unemployed

11,2%

11,3%

0,9%

* p< 0.05 , ** p<0.01 , *** p<0.001

Conclusion

The profile of major depression in 2011 transgresses the typical epidemiology of depression, with all layers of the population being
adversely influenced by the recession.
The economic crisis seems to impinge on the mental health of the Greek population through triggering mainly major depressive
episodes, rather than generalized anxiety ones.
While there is an association between high economic distress and common mental disorders, no causal inference could be drawn
due to concerns with reverse causality. A longitudinal design (cohort study) could only overcome this pitfall.
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PURPOSE OF THE STUDY
Schizophrenia is a debilitating mental disorder, which is difficult
to treat for reasons that include its pathological complexity, a high
number of treatment-resistant patients and non-adherance to
medication regimens.1 – 4
The oral atypical antipsychotic (AAP) quetiapine fumarate is a
recommended first-line treatment for schizophrenia.5 – 6 Quetiapine
comes in two formulations; quetiapine extended release (XR) and
quetiapine immediate release (IR), which differ with respect to
receptor binding and pharmacokinetic profiles as well as dosing
frequency. These differences may lead to differential use of
quetiapine XR and IR in clinical practice.
The present study evaluated the clinical use of quetiapine XR and
quetiapine IR in outpatients with schizophrenia spectrum disorder
in Denmark.

A total of 55 (30%) patients used both formulations during the
study period, of which 43 (23%) patients used both formulations
concomitantly and 12 (6.5%) patients used both formulations
sequentially during the study period (Table 3). Among sequential
users, all patients started with quetiapine IR at a lower daily dose
before switching to a higher daily dose of quetiapine XR.
Quetiapine IR was used in an as-needed regimen in 44 (23%)
patients, whereas only one patient used quetiapine XR in this way.
Patients with newly-diagnosed schizophrenia were more likely to
receive quetiapine XR than IR (p=0.0009) (Figure 2), while there
were no significant differences in patient age with respect to
XR/IR use.

Table 3. Quetiapine XR and quetiapine IR usage pattern during the study period
Patients
n (%)

Mean XR dose
mg/day (SD)

XR in higher doses

30 (16.1)

841 (310)

643 (312)

IR in higher doses

11 (5.9)

599 (635)

694 (362)

Type of treatment

Simultaneous
XR and IR

The same dose
Used sequentially, IR before XR

Mean IR dose
mg/day (SD)

2 (1.1)

400 (282)

400 (282)

12 (6.5)

543 (230)

428 (239)

Either XR or IR

131 (70.4)

748 (446)

549 (507)

Total

186 (100)

748 (411)

566 (479)

SD; standard deviation

40
Main treatment IR
Main treatment XR

Table 1. Patient baseline demographics

This non-interventional, retrospective, multicenter study (registered
at clinicaltrials.gov, NCT01212575) was conducted in outpatient
clinics across Denmark.
Schizophrenia spectrum disorder patients (ICD10 diagnosis codes
F20, F23.1, F23.2, F25) of both sexes, aged 18 - 65 years , who
had received at least one dose of quetiapine XR and/or quetiapine
IR during the study period (1 April 2009 – 30 September 2010)
could be included.
Every eligible patient was asked to sign a Subject Informed Consent
Form (SICF) in accordance with Danish data protection and privacy
legislation prior to enrolment to allow access to their medical
records.
Data specified according to the protocol were collected
retrospectively from medical records, by manual search performed
by each study site. All data were kept anonymous and identified only
by the enrolment code.
The primary outcome was to evaluate the clinical use of
quetiapine XR and quetiapine IR in an outpatient setting. Dosages
≥ 400 mg/d were predefined as antipsychotic according to
D2-receptor occupancy. 7

Variable
ICD10 Diagnosis F20, n (%)

Quetiapine was used at an antipsychotic dosage (≥ 400 mg/day) in
88 (89%) of XR patients vs. 55 (63%) of IR patients (p<0.0001).
Of these, 75% vs. 53% (p=0.0019) used XR and IR at doses
≥ 600 mg/d, respectively (Table 2).
Quetiapine XR was used at higher mean doses than IR (748 mg/d vs.
566 mg/d; p=0.006) (Figure 1).

76 (87)

ICD10 Diagnosis F23, n (%)

2 (2)

0 (0)

17 (17)

11 (13)

Age years, (SD)

p-value

0.2952

37.6 (13.2)

39.1 (11.5)

0.4129

Females, %

56

44

0.4509

BMI, kg/m2

29.2 (8.1)

31.1 (7.9)

0.1456

Education, years (SD)

10.4 (2.6)

10.4 (2.3)

0.9369

Hospitalizations during study period
for psychiatric reasons, n (SD)

2.64 (5.7)

2.5 (2.2)

0.8985

88 (89)

71 (82)

8 (8)

13 (15)

Own home, n (%)
Sheltered housing, n (%)

20

10

0
0.0

1.5

4.0

7.5

12.0

0.0

1.5

4.0

7.5

12.0

Years since diagnose

0.3275

Figure 2. Years since diagnosis by quetiapine XR or quetiapine IR
as main antipsychotic treatment (mean years (SD); quetiapine XR 5.4
(3.9), quetiapine IR 7.4 (4.3))

SD; standard deviation

Table 2. Use of quetiapine XR and quetiapine IR by predefined antipsychotic doses
Quetiapine XR
n (%)

Quetiapine IR
n (%)

p-value

≥400 mg/day, n (%)

88 (89%)

55 (63%)

<0.0001

≥600 mg/day, n (%)

74 (75%)

46 (53%)

0.0019

Dose cut-off

1000
Mean daily dose (mg/day)

CONCLUSIONS
t 2VFUJBQJOF 93 BOE *3 BSF VTFE JO EJGGFSFOU XBZT JO
the outpatient clinical practice setting in Denmark.
Quetiapine XR is more often used in higher (antipsychotic) doses.
Many patients use both formulations concomitantly. Quetiapine
IR is commonly used in an as-needed regimen.
t 5IF EJGGFSFOUJBM VTF PG RVFUJBQJOF 93 BOE *3 QSPCBCMZ
reflects the different properties of these formulations and
it stresses their versatility in terms of treatment of choice.

1200

The study was performed in accordance with the Declaration of
Helsinki and applicable legislations.

In all, a total of 186 patients (95 men and 91 women) were included.
Of these, 99 and 87 patients received quetiapine XR and quetiapine
IR, respectively, as their main treatment. Overall baseline patient
demographics were similar for the XR and IR groups (Table 1).

Quetiapine IR

80 (81)

ICD10 Diagnosis F25, n (%)

The statistical analyses were performed according to the prespecified analysis plan, using the SAS 9.2 software. A chi-square
test was used to compare categorical variables and a t-test was used
to compare the numerical (continuous) variables. A p-value below
0.05 was considered significant.
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Figure 1. Mean daily dose (mg/day) of quetiapine XR and quetiapine
IR versus time (days)
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Psychometric evaluation of hearing abilities & disabilities
Vasiliki Iliadou, Eleni Kivrakidou
Medical School, Aristotle University of Thessaloniki
Background: A normal functioning auditory system predominantly serves speech
hearing in addition with sound localization and sound segregation adequacy. The
adaptation of the Speech, Spatial & Qualities of Hearing Scale (SSQ scale) for an
extensive documentation of hearing abilities and difficulties in 3 main domains is
presented. It consists of 3 subscales, speech hearing, spatial hearing and other
qualities of hearing such as sound segregation, listening effort, clarity and recognition.
Methods: The scale was adapted for the Greek language with the methodology of
forward and backward translation between English and Greek. At a preliminary
phase it was completed by two speech pathologists with normal hearing threshold
and minor clarity corrections were made to three questions of the SSQ scale. It was
then distributed to 59(19 male and 40 female) normal hearing adults with an age
range of 18-76, mean 34 and standard deviation of 14.2. The higher scores in a scale
of 0 to 10 reflect greater ability.

Most difficult questions

Mean

SD

Min

Max

Speech
hearing

8.24

1.07

5.64

10

Spatial
hearing

8.18

1.58

4.24

10

Other
Hearing
qualities

8.73

1.61

6.28

10

• You are listening to someone
talking to you, while at the
same time trying to follow the
news on TV. Can you follow
what both people are saying?
• You are listening to someone
on the telephone and
someone next to you starts
talking. Can you follow what' s
being said by both speakers?

Conclusion: At present this pilot study provides a hearing scale tapping into abilities
and difficulties that are linked to the psychoacoustic profile of a person. Subscales
include easier and more difficult questions in normal hearing adults. This scale may be
used in a clinical population to compare difficulties across subscales in order to
measure quality characteristics of hearing as they are being perceived by each
individual.
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MANAGEMENT OF WERNICKE-KORSAKOFF SYNDROME IN A
PATIENT WITH BORDERLINE PERSONALITY DISORDER: A CASE
REPORT
Kalimeris S.,Gkikas P.,Geka E., Voriadaki E.,Karpathiou E.,Tsopanaki E.,
Drakonakis N.,Psarra V. , Doulgeraki G., Garnetas C.
3rd Psychiatric Department, Psychiatric Hospital of Attica
INTRODUCTION/AIM
Severe alcohol abuse with chronic malnutrition and Hepatitis C leading to a full blown
Wernicke-Korsakoff dementia syndrome in a patient with psychiatric comorbidity is a challenging
and complex situation. The case data and management is presented below.
CASE REPORT
CLINICAL OVERVIEW
A 48 year-old female patient was brought to the Emergency Department of the Psychiatric
Hospital of Athens with delirium due to severe alcohol intoxication and malnutrition. She abused
alcohol during a long period of time until her admission in the Internal Medicine department of the
hospital due to electrolytic, hepatic and platelet count disorders. The patient presented with
fluctuating level of alertness, confusion, agitation, aphasia, disorientation and involuntary motor
movements. She was about 45 kg and had skin lesions all over her body.
PERSONAL HISTORY
The patient was raised abroad in a wealthy environment till the age of 12, when her family
moved to her home country Greece. She is described as a difficult and unstable personality, which
took serious psychological blows from her parents’ divorce at her age of 15 the death of her
alcoholic father some years later. The patient’s psychiatric history begins at the age of 17 when
she attempted suicide receiving pills followed by a 2-year long heroin abuse. She started drinking
alcohol at an almost daily basis at her twenties; nevertheless she managed to maintain a good
level of functioning professionally (as a journalist and later on a parliament employee) as well as
socially. Also, about 20 years ago, after a recovering from a serious car accident, she suffered a
psychotic episode and began receiving antipsychotic medication. Ever since, although she could
still work, alcohol abuse was systematic and she became socially isolated. The patient gradually
developed serious mood disorder symptoms and gradually deteriorated over the next years
refusing to receive psychiatric aid. Seven years ago she attempted suicide again by receiving pills.
During the following years alcoholism became more severe, with a daily intake of 1-1/2 bottle of
whiskey. She was diagnosed with Hepatitis C 4 years ago (untreated till present day).
MANAGEMENT
The patient was initially treated with IV thiamine, IM diazepam. After 4 days she started
receiving per os medication with thiamine, diazepam and low dose mirtazapine and olanzapine.
Despite a slight improvement on agitation, her mental condition did not improve. CT scan and
ECG did not show any abnormalities. NH3+ levels were normal. After about 30 days of somatic
recovery in the Internal Medicine department, she was transferred to the 3 rd Psychiatric
Department. Her medication was changed to risperidone 3 mg and venlafaxine 75 mg and at this
point a rapid recovery started to take place. About 20 days after admission to our department, the
patient acquired a score of 25/30 on the MMSE scale and almost fully recovered in every day
functions. Although her short term memory improved, her long term memory deficits caused
delusional ideas about her recent and distant past. Her previous “chronic dysphoria” and
unstableness began to manifest again.
CONCLUSION
Combined pharmacological approach is often needed in order to achieve rapid recovery of
Wernicke dementia symptomatology.
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Comorbidity of Anxiety & Tinnitus
Vasiliki Iliadou, Ioannis Diakogiannis
Medical School, Aristotle University of Thessaloniki
Background: Tinnitus is the subjective perception of sound in the absence of a sound generator.
Aetiology of tinnitus is not straightforward. Different medical specialties approach the symptom
from different perspectives. It is common knowledge that otorhinolaryngology is the medical
specialty qualified to make a differential diagnosis when a patient proceeds complaining of the
symptom of tinnitus. However, due to the close correlation of tinnitus patients seeking medical
help with anxiety and/or depression with or without insomnia, the condition is evidently complex.
Methods: Research shows the existence of a negative feedback loop enhancing the annoyance

of tinnitus presence together with worsening of anxiety, depression or insomnia. This loop has
been linked to specific personality types (D personality) that tend to focus their attention to the
presence of tinnitus thus developing psychopathology and/or enhancing its effects on the
everyday life quality.
Results: A recent neurophysiological model focuses on tinnitus as a factor, which in some
patients evokes strong emotions, such as fear of serious illness and anger, which are easily
enhanced by adverse professional intervention. Based on the principles of neural plasticity, the
theory denotes that the brain has potential to relearn patterns that will de-emphasize the impact
of tinnitus. In the theory of habituation, factors such as chronic stress, high levels of arousal, the
significance of the sound, or sudden onset and unpredictability of the stimulus may interfere
with the process of normal habituation. Another model proposes dishabituation (renewed focus
on the sound) instead of lack of habituation as the difference between those who complain of
tinnitus and those who do not and a nationwide Swedish questionnaire study found that the
most important predictors of discomfort from and adaptation to tinnitus were controllability and
degree of maskability by external sounds.
Conclusion: Tinnitus is a manifestation of malfunction in the processing of auditory signals and
may be triggered anywhere along the auditory pathway. It is not exceptional for tinnitus to occur
in patients with normal hearing. Such data emphasize the role of the central auditory nervous
system as the primary site of the perception and experience of tinnitus. One of the procedures
testing a part of the auditory system as well as being linked to the ability to perceive speech in
noise is contralateral suppression of otoacoustic emissions.
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The effect of Asenapine on Health-Related Quality of Life in patients
with manic or mixed episodes associated with bipolar I disorder
Christophe Sapin, Hélène Corson, Karina Hansen
Global Outcomes Research Division
Lundbeck SAS - Issy-les-Moulineaux, France

Abstract

Results

Background
The natural course of bipolar I disorder frequently entails multiple relapses and impairs psychosocial functioning, thus reducing
physical, mental and social domains of patients' health-related quality of life (HRQoL). We assessed the effect of asenapine on
HRQoL (assessed with SF-36v2) among patients suffering from bipolar I disorder after 3 and 12 weeks of double-blind treatment.

Baseline assessments
Placebo

Materials and methods
A total of 977 patients were randomised to asenapine (n=379), olanzapine (n=396) or placebo (n=202) for three weeks; 410 of these
entered a 9-week continuation trial (asenapine n=181, olanzapine n=229). To assess the effect of asenapine on each SF-36v2
dimension score, analysis of covariance models were used.
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SF-36 scores were comparable across treatment groups except for the mental health
dimension and the mental component summary scores
The most impaired dimensions were role-emotional limitations, social functioning, mental
health and to a lesser extent role-physical limitations
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Figure 4: LS mean SF-36 scores at week 3
* p<0.05 (asenapine vs. placebo); # p<0.05 (asenapine vs. olanzapine)
a p=0.055 (asenapine vs. olanzapine); b p=0.065 (asenapine vs. placebo)

To assess the differential effect of asenapine versus placebo and olanzapine on HRQoL
among patients suffering from bipolar I disorder after 3 and 12 weeks of treatment

Methods

x

x
x

Study design
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Figure 3: SF-36 baseline evaluations
* p<0.05 (asenapine vs. placebo); # p<0.05 (asenapine vs. olanzapine)
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Bipolar I disorder is a complex disease whose natural course frequently entails multiple
relapses and impaired psychosocial functioning, resulting in a considerable reduction in
patients’ health-related quality of life (HRQoL)1
Even when patients are in euthymic state, their HRQoL is particularly impaired on both mental
and social domains2
Although HRQoL in patients suffering from bipolar disorders has received more interest in the
recent years, no comparative assessment of new generation antipsychotics among acute
manic and mixed patients suffering from bipolar I disorder is currently available3
Asenapine is an antipsychotic with a unique pharmacologic profile4 indicated in Europe for the
treatment of moderate to severe manic episodes associated with bipolar I disorder
The clinical programme in monotherapy included two identical placebo-controlled, olanzapinereferenced 3-week randomised controlled trials5,6 followed by one continuation 9-week
olanzapine-referenced non-inferiority trial in monotherapy7; in these studies HRQoL was
assessed by the Medical Outcomes Study Short-Form 36-Item Health Survey, version 2 (SF36) at baseline and study endpoint, allowing the assessment of functional health and well-being
from a patient’s perspective

*#

40

Conclusions
Asenapine improved all major domains of HRQoL as assessed by SF-36v2. Asenapine restored the physical dimensions to levels
comparable to the general population (mean scores around or above 50), and separated from olanzapine on mental and social
domains that are known to be important for bipolar I patients.



Olanzapine

50

Results
Baseline SF-36v2 scores were similar across treatments. At Week 3, asenapine was superior to placebo on the social functioning
domain (44.7 vs. 41.8, p<0.05); and superior to olanzapine for the role-emotional limitations domain (44.5 vs. 41.9, p<0.05). At 12
weeks, asenapine was significantly superior to olanzapine in the physical functioning and role-emotional limitations domains
(physical functioning: 52.6 vs. 49.6, p<0.01; role-emotional limitations: 46.9 vs. 42.1, p<0.01). These differences (both at week 3 and
12) were also greater than the minimal important differences (smallest differences in scores that are meaningful and relevant for
patients).

Introduction

Asenapine

55

Each study population included adult patients ARES-3A
3 weeks
12 weeks
with a current DSM-IV-TR diagnosis of manic
or mixed episodes of bipolar I disorder and a
R
2:1:2
Young Mania Rating Scale (YMRS) score 20
ARES-9
Patients who completed the 3-week trials
without major protocol violations were eligible ARES-3B
Double-blind
for a 9-week extension trial regardless of their
R
clinical status. Those patients were to continue
2:1:2
in their original active treatment group.
Patients previously receiving placebo were
blindly allocated to receive asenapine (5-10
mg BID), and they are not included in the Figure 1: Description of asenapine monotherapy
present analyses
randomised controlled trials (ARES studies)

The short-term effect of asenapine was shown on the social functioning domain versus placebo
(44.7 vs. 41.8, p<0.05); differential effect of asenapine versus olanzapine was also observed
on Role-emotional Limitations domain (44.5 vs. 41.9, p<0.05)
These differences were also greater than the MIDs, indicating that the improvements were
relevant and meaningful for patients
Trends towards statistical significance in favour of asenapine were observed on Physical
Functioning (versus olanzapine) and Bodily Pain (versus placebo)
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Asenapine 10 mg BID Day 1;
10 or 5 mg BID to follow

Maintenance of short-term effect on HRQoL

Placebo
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Figure 5: LS mean SF-36 scores at week 12
## p<0.01; a p=0.072; b p=0.069



The SF-36 is the most widely used generic
measure of HRQoL, allowing the calculations
of eight dimensions and two component
summary scores (Figure 2)
Scores range between 0 and 100 (the higher
the better); a mean of 50 corresponds to the
general population average score8
The SF-36 is a questionnaire with adequate
psychometric properties to evaluate the
HRQoL of patients suffering from bipolar
disorders3
For each domain, minimal important difference
(MID) defined as the smallest difference in
score that are meaningful and relevant for
patients, has been defined (2 to 3 points
depending on dimensions)




The continuation of these HRQoL improvements in favour of asenapine were observed after 12
weeks on the physical functioning and role-emotional limitations domains (physical functioning:
52.6 vs. 49.6, p<0.01; role-emotional limitations: 46.9 vs. 42.1, p<0.01)
The observed differences seemed meaningful and relevant from patients’ point of view since
they were greater or equal to minimal important differences
Trends towards statistical significance of asenapine versus olanzapine were also observed on
the general health and social functioning dimensions (general health: 50.9 vs. 48.7; social
functioning: 46.5 vs. 43.8, p=0.07 for both comparisons)

Conclusion
x
x
Figure 2: SF-36 measurement model

Statistical analyses
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A total of 977 patients were randomised and treated with asenapine (n=379), olanzapine
(n=396) or placebo (n=202) for three weeks
Among them, 410 agreed to enter the 9-week continuation trial with either asenapine (n=181)
or olanzapine (n=229)

Assessments


##
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40

Patient disposition
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Olanzapine 15 mg QD Day 1;
5–20 mg QD to follow



##

50

Placebo

Olanzapine

Adjusted SF-36 scores at a specific time point were estimated through analyses of covariance
models, with treatment and centre as factors and baseline values as covariate. Adjustments on
manic and depressive symptoms (YMRS and MADRS change from baseline, respectively)
improvement were also done to assess the true treatment effect on HRQoL scores
Between-treatment differences were numerically compared to the MIDs for each SF-36 score
Comparison between treatment groups after 3 and 12 weeks of double-blind treatment were
presented using least-square (LS) means

x
x

Even after adjustment on symptoms improvement, asenapine separated from olanzapine on
mental and social domains of HRQoL that are known to be of importance for patients
Asenapine was shown to maintain physical HRQoL dimensions to a level of general population
with mean scores around or above 50
Further analyses are needed to understand what drives the effect of asenapine on HRQoL
Asenapine seems to be a therapeutic option that is valuable for patients suffering from bipolar I
disorder
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