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ody dysmorphic disorder (BDD) is characterized by a preoccupation with a perceived defect or

flaw in physical appearance that is not observable or appears slight to others. It leads to severe

distress and functional impairment. Cognitive-behavioural and neurobiological similarities to

obsessive compulsive disorder (OCD) have led to its newly conceived classification as an ob-
sessive compulsive related disorder (OCRD). In the process of investigating the neurobiology of BDD,
neuroimaging and neuropsychological studies have been conducted. This review presents the most
recent research findings and their connection with BDD clinical features. Imaging studies have shown
increased total white matter volume and caudate volume asymmetry in BDD patients. These findings
are consistent with the striatal topography model of OCRDs. Other studies have showed perfusion
deficits in bilateral anterior-medial temporal and occipital regions and asymmetric perfusion in pari-
etal lobes. In addition, correlation between symptom severity and left inferior frontal gyrus volume re-
flects the degree of detailed, analytic encoding that occurs on day-to-day basis when viewing others
and themselves, and that likely underlies their symptoms. Finally, positive correlation between right
amygdala volume and symptom severity signifies pathological fear circuitry engagement, hypervigi-
lance and heightened sensitivity to social situations. Neuropsychological studies of BDD reveal deficits
in strategic organization, learning and free recall after short and long delays. Executive function defi-
cits are related to spatial working memory and subsequent thinking speed as well as impaired higher
level planning ability. BDD patients’ organizational strategies tend to focus on detail rather than on
larger, global clustering features. They are characterized by abnormal visual processing of both de-
tails and global elements, inaccurate processing of global elements and reduced flexibility in switch-
ing visual attention between global and local features. Moreover, BDD patients seem to have deficits
in identifying facial emotional expressions and they tend to misinterpret expressions of disgust (and
others) as anger. Poor insight and ideas of reference, common in BDD, might be related to emotion
recognition biases for angry expressions. These findings have been supplemented by combined neu-
roimaging and neuropsychological studies. Left hemisphere hyperactivity for low and normal spatial
frequency face tasks and abnormal activation of the amygdala for high and low spatial frequency face
tasks suggests detail encoding and analysis in BDD. Patients may primarily perceive details but they
are impaired in their ability to contextualize them holistically.
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Introduction

Body dysmorphic disorder (BDD) has been de-
scribed for over a century.! DSM-I first included BDD
as “dysmorphophobia”, an atypical somatoform dis-
order. In DSM-IV BDD was classified as a somatoform
disorder, while in DSM-5 it is included in the section
of Obsessive Compulsive and Related Disorders. BDD
is characterized by a preoccupation with a perceived
defect in appearance, that is not observable or ap-
pears slight to others. BDD causes significant distress
and functional impairment but remains under-recog-
nized. Investigation of its neurobiological substrates
remains a challenge.

Definition-Clinical features (table 1)

BDD is associated with high levels of anxiety, social
avoidance, depressed mood, neuroticism and per-

Table 1. Body Dysmorphic Disorder:
DSM 5 Diagnostic Criteria.

A. Preoccupation with one or more perceived defects
or flaws in physical appearance that are not observ-
able or appear slight to others.

B. At some point during the course of the disorder, the
individual has performed repetitive behaviours (e.g.
mirror checking, excessive grooming, skin picking,
reassurance seeking) or mental acts (e.g. compar-
ing his or her appearance with that of others) in
response to the appearance concerns.

C. The preoccupation causes clinically significant dis-
tress or impairment in social, occupational or other
important areas of functioning.

D. The appearance preoccupation is not better explain-
ed by concerns with body fat or weight in an indi-
vidual whose symptoms meet diagnostic criteria for
an eating disorder.

Specifier: With muscle dysmorphia: The individual is pre-

occupied with the idea that his or her body is too small

or insufficiently muscular. This specifier is used even if
the individual is preoccupied with other body areas.

Specifier: Degree of insight.

With good or fair insight: The individual recognizes that

the body dysmorphic disorder beliefs are definitely or

probably not true or that they may or may not be true.

With poor insight: The individual thinks that the body

dysmorphic disorder beliefs are probably true.

With absent insight/delusional beliefs: The individual is

completely convinced that the body dysmorphic dis-

order beliefs are true.
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fectionism as well as low extroversion and low self-
esteem. Most patients receive cosmetic treatment,
dermatological, surgical and dental being the most
common. BDD appears to respond poorly to such
treatments and sometimes deteriorates. Some pa-
tients take legal action or are violent towards the cli-
nician because they are dissatisfied with the cosmet-
ic outcome. Many patients have ideas or delusions of
reference, believing that other people take special
notice or mock them because of their appearance.
BDD patients experience impaired psychosocial
functioning; about 20% of youths with BDD drop out
of school because of their symptoms, while a high
proportion of adults and adolescents have been psy-
chiatrically hospitalized.

Course and development

Epidemiologic studies report prevalence of 0.7-2.4%
in the general population, 9-12% in dermatology set-
tings, 3-16% in cosmetic surgery settings, 8-37% in
OCD, 11-13% in social phobia, 26% in trichotilloma-
nia and 14-20% in atypical major depressive disorder.
Two thirds of individuals have illness onset before age
18. More severe symptoms at intake, longer duration
of illness, and the presence of a comorbid personal-
ity disorder at intake predict a lower likelihood of
remission from BDD.? Individuals with disorder on-
set before 18 are more likely to attempt suicide and
their comorbidity is higher.> Approximately 80% of
individuals with BDD report past or current suicidal
ideation, and about 25% have attempted suicide.
Approximately 33% report violent behavior that they
attribute primarily to BDD (e.g., attacking someone or
damaging property). Anger and violence seem to be
fueled by anger about looking “deformed”, inability to
fix the “defect”, delusions of reference and dissatisfac-
tion with cosmetic procedures. According to one sur-
vey, 12% of plastic surgeons reported they had been
threatened physically by a dissatisfied BDD patient.”
Comorbidity of BDD includes Major Depression (75%),
substance use disorders (30-48.9%), OCD (32-33%)
and Social Phobia (37-39%).

Neurobiology
Neuroimaging

A recent MRI study found leftward shift in caudate
volume asymmetry and greater total white mat-
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ter volume in BDD patients compared to controls.”
Increased total white matter volume, in the absence
of increased grey matter volume, might reflect in-
creased volume of myelin per fiber or an increased
proportion of glia; these abnormalities could be
due to primary developmental processes. Likewise,
abnormalities in caudate asymmetry might reflect
abnormal developmental processes, asymmetric
degeneration or asymmetric anomalies in growth,
synaptic plasticity or arborization. These results are
consistent with ‘the striatal topography model’ of
Obsessive-Compulsive Spectrum Disorders (OCSD).

A SPECT study showed discrepant findings; relative
perfusion deficits in bilateral anterior-medial tempo-
ral and occipital regions and asymmetric perfusion
in parietal lobes.® (Abnormalities in parietal circuits
are consistent with the core feature of disturbed per-
ception of body form). From T1 magnetic resonance
images, brain volumes of 12 unmedicated subjects
with BDD were compared to 12 controls using voxel-
based morphometry.” There were no differences in
total white or grey matter between groups. There
were no differences for the inferior frontal gyrus
(IFG), amygdala and caudate. However there was
a positive correlation between symptom severity
(scores on the BDD-YBOCS scale) and left IFG vol-
ume. There was also a positive correlation between
right amygdala volume and BDD-YBOCS score. The
observation of the left IFG varying with severity of
BDD symptoms could be a reflection of the degree
of detailed, analytic encoding when viewing oth-

Table 2. Neuroimaging studies.
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ers and themselves, and that likely underlies the
BDD patients’ symptoms. Hyperactive amygdala in
response to emotional and neutral faces has been
found in social phobia, particularly on the right side.?
Amygdala hyperactivity in BDD may also be related
to right amygdala volume, as it varied in proportion
to symptom severity.

In another MRI study, brain region volumes of 12
BDD patients were compared to 12 controls.’ Results
showed smaller mean orbito-frontal cortex and an-
terior cingulate volumes, a trend towards increased
thalamic volume and larger mean white matter vol-
ume in BDD patients. Findings may be accumulative-
ly interpreted as further evidence for the inclusion of
BDD in the OCSD.

Table 2 summarizes the previous results.

Neuropsychology

Deckersbach et al'® investigated the nature of

memory dysfunction in BDD, on 17 BDD patients and
17 controls using the Rey-Osterrieth Complex Figure
Test and the California Verbal Learning Test (CVLT),
which measure non verbal and verbal memory re-
spectively. BDD patients showed deficits in strategic
organization, learning and free recall after short and
long delays. However, they did not show problems
in storing previously learned information. In the BDD
group free recall deficits were statistically mediated
by the organizational strategies used during learn-
ing trials, focusing on isolated details rather than
on global organizational features. These organiza-

Study Sample Method Results
Rauch et al (2003) n:16 Comparative volumetric BDD: TTotal white matter volume
(BDD 8, C8) MRI study Leftward shift in caudate volume asymmetry
Carey et al (2004) n:6 SPECT imaging Iperfusion in bilateral anterior-medial temporal
(BDD) and occipital regions
Asymmetrical perfusion in parietal lobes
Feusner et al (2009) n:24 Comparative volumetric Tscore BDD-YBOCS —
(BDD 12, MRI study Tleft inferior frontal gyrus and amygdala
C 12) volume
Atmaca et al (2010) n:24 Comparative volumetric BDD: Jorbito-frontal cortex and anterior
(BDD 12, MRI study cingulate volume
C 12 Trend towards T thalamic volume

Tmean white matter volume
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tional deficits affected both verbal and non verbal
memory performance. These findings are consistent
with frontostriatal etiologic models and support the
hypothesis that BDD may be conceptualized as an
oCsD."™?

On the other hand, recognition deficits of BDD pa-
tients in CVLT do not rule out additional involvement
of other brain regions, including medial temporal cor-
tex, in the memory deficits observed in BDD patients.

Based on the hypothesis that focus on specific
body parts might impair overall face recognition,
Buhlmann et al®® investigated the ability to identify
facial expressions of emotion and to discriminate
single facial features in BDD patients, OCD patients
and controls. The Short Form of the Benton Facial
Recognition Test'* was used, which requires match-
ing a target face with up to three pictures of the
same person in a six-stimuli array of faces that vary in
terms of angles and lighting. The three groups exhib-
ited no neuropsychological deficits in facial feature
processing. BDD patients compared to OCD patients
and controls, performed worse at identifying and
interpreting emotional facial expressions. BDD pa-
tients were as accurate as OCD patients and controls
in identifying angry expressions, but they misinter-
preted other facial expressions, especially disgusted
ones more often as angry. Poor insight and ideas of
reference, common in BDD, might be related to emo-
tion recognition biases for angry expressions.

Buhlmann and al'® investigated whether BDD pa-

tients are characterized by recognition biases for
threatening facial expressions and whether they ex-
hibit this recognition bias in self-referent or in other-
referent situations. BDD patients were less accurate
in identifying emotional expressions in self-referent
but not in other-referent scenarios. Furthermore
they were less accurate in identifying neutral expres-
sions, misinterpreted more neutral expressions as
contemptuous and angry, and showed a tendency
towards interpreting neutral expressions as disgust.

In order to investigate executive function, Dunai et
al'® assessed 14 BDD patients and 14 controls with tests
selected from the Cambridge Neuropsychological
Test Automated Battery. Results demonstrated that
BDD patients exhibit deficits in executive func-
tion related to spatial working memory and subse-
quent thinking speed. On tasks assessing short-term
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memory capacity, motor speed and visual memory,
patients’ performance was similar to controls. There
was no association between symptom severity and
performance. BDD patients’ spatial short-term mem-
ory capacity was not compromised, suggesting that
the ability to hold spatial information "on line" is not
reduced in BDD. However, when they needed to ma-
nipulate increasing amounts of spatial information,
BDD participants made more errors than controls.

The Stockings of Cambridge task indicated that
patients solved fewer problems overall, solved few-
er problems in the minimum number of moves and
made more moves to solve a problem. This pattern
has been observed in schizophrenia'” and OCD™
and is thought to be a consequence of poor initial
planning, leading to mistakes and pauses for fur-
ther planning. Poor planning and mistakes could be
due to BDD patients’ decreased ability to use on-
line processing to manipulate spatial information,
indicated by spatial working memory deficits. The
executive function deficits suggest frontal involve-
ment in BDD, which is consistent with the idea of
BDD as an OCSD.

In order to investigate local and global visual in-
formation processing and set-shifting, Kerwin et
al" recruited 18 BDD patients and 17 controls. Two
local-global tasks were used; The Embedded Figures
Task (EFT) consists of a complex figure comprised of
smaller “embedded” figures; participants were re-
quired to select the complex figure that contained
an embedded target shape. The Navon task consists
of global letters made out of local letters; partici-
pants were required to detect a target letter, either
at the global or local level, while ignoring informa-
tion at the other level. Anxiety levels during the tasks
were higher in the BDD group. On the EFT BDD pa-
tients showed slower and less accurate processing of
shapes embedded within complex figures, and slow-
er processing of local as well as global letter stimuli.
This can be explained by a possible perceptual strat-
egy in BDD, that consists of piecemeal detail-to-
detail scanning of the complex figures whereas the
controls may have been aided by a fast global “tem-
plate” that allows details to be located more easily
within it. There was also an inverse relationship be-
tween poor insight and performance on the Navon
and EFT tasks in the BDD group. The above findings
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may be consistent with a bias for attention to high
levels of detail, although associated with slower rath-
er than faster processing. On the Navon task the ef-
fect of set-shifting between local and global stimuli
was examined. The BDD group was slower on switch
trials. They were also slower on non-switch trials, but
the effect was greater for switch trials and greatest
for global-to-local trials. These results suggest ab-
normal visual processing of both details and global
elements, inaccurate processing of global elements
and reduced flexibility in switching visual attention
between global and local features. BDD patients
might spend excessive time fixated on or have prob-
lems shifting attention away from local information,
which correlates with clinical observations impli-
cating a preoccupation with details in appearance.
Slower perceptual processing of local stimuli could
lead to explicit awareness of minor flaws that could

Table 3. Neuropsychological studies.
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subsequently exacerbate and maintain BDD symp-
toms by a ruminative focus on detailed information.

Table 3 presents the main findings of the previous
studies.

Neuropsychology and neuroimaging

The first functional imaging study to compare BDD
patients to controls examined visual information
processing of faces with respect to spatial frequen-
cy.?® Twelve BDD patients and 12 controls underwent
f-MRI while matching photographs of faces. Some of
the faces were digitally altered to remove the high
or low spatial frequencies, which created images that
contained configural or detailed information respec-
tively. BDD patients showed greater left hemisphere
activity for all face tasks, particularly in lateral aspects
of the prefrontal cortex and the temporal lobe. They
also activated dorsal anterior cingulate gyrus for the

Study Sample Method Results
Deckersbach et n=34, RCFT, CVLT BDD: deficits in strategic organization,
al (1999) (BDD 17, learning and free recall
C 17) Organizational strategies focusing on isolated
details rather than on global organizational
features
Buhlmann et al n=60, BFRT No neuropsychological deficits in facial
(2004) (BDD 20, ERT feature processing in BDD, OCD and
OCD 20, controls
C 20) BDD: Difficulty in identifying facial
expressions, especially disgusted ones
BDD: Difficulty in interpreting facial
expressions
Misinterpretation of disgusted expressions as
angry
Buhlmann et al n=36, ERQ BDD: Difficulty in identifying emotional
(2006) (BDD 18, expressions in self-referent scenarios
C 18) Misinterpretation of neutral expressions as
contemptuous and angry.
Dunai et al n=28, CANTAB BDD: SWM: more errors, greater effect of
(2009) (BDD 14, (Spatial Span, task difficulty. Poor information preservation
C 14) Spatial Working and manipulation
Memory, Stockings SOC: fewer problems solved overall, fewer
of Cambridge, problems solved in the minimum number
Pattern Recognition) of moves, significantly more moves
Significant deficits in thinking speed.
Poor initial planning
Kerwin et al n=35 Embedded Figures BDD: Increased anxiety levels, slower
(2014) (BDD 18, Task, Navon Task response time, lower accuracy
C 17) T BABS scale score — slower response time
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low spatial frequency (LSF) face task. Controls acti-
vated left-sided prefrontal cortex and dorsal anterior
cingulate gyrus only for the high spatial frequency
(HSF) face task. Greater left-sided activity for LSF and
normal faces suggests a predominance of detail en-
coding and analysis, a pattern evident in controls on-
ly for the HSF faces. This suggests that BDD patients
may process faces in a piecemeal manner, while con-
trols’ perception of faces may be more configural
and holistic. These laterality patterns in BDD suggest
a bias for local or detail-oriented processing of faces
over global processing.

Another finding in the BDD group was abnormal
activation of amygdalae for the LSF and HSF tasks.
The controls showed activation of the amygdalae for
the NSF task, but reduced activity or deactivation for
the LSF and HSF tasks. This suggests an abnormal hy-
per-responsivity of the amygdala that appears spe-
cific to LSF and HSF visual information.

Results suggest that BDD participants show funda-
mental differences from controls in visual process-
ing, with different laterality of activation patterns
in areas representing an extended visual processing
network, and abnormal amygdala activation. These
abnormalities may be associated with BDD patients’
perceptual distortions; they may focus on excruciat-
ing detail on specific facial features and lose the larg-
er, overall context of the whole face.

Feusner et al*' studied 17 BDD patients and 16 con-
trols using f-MRI while subjects viewed photographs
of their own faces and a familiar face as control stimu-
lus, that were unaltered, altered to include only high
spatial frequency, or altered to include only low spatial
frequency. Mean aversiveness ratings across all own-
face stimuli were higher in BDD patients, regardless of
stimuli spatial frequency. BDD patients demonstrated
greater activation for the NSF own-face vs familiar-
face contrast in the left orbitofrontal cortex (OFC) and
the bilateral head of the caudate. The controls demon-
strated greater activation for the LSF own-face vs. oval
contrast in the left occipital cortex.

Severity of symptoms was positively associated
with activation in the right OFC, right head of the
caudate, right precentral and postcentral gyri and
right dorsal occipital cortex for the NSF own-face
vs. familiar-face contrast. Symptom severity was al-
so positively associated with activity in the bilateral
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head of the caudate and the left OFC. When directly
examining the relationship between aversiveness
ratings and brain activity within the BDD group,
there were significant results only for the LSF own-
face vs oval contrast. BDD patients had abnormal
brain activation patterns when viewing their own
face, showing hypoactivity in primary and second-
ary visual processing regions for LSF faces and hy-
peractivity in frontostriatal systems for NSF faces.
These suggest aberrant processing of configural and
holistic information, which the LSF images convey.
Clinically this may account for the impaired ability to
perceive the visual gestalt, contributing to distorted
perceptions of the individuals’ appearance when
viewing their face. The individuals may primarily per-
ceive details and are impaired in their ability to con-
textualize them configurally or holistically.

Feusner et al*? investigated how viewing faces with

emotional expressions affected perception on an
identity-matching task. They included BDD and con-
trols, and three stimuli conditions; emotional faces,
neutral faces and ovals/circles. BDD patients were
less accurate at identity-matching of faces with emo-
tional expressions and had more than twice the error
rate for the matching task with emotional faces. The
BDD group showed the greatest difference in reac-
tion time from healthy controls for emotional faces,
followed by neutral faces and then ovals/circles.
However, there was no differential effect on the BDD
group of any specific emotion type. In total, these
findings suggest that BDD patients have abnormali-
ties in speed and accuracy of processing faces with
emotional expressions. This builds on findings from
previous studies of abnormal interpretation of emo-
tions,”*" to suggest that there may be more funda-
mental abnormalities for perception of faces with
emotional expressions. If BDD subjects excessively
rely on details for processing emotional faces as well,
this slower strategy may account for delayed reac-
tion times and lower accuracy. The fact that there
was no significant group by stimulus effect for the
different types of emotion supports a face-pro-
cessing deficit that occurs for faces with emotional
expressions in general, rather than an influence of
emotion per se. To respond quickly and accurately
to match emotional faces, participants must attend
to the facial identity while implicitly inhibiting atten-
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tion to the emotional valence. The fact that the BDD
group had approximately twice the error rate for the
emotional faces suggests that they may have had a
more marked failure in inhibition than controls.

Table 4 summarizes the results of the aforemen-
tioned studies.

Conclusions

In the process of investigating the neurobiology of
BDD, neuroimaging and neuropsychological studies
have been conducted during the last two decades.
Imaging studies have showed increased total white
matter volume and caudate volume asymmetry in
BDD patients. These findings are consistent with the
striatal topography model of OCSD. Another impor-
tant finding is the perfusion deficits in bilateral ante-
rior-medial temporal and occipital regions and asym-
metric perfusion in parietal lobes. Furthermore, ab-
normalities in parietal circuits are consistent with the
core feature of disturbed perception of body form. In
addition, correlation between symptom severity and
left inferior frontal gyrus volume reflects the degree
of detailed, analytic encoding that occurs on day-to-
day basis when viewing others and themselves, and
that likely underlies their symptomes. Finally, positive
correlation between right amygdala volume and
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symptom severity signifies pathological fear circuitry
engagement, hypervigilance and heightened sensi-
tivity to social situations.

Neuropsychological studies reveal deficits in stra-
tegic organization, learning and free recall after
short and long delays. Executive function deficits are
related to spatial working memory and subsequent
thinking speed as well as impaired higher level plan-
ning ability. BDD patients’ organizational strategies
tend to focus on detail rather than on larger, global
clustering features. The executive function deficits
suggest frontal involvement in BDD, which is consist-
ent with the idea of BDD as an OCSD involving fron-
tal-striatal dysfunction. They are characterized by ab-
normal visual processing of both details and global
elements, inaccurate processing of global elements
and reduced flexibility in switching visual attention
between global and local features. These findings
also suggest that there are significant neuropsycho-
logical similarities between BDD and OCD. Moreover,
BDD patients seem to have deficits in identifying fa-
cial emotional expressions and tend to misinterpret
expressions of disgust (and others) as anger. Poor
insight and ideas of reference might be related to
emotion recognition biases for angry expressions.
This hypothesis is further enhanced by BDD patients’
tendency to interpret emotional expressions as con-

Table 4. Combined neuroimaging and neuropsychological studies.

Study Sample Method Results
Feusner et al n=25 fMRI while matching high, BDD: T left hemisphere activity, particularly in
(2007) (BDD 12, low and normal spatial lateral aspects of the prefrontal cortex and the
C 13) frequency pictures of temporal lobe for all tasks and in dorsal anterior
faces cingulate gyrus for LSF tasks
Controls: T left-sided prefrontal cortex and dorsal
anterior cingulate gyrus activity only for HSF
tasks
Feusner et al n=33 fMRI while matching high, BDD: 7T left orbitofrontal cortex and bilateral head
(2010) (BDD 17, low and normal spatial of the caudate activation when viewing NSF own
C 16) frequency pictures of pictures
the participants’ own Controls: T left occipital cortex activation when
faces viewing LSF own pictures
Symptom severity was positively correlated with
increased frontostriatal activity
Feusner et al n=23 Identity matching task BDD: twice the error rate for the matching task
(2009) (BDD 12, when viewing faces with with emotional faces
C 1) emotional expressions,

neutral expressions and
ovals and circles
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temptuous more often in self-referent scenarios than
in other-referent ones.

These findings have been supplemented by
combined neuroimaging and neuropsychological
studies. Left hemisphere hyperactivity for low and
normal spatial frequency face tasks and abnormal
activation of the amygdala for high and low spatial
frequency face tasks suggests detail encoding and
analysis in BDD. These abnormalities may be associ-
ated with BDD patients’ apparent perceptual distor-
tions; they may focus on excruciating detail on spe-
cific facial features and lose the larger, overall con-
text of the whole face. Individuals with BDD have ab-
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normal brain activation patterns when viewing their
own face, showing hypoactivity in primary and sec-
ondary visual processing regions for LSF faces and
hyperactivity in frontostriatal systems for NSF faces.
Abnormal activation in primary and secondary corti-
cal regions suggests aberrant processing of configu-
ral and holistic information, which the LSF images
convey. Clinically this may account for the impaired
ability to perceive the visual gestalt, contributing to
distorted perceptions of the individuals’ appearance
when viewing their face. The individuals may primar-
ily perceive details and are impaired in their ability to
contextualize them configurally or holistically.
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H Siatapayn owpatiking Sucpopeiag (AXA) xapaktnpiletal amd umepBoAikr evacxdAnon Tou atopou
HE éva @avTaoTiko 1 adtopato amd AANoUC EAATTWHA TNG EEWTEPIKAG TOU EUPAVIONG Kal odnyei o€ on-
pavTikn Suoopia Kal AeIToupyIK EKMTTWON. Ot YVWOIOKEC-CUUTTEPIPOPIKEC Kal VEUPORIONOYIKEG OpOLO-
™NTeC TNG AZA pe Tnv 1dgoPpuyavaykaotikn Alatapayr (IWA) éxouv odnynoel otnv évtagr tng otn veo-
ovoTafeioa oto DSM-5 S1ayvwaoTikn Katnyopia Twv oxeti{dpevwy pe tnv IWA Siatapaxwv. H mapovoa
QVOOKOTINGT TTAPOUCIACEL TO EVPAATA TWV TIO TTIPOCPATWY VEUPOATIEIKOVIOTIKWY KAl VEUPOYUXONO-
YIKWOV HEAETWV Kal TN oVUVOEDH TOUG HE TA KAWVIKA XApaKTNEIOTIKA TNG AXA. Ot HEAETEG ATTEIKOVIONG
éxouv avadeiel au€nuévo OyKo AEUKNG ouaiag Kal ACUMUETPIO KEPKOPOPOU TTUPHAVA O aoBeVEIg e
AXA, euprpata mou gival cupfatd pe To HOVTENO eVTOTIONG TwV SlATAPAXWY TOU PUXAVAYKACGTIKOU
@aopaTog 0To padwtd ocwpa. Emiong éxouv avadeiel eNeippata alpdtwong os MPOobIeC-€0wW KPO-
TOPIKEG KAl IVIOKEG TIEPLOXEG AUPOTEPOTIAEUPA KAl ACUUMETPN ALUATWON 0TOUG BpeypaTikolg Aooug.
EmmAéov, n cuoxétion PeTaél cofapdTNTag TWV CUPMTWHATWY TG AZA Kal TOU OYKOU TNG ApLoTEPHS
KATW PETWTTIAIAC EAIKAC avTAVAKAA Tov BaBud otov omoio ol aoBeveic emeEepyalovtal Pe aVAAUTIKO
TPOTIO TNV OYN TOU £AUTOU TOUC KAl TwV AWV 0TNV KABNUEPIVOTNTA TOUG, UTTOYpaupi{ovTag ouolaoTi-
KA TA CUPTTTWHATA TOUC. TENOC, N BeTIKN cuoxETion HeTa&l dykou NG 6e€1dg apuySaing kat coapd-
TNTAG CUUMTWHATWY onpatodoTei TNV MaBoAoyIKr Asitoupyia KUKAWPATWY @ORou, uepemaypumvnon
Kal auénuévn evalodnoia og KOWWVIKEG OUVORKEG. ATIO TIC VEUPOYUXOAOYIKEG HEAETEC PaiveTal OTL Ol
aoBeveic pe AZA xapaktnpifovtal and eAAEIPPOTA O OTPATNYIKA Opydvwon, pdinon kat eAeVOepN
avAKANON HETA amod pikpr i LEYAAN xpovokaBuoTtépnon. Ta eAAEIUHATA OTNV EKTEAECTIKN AElTOUPYia
a@opoUV 0TN XWPIKNA UVAUN £pyaciag Kal TV emakdAoudn TaxuTnTa okéYng, KABWE Kat Tn PEIWE-
vn Kavotnta oxedlaopol upnhdtepou emméSou. Ol 0pyaAVWTIKEG GTPATNYIKEG TwV aoBevwy pe AXA
€0TIAJOUV OE NeTMTTOUEPELEG KAl OXL OE YEVIKA, OANOTIKA XAPAKTNPLIOTIKA opadomoinong. ZuyKekpIéva
xapaktnpifovtat amd avwpalieg otnv onmTIKN eMe€epyacia AEMTOUEPELWDV KAl GUVONOU, avakpifn eme-
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Eepyaoia cuUVOAIKWY OTOIXEIWY, Kal pelwpévn eVeNEia oTnV aANayr OTTTIKNAG TTPOCOXAG HETAEY CUVOAL-
KWV KAl HEPIKWV YVWPIOUATWVY. AKOWN, ot aoBeveic pe AZA epgavi{ouv eEAAEiPPATA OTNV avayvwplon
OLVAICONUATIKWV EKPPACEWY TOU TTPOOWTIOU KAl CUYKEKPIUEVA OTNV avayvwplon ekppdcswv andiag,
TIG oToieG (OTTWG KAl ANAEG) TEIVOUV VA TTAPEPUNVEVOUV WG EKPPACELG Bupov. H mTwyr) evaioOnoia kat ot
16€€G avapopdg, ouxvég otn AXA, Ba pmopovoav va oXeTi(ovTal e TNV TAON TWV A0OBEVWV VA EPUNVEL-
OUV EKPPACELC TOU TIPOOWTIOU WG BupwEVEC. Ta Tapamdvw EUPRUATA OTOIXEIOBETAONKAV TTEPAITEPW
amod PeAETEG ouvOUAOHOU VEUPOYUXOAOYIAG KAl ATTEIKOVIONG. ZUYKEKPIUEVA, N LEYAAUTEPN EVEPYOTIOIN-
On TOU ApLOTEPOU NUICPALPIOU Yia XAUNARG KAl KAVOVIKAG XWPEIKAG CUXVOTNTAG EIKOVEC KAl N AVWHAAN
gvepyomoinon TG apuySaAig yia VPNAAG Kat XapunARg cuxvotntag SoKIpaoieg umovoouv 6Tl otn AXA
Kuplapxel N Aentopepelakn Kwdikomoinon kat avduon. Ta dtopa pe AXZA pdAAov avtihapBdavovtal Tig

Aemtopépelec aAAd aduvatolyv va Ti¢ evTAEouv O€ éva YEVIKO, ONIOTIKO TTAAioIO.

NéEerg evpeTnpiou: Alatapayr CWHATIKAG SucHop@iag, veupoavaTtouia, veupoyuxoloyia.
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