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Catatonia has been increasingly recognized as a comorbid syndrome of autism at a rate of 12—17% in adoles-
cents and young adults with autism spectrum disorders. Symptoms that should alert the clinician for catatonia
are markedly increased psychomotor slowness which may alternate with excessive motor activity, apparently
purposeless, and not influenced by external stimuli, extreme negativism or muteness, stereotypy, peculiarities
of voluntary movement, increased stereotypies with or without self-injury, echolalia, or echopraxia. Upsetting
life events, the loss of routine and structure, experiences of loss, conflicts with parents, caregivers, or peers,
and discrepancies between the ability in the patient and parental expectations-especially, in higher function-
ing autistic youth, are known to precipitate catatonia as well as medical and neurological illnesses. Lacking
controlled trials, successful use of benzodiazepines, sometimes at high dosages, and electroconvulsive therapy
for catatonia in autism is supported by case-reports and case-series. Electroconvulsive therapy is indicated for
the treatment of catatonia when lorazepam does not bring about rapid relief. Maintenance electroconvulsive
therapy is important for sustained symptom remission in some cases. There is an urgent need for prospective
studies of catatonia in autism spectrum disorders and for controlled treatment trials.

Keywords: catatonia, adults, autism spectrum disorders, benzodiazepines, electroconvulsive therapy, vagal
theory of catatonia.

Introduction

Catatonia is a severe and potentially life-
threatening acute illness, especially in its
malignant form when it is accompanied by
autonomic dysfunction and high fevers but it
remains treatable when recognized and treat-
ed promptly [18]. It occurs in children and
adolescents, as in adults, in a variety of forms
including medical and autoimmune diseases
such as lupus [1; 25; 27] or anti-N-methyl-d-
aspartic acid (NMDA) receptor encephalitis
[14; 22; 38], psychotic and affective disorder,
toxic states such as Neuroleptic Malignant
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Syndrome (NMS), autism spectrum disorders
(ASD), developmental disorders, including
patients with Prader-Willi Syndrome [10]
and Down Syndrome [20], tic disorders, post-
traumatic conditions, and miscellaneous syn-
dromes such as Kleine-Levin Syndrome and
Pervasive Refusal Syndrome [12; 16].

There are no controlled studies on the
use of benzodiazepines or electroconvulsive
therapy (ECT) in children and adolescents.
Clinical experience and case-reports support
benzodiazepines and ECT, including mainte-
nance ECT, as safe and effective treatments
for pediatric catatonia that do not carry the
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risk for precipitating NMS [12; 16]. In general
psychiatric adult patients, benzodiazepines
are effective in more than half of cases up to
80%, the remaining cases uniformly respond
to ECT [1]. A remarkable finding in some
catatonic patients is that high dosages of ben-
zodiazepins, for example between 10-20 mg of
lorazepam, are needed for relief and well toler-
ated without observable side effects.

Catatonia has been increasingly recognized
as a comorbid syndrome of ASD at a rate of
12—17% in adolescents and young adults with
ASD [3; 39] and with other intellectual dis-
abilities [10; 34]. Two systematic clinician-
based studies show that catatonia is found in
12% to 17% of adolescents and young adults
with autism [3; 39].

Wing & Shah report that 17% of a large re-
ferred sample of adolescents and young adults
with autism satisfied modern criteria for cata-
tonia [39]. Thirty individuals with autism
aged 15 years or older met criteria for catato-
nia, with classic Autistic Disorder diagnosed
in 11 (37%), atypical autism in 5 (17%), and
Asperger Disorder in 14 (47%). Under age 15,
no child demonstrated the full syndrome al-
though isolated catatonic symptoms were of-
ten observed. In the majority of cases, cataton-
ic symptoms started between 10 and 19 years
of age. Five individuals had brief episodes of
slowness and freezing during childhood before
age 10. Obsessive-compulsive and aggressive
behaviors preceded catatonia in some cases.
Visual hallucinations or paranoid ideas were
occasionally reported, but no diagnosis of
schizophrenia could be made.

In the second study, 13 (12%) of 120 au-
tistic individuals, between ages 17—40 years,
had clinically diagnosed catatonia with severe
motor initiation problems [3]. Another four
individuals had several catatonic symptoms
but did not meet criteria for the full syndrome.
Eight of the 13 individuals with catatonia suf-
fered from Autistic Disorder; the remaining
five were diagnosed with atypical autism. The
proportion of those with Autistic Disorder
that were diagnosed with catatonia was 11%
(8/73). Fourteen percent (5/35) of those with
atypical autism had catatonia.
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A hospital-based study [19] of 101 child
and adolescent psychiatric inpatients with “at
risk” diagnoses including any pervasive de-
velopmental disorder, psychotic disorder not
otherwise specified, intermittent explosive
disorder, intellectual developmental disorder,
neuroleptic malignant syndrome or previ-
ously diagnosed catatonia found that 18% of
patients met criteria for catatonia, based upon
three or more symptoms, including unex-
plained agitation or excitement, disturbed or
unusual movements, reduction in movement,
reduction or loss of speech and repetitive/
stereotyped movements. The authors empha-
sized poor recognition of catatonia in these pe-
diatric conditions, including, but not limited
to, pervasive development disorders.

Breen & Hare [4] developed a 34-item
third party report measure, the Attenuated
Behaviour Questionnaire (ABQ), consisting
of 15 motor symptoms, 5 affective alterations,
and 14 behavioral alterations, commonly as-
sociated with catatonia in ASD. They tested
the new measure in a British sample of con-
venience (N=99) of young people aged 12—
25 years with existing diagnosis of ASD by in-
terviewing the parent or long-term caregiver.
Full data were available from 87 informants of
whom 18 (21%) reported an existing diagnosis
of catatonia. 42 (48%) of cases displayed three
of more core catatonia-like attenuated behav-
iors. Scores on this new measure ABQ were
higher in those with an existing catatonia di-
agnosis. Catatonia-like attenuated behaviors
were associated with measures of depression
and repetitive and restricted behaviors. The
study did not report on how the existing clini-
cal diagnoses of catatonia were obtained but
supports the ABQ as clinical and research tool
for catatonia symptoms in an ASD population.

Many patients with ASD cannot be diag-
nosed definitively with an affective or psy-
chotic disorder due to the fact that these
patients are nonverbal and have severe cogni-
tive impairments yet the observable signs and
symptoms are present and readily recogniz-
able. Most cases of catatonia in children and
adolescents with ASD are not associated with
any underlying medical or psychiatric condi-

Autism and Developmental Disorders (Russia). Vol. 17.No 1 (62). 2019 25



Dhossche D.M. Catatonia in Autism Spectrum Disorders: Diagnosis, Therapy, and Clinical Sciensm
Docwe .M. KataToHus npu paccTpouicTBax ayTUCTUHECKOro CreKTpa: AMarHocTyKa, Tepanuvs v KimHudeckas Hayka

tions. For example, in a sample of 58 children
and adolescents with catatonia [8], 18 (31%)
had a history of developmental disorder, i.e.,
ASD, intellectual disability or neurodevelop-
mental malformation. Only two of those had
an identifiable underlying medical or genetic
condition.

Clinical presentations of catatonia

Catatonia in ASD is currently diagnosed
in DSM-5 based on the presence of 3 out of
12 symptoms [2]: catalepsy, waxy flexibility,
stupor, agitation, mutism, negativism, pos-
turing, mannerisms, stereotypies, grimacing,
echolalia or echopraxia. These symptoms
may be present at baseline in patients with
ASD. However, a sharp increase of these pre-
existing symptoms or sudden appearance of
new catatonic symptoms should alert the cli-
nician to assess for a diagnosis of catatonia
[11; 21; 39].

Several catatonia rating scales have been
developed [33]. The most commonly used
scale for the assessment of catatonia is the
Bush-Francis Catatonia Scale (BFCRS) [6];
a 23-item standardized instrument which is
designed for diagnosing and for the assess-
ment of severity. When using the BFCRS,
catatonia may be diagnosed when two or
more items on the first 17 items are pres-
ent. Serial catatonia ratings are useful to
detail changes over time and for measuring
change during treatment [5] in individual
cases and controlled studies. Although the
Bush-Francis Catatonia Scale is useful in pa-
tients with autism, the scale was developed
using a sample of general adult psychiatric
patients. There are currently no catatonia
rating scales that have been standardized in
patients with autism. The KANNER scale,
named after Leo Kanner (1894—1981) who
described the neuromotor and neurodevel-
opmental features of autism [23], has been
proposed as a unifying instrument for quan-
tifying core features of catatonia, across a
broad range of neuropsychiatric disorders,
including autism and pervasive developmen-
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tal disorders [7]. The scale is comprehensive;
however, it is untested and not validated in
patients with autism.

Self-injurious behavior (SIB) occurs regu-
larly in patients with ASD and includes be-
haviors such as self-hitting, punching, biting,
scratching and kicking. SIB can lead to signif-
icant injury to soft tissue, bone, head trauma,
retinal detachment, blindness or even death
[29]. Often SIB is under operant condition-
ing [26], however, sudden increases of SIB
may sometimes be a part of the constellation
of stereotypical behaviors seen in catatonia.
Wing and Shah [40] reported the presences of
catatonic stereotypies in 23—46% of autistic
patients they assessed. Although they did not
assess self-injury as a stereotypical behavior,
however the repetitive nature of these behav-
iors suggests that there is a significant correla-
tion between SIB, catatonia and ASD. Wach-
tel & Dhossche [36] hypothesized that some
patients with ASD featuring extreme levels
or increases of SIB could suffer from underly-
ing catatonia and should be assessed for other
symptoms of catatonia, and, as such, could be
treated with ECT. The initial and promising
experiences in this area and the profound ef-
fects of ECT in such cases have been described
elsewhere [35].

Clinical treatments for catatonia

In 2014, DeJong et al. [9] have reviewed all
pertinent papers from 1980 onwards on inter-
ventions used to treat catatonia in ASD, iden-
tifying 22 relevant papers on 28 cases both
adult and pediatric, with the majority coming
from the USA. They report some support for
the use of ECT, high dose lorazepam and be-
havioral interventions in this patient group
and lament the lack of strong evidence in
this field, small number of cases, an evidence
base consisting entirely of case studies, small
case series, and clinical opinion, poor quality
in terms of treatment protocols and objective
measures of outcome. The study emphasizes
the urgent need for prospective long-term
studies and controlled trials.
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Case Vignette

P. is a 14-year-old male who was born at
term after a normal pregnancy. He was diag-
nosed with ASD and moderate Intellectual
Disability at the age of 3 years of age due to
social deficits, communicative delays, and
cognitive deficits. He began to receive speech
therapy and was enrolled in special educa-
tion classes. Genetic testing was done and
was found to be negative. His family history
was negative. During elementary school, he
was treated intermittently with stimulants
for hyperactive and impulsive behaviors with
good results. He also had mild tics that did
not require treatment. He participated well in
school, was fluent in conversation, and able to
perform fairly independently.

In his first year of middle school, there
was a sudden and sharp increase of abnormal
movements including repeated turning of the
head to the left, blinking, grimacing, stutter-
ing, repetitive movements of the fingers, and
rubbing of the eyes. He started to speak less
and only in a high-pitched voice. He also had
waxy flexibility when examined by a neurolo-
gist who found an otherwise neurologically
intact adolescent. His food and fluid intake
decreased and patient started to lose weight
and sleep poorly. He had staring episodes,
withdrawal, and episodes of compulsive hand
washing and taking frequent showers. He be-
came anxious and preoccupied with death
and developed crying spells. His facial expres-
sion became tense and mask-like. His writing
skills decreased and his grades dropped. A few
weeks after onset of these symptoms, patient
disclosed to an uncle that he was being bullied
at school. Physical abuse and serious threats
by peers were substantiated after an investiga-
tion by the school.

At the onset of these abnormal movements,
magnetic resonance imaging of the brain and
an electroencephalogram were done, showing
negative results. Genetic testing, metabolic
and auto-immune work-up, serum copper and
ceruloplasmin were negative.

Over the next year, a long list of medica-
tions was prescribed by his psychiatrist target-
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ing tics and anxiety, including several selec-
tive serotonin reuptake inhibitors (fluoxetine,
sertraline), duloxetine, mirtazapine, atypical
antipsychotics  (risperidone, aripiprazole),
fluphenazine, clonidine, guanfacine and (low
doses of) benzodiazepines (4 mg of diazepam,
0.5 mg of lorazepam and clonazepam) to no
avail or causing side effects that necessitated
discontinuation of the medication. A single
dose of zolpidem (10 mg) caused agitation and
increased tics. P would not swallow pills con-
sistently and took only liquid preparations or
disintegrating tablets.

P continued to deteriorate needing assis-
tance with feeding, getting dressed, brushing
his teeth, and combing his hair. His speech
consisted of high-pitched short sentences and
remained greatly reduced. He shook his head
and shattered his teeth constantly, startled in
an exaggerated manner, remained withdrawn
with episodes of agitation. His neurologist
offered the diagnosis of catatonia and recom-
mended ECT, more than one year after onset
of symptoms.

A diagnosis of catatonia was confirmed
with a systematic trial of lorazepam starting at
1 mg by mouth twice a day with rapid escala-
tion up to 7 mg twice a day over ten days. He
had minimal improvement and ECT was rec-
ommended. Increasing the dose of lorazepam
to 16 mg resulted in sedation and increased
agitation.

Bilateral ECT was started on an outpa-
tient basis, while tapering lorazepam. After
12 bilateral ECT treatments, his catatonia re-
solved and patient returned to baseline. ECT
was stopped and no maintenance ECT was
required. He has not relapsed at 2-year follow-
up. His maintenance treatment consists of
olanzapine 25 mg PO and oral lorazepam 6 mg
per day.

Comment
This patient had a delay in obtaining the
appropriate diagnosis and treatment as symp-

toms started one year before receiving a formal
diagnosis of catatonia by his neurologist. It is
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an unfortunate but not uncommon situation
also nowadays. There is a persistent miscon-
ception that a patient with ASD could not also
have symptoms of catatonia. This is probably a
remnant of the long but erroneous perception
that catatonia is indicative of a schizophrenia
diagnosis. Patients with ASD often have dif-
ficulty expressing symptoms but a significant
change in baseline level of functioning and be-
havior as seen in this case is cause for further
evaluation and work-up.

Itispossible toschedule ECT after the acute
episode as maintenance treatment to avoid re-
lapse and when there are incipient symptoms
of catatonia. It is preferable to schedule ECT
on a flexible basis with open communication
between the outpatient provider and ECT
service. Others have reported the importance
of maintenance ECT for sustained symptom
remission [37]. Ongoing ECT treatments are
often imperative to prevent relapse similar as
in non-autistic populations [24; 30],

A significant stressor preceded the onset
of catatonia. Traumatic events and stressors
are not always easily identifiable as patient
with ASD may find it difficult to express this
stressor due to problems with communications

and conveying subjective experiences. Shah &
Wing [32] found that ongoing stressful ex-
periences often precede the development of
catatonia in autistic young adults. Life events,
the loss of routine and structure, experiences
of loss, conflicts with parents, caregivers, or
peers, and discrepancies between the higher
functioning autistic individual’s capabilities
and the expectations of parents, can precipi-
tate catatonia.

Observations that catatonia follows over-
whelming anxiety due to trauma or perceived
danger, the positive response of catatonia to
anxiolytics such as benzodiazepines or barbi-
turates, and psychogenic theories of catatonia
[28], are particularly applicable to people with
autism due to their increased social, cognitive,
and sensory vulnerabilities [13; 17]. A vagal
theory of catatonia in ASD has been proposed
[15] as an expansion of the general Polyvagal
Theory on the biology of social engagement
and attachment first formulated by Porges in
1995 [31] as a unifying framework for unify-
ing various pathophysiological and treatment
aspects of catatonia in ASD.
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KaraTonus u paccrpoiicrBa
ayTUCTUYECKOr0 CIeKTpa: IMarHOCTUKA,
Tepanus U KJIMHUYeCKas HayKa

J.M. ocme*,

MenuuuHckuii 1eHTp Y Huepcutera Muccucunu /[3kekcoH,
mrrat Muccucnmu, CIITA

dirkdhossche@gmail.com

KaraTtonus Bce yarie pu3HAeTCsT KOMOPOMIHBIM TI0 OTHOTIIEHHIO K &y TH3MY CHHIPOMOM C YPOBHEM PACTIpo-
crparentoctu 12—17% cpenu mMoApOCTKOB U MOJIOABIX JIIOJEH ¢ PAaCCTPONCTBAMU Ay THCTUIECKOTO CIEKTPA.
CHUMIITOMBI, KOTOPbIE TOJKHBI HACTOPAKMBATH KIWHUIIACTA HA TIPEJAMET BO3MOKHON KaTaTOHWUW, — 3TO TICU-
XOMOTOPHAsI 3aTOPMOKEHHOCTD, KOTOPast MOJKET UepPeloBAThCSI C YPE3MEPHON [[BUTATENBHON aKTUBHOCTBHIO,
0YEBH/IHO GECIETBHON U He 3aBUCSIIEH OT BHEITHUX CTUMYJIOB, KDAWHIM HETATHBU3MOM, MyTH3MOM, CTEPEO-
TUMUSAMY ¢ CAMOTIOBPEIKICHUSMU UJIH 6€3 CAMOTIOBPESK/ICHUH ¥ TPUYY/ITUBBIE JIBUKEHUST, 9XOJATUH HITH 9XO-
npakcuu. I3BeCTHO, 4TO CTPECCOBBIE COOBITUS B KU3HU, HAPYIIEHUE TIPUBBIYHOTO PACTIOPSI/IKA, IEPEKUBAHUE
yTpathl, KOH(GIUKTL ¢ POJUTEIISIMU, OTIEKYHAMY WJIH CBEPCTHUKAME M HECOOTBETCTBUE CHIOCOOHOCTEH Malu-
€HTA U POJUTENBCKUX OKUIAHUIT — 0COOEHHO Y MOJIOZIEKH C BHICOKO(DYHKIIMOHAIBHBIM ayTH3MOM, 8 TaKKe
COMATHYECKUE U HEBPOJIOTHUYECKUE 3a00JIEBAHUS, TIPEIIIIECTBYIOT KaTaTOHUU. HeMHOTOUMCIEHHbIE KOHTPOJIU-
pyeMble UCCTENOBAHNST, YCIIENHOE MCTIOMb30BaHNe OeH30INA3ETHHOB, MHOTIA B GOJIBIINX 032X, 1 9TEKTPO-
MIOKOBOI Teparnnu MOATBEPKAAIOTCS OMUCAHMSAMI KJINHUUECKUX CIydaeB W WX cepuil. Ecim sopasemam He
maet GLICTPOTO OOJIETIeH s, TTOKA3aHa HJIEKTPOIIIOKOBAsT Tepanisi. B HEKOTOPBIX CIyUasix [7IsT O PIKAHIST
CTOUKOH peMucchy HeoOXOMIMa TTOEPKUBAIOIIAS HTEKTPOITOKOBast Tepariist. CyIecTByeT ocTpast Heo6xo-
JIMMOCTD B TPOBEJICHIH TTPOCTIEKTUBHBIX UCCIE0OBAHNI KATATOHUY TP PACCTPOICTBAX Ay TUCTUIECKOTO CTIEK-
Tpa M B KOHTPOJIHMPYEMBIX MICCIEIOBAHUSX JIEIEHUSI.

Kntouesvie cnosa: kataToHus, pacCTPONCTBA ayTHCTHYECKOTO CIEKTPa, 6EH30/IMA3ETTUHbI, SIEKTPOTIOKOBAs
Teparus, BarycHas treopud kararonuu npu PAC.
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BBenenue

KaraTonus — aTo Ts:keoe 1 MOTeHIINab-
HO OIACHOE JIJIsI JKU3HU OCTPOe 3a00JIeBaHIE,
0CcOOEHHO B €ro 3JI0KauyeCTBEHHON (opme,
KOT/Ia OHO COIIPOBOXKAETCSI BereTaTuBHOMN
nuchyHKIIME U BBICOKOW TeMIepaTypoii,
HO SBJISIOIIEecs: U3JeUNMBbIM, KOT/Ia eTo pac-
MO3HAIOT U JieyaT cBoeBpeMmeHHO [18]. OnHo
BCTpeYaeTcs Kak y JleTeil U MOJPOCTKOB, TaK
U y B3POCJBIX, B pa3HooOpasubix (opmax,
BKJIIOYAd COMaTH4ecKre M ayTOMMMYHHbBIE
3aboJieBaHMsI, TaKWe KaK CHCTEMHas Kpac-
Has BoJsiyanka [1; 25; 27], antu-NMDA-
perenitopHbIit aunedanut [14; 22; 38], ncu-
xoTuyeckue n adekTuBHbIE PACCTPOUCTBA,
TOKCHMYECKHe COCTOSAHHUS, TaKue KaK 3JI0Ka-
YECTBEHHBIN HEWPOJICNITUYECKUN CUHIPOM
(3HC), paccrpoiicTBa  ayTHCTUYECKOTO
ciektpa (PAC), paccrtpoiictBa pasBuTus,
BKJIfOYAd TAIMeHToB ¢ curapomoM Ilpanepa-
Bunnu n cunapomom /layHa, THKO3HBIE pac-
CTPOICTBA, IIOCTTPaBMaTUYeCKHE COCTOSIHUSA
1 Pa3JInuHble CUHPOMBI, TaKHe KaK CUHPOM
Kueiine-Jlesuna (Kleine-Levin) u nmepBasus-
HBIIT cMHAPOM oTKa3za [12; 16].

KonTposupyembie ncciefioBaHus 10 MPU-
MEHEHUI0 OeH30Ma3eHOB WU 3JEKTPO-
cynopozxxnoii Tepanuu (ICT) y nereit u noj-
POCTKOB OTCYTCTBYIOT. KiMHUYeCKUii OIbIT
U COOOIIEHUST O KOHKPETHBIX CJIydYasix IO/
TBepKAAIOT 3(PHEKTUBHOCTD TTPUMEHEHUS
6ensoaunasenntuoB u DCT, BrIroUyas momep-
sxuBatontyio DCT, kak 6e30macHBIX METOI0B
JiedeHUsl KaTaTOHUU Y JieTeil U M0IPOCTKOB, He
natomux pucka nposonupoBanus 3HC [12;
16] . B iesiom 1711 B3pOCJIBIX TAITMEHTOB C TICH-
XUYIeCKUMU 3a00J1eBaHUSIMU GEH30/IMa3eTTHbI
s dextuBHbl B IosoBuHe U 710 80% cirydaes,
octanbHbie 06braHO pearupytor na ICT [1].

3ameuaresbHOE OTKPBITHE [ HEKOTOPbIX
KaTaTOHUYECKUX MAllMeHTOB COCTOUT B TOM,
qTO ISl YJIyYIIeHUs] HEOOXOIUMBI BBICOKUE
JIO3UPOBKN GEH30/IMa3elIMHOB, HAlPUMEp, B
nuanazone 10-20 Mr siopazernama, mpuiemM OHU
XOPOTIIO TIepeHOCSITCST 6e3 KaKuX-1n60 modod-
HbIX 3(peKTOoB.

Kararonusa Bce yaiie npusHaeTcss KOMOP-
OUIHBIM CHHIPOMOM Yy TIOAPOCTKOB U MOJIO-
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nwix mozeit ¢ PAC [3; 39] u ¢ ipyrumu uHTE-
JekTyanbHbiMu Hapymenusmu [10; 34]. /IBa
CUCTEMATUYECKUX KJIUHWUYECKUX WCCJe0Ba-
HUS TTOKA3bIBAIOT, YTO KATATOHUS BCTpPEYaeT-
cs1y 12—17% moapocTKOB U MOJIOIBIX JTIO/IEi
c aytusmoM [3; 39].

Bunr u IITax (Wing & Shah coobmaror B
cBoeM oTdere, uTo 17% 13 60JIbIIoN TpUBe/IeH-
HOW BBIOOPKH TIOAPOCTKOB M MOJIOIBIX JIFOJEH C
AyTU3MOM YIOBJIETBOPSIIN COBPEMEHHBIM KPH-
Tepusm Katatounu [39]. Tpuamnars yemoBex ¢
ayTU3MOM B Bospacrte 15 jileT u crapiie coot-
BETCTBOBAJIN KPUTEPUSIM KATATOHUM C KJIACCH-
YeCKUM ayTUCTUYECKUM PACCTPONCTBOM, /THa-
raoctupoBanbiM y 11 (37%), ¢ aTunuaHbIM
aytusmMoM — y 5 (17%) u ¢ cunpomom Acriep-
repa — y 14 (47%). B Bo3pacte n0 15 et Hu
OIH peGEHOK He TIPOAEMOHCTPUPOBAJ TIOJTHO-
r0 KaTaTOHUYECKOTO CUH/IPOMA, XOTs 4acTo Ha-
GJTIOIAJINCh U30JMPOBAHHBIE KaTaTOHUYECKUE
CHMIITOMBI. B GOJIBITMHCTBE CJIy4aeB KataTo-
HUYECKUe CUMITTOMBI MOSIBJISITTNCH B BO3PACTE
ot 10 0 19 set. ¥ msatu esoBeK HabIIOIATICH
KpaTKKe 3IM130/[bl 3aTOMOKEHHOCTU ¥ Ollele-
HeHUs B jieTcTBe B Bodpacte 70 10 set. B He-
KOTOPBIX CJIyYasdX KaTaTOHUH TPEIIEeCTBOBAIO
00CeCCUBHO-KOMITYJIbCHBHOE ¥ arpecCHBHOE
noBezierre. MHorma coobmanoch 0 3puTesib-
HBIX TaJUTIONUHAIIASX WA TTAPAHOUIHBIX Ujle-
SIX, HO JIMarHo3 MU30(DPEHNN YCTAaHOBUTH HE
y1aJ10Ch.

B npyrom wucciaemoBanuu y 13 yenosex
(12%) u3 120 mioneit ¢ PAC B Bospacte ot 17
1o 40 jer ObLIa KJIMHUYECKU AMATHOCTHUPO-
BaHa KaTaTOHUSI C CEPbE3HBIMU MPOOIeMaMu
nHUIMAIy [sxennii [3]. Eie yeTsipe uesio-
BeKa UMeJIM HeCKOJIbKO KAaTaTOHNYECKUX CUM-
ITOMOB, HO HE COOTBETCTBOBAJIU KPUTEPUSM
moJiHoro cuHApoma. Bocemb n3 13 yesoBek ¢
KaTaTOHWEN NMeJIn Ay TUCTUYECKHUe PaCCTPOIi-
CTBa; Y OCTAJIBHBIX MATH OBLI AMarHOCTUPOBAH
ATUNIMYHBIN ayTusM. /loJsist juil ¢ ayTusmom,
KOTOPBIM ObLII TOCTABJIEH IUATHO3 KaTaTOHWH,
coctaBuia 11% (8/73). YerbipHaaiaTh mpo-
11eHToB (5/35) Jojiell ¢ aTUNMYHBIM ayTH3-
MOM CTPa/IaJI KaTaTOHUEH.

T'ocniuranbuoe uccneposanne 101 peben-
Ka U MOJPOCTKA, HAXOASIIUXCS B ICUXUATPH-
YeCcKOM CTallMoHape C [UarHO30M <PHCKa»
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BKJIIOYad J1060e IepBa3nuBHOE paCCTpOﬁCTBO

Pa3BUTUA, ICUXOTHUYIECKOE paCCTpOfICTBO
6e3 JAOITIOJIHUTEJ/IbHBIX yKaBaHI/If/’I, NHTEPMUT-
TUpyrmee  9KCIVIOSUBHOE paCCTpOﬁCTBO,

pPacCcTpoOMCTBO WMHTEIIEKTYaJbHOTO Pa3BU-
THUS, HEUPOJIeNTUYECKUI 3J0Ka4eCTBEHHbII
CUHJIPOM WJIM PaHee [UarHOCTUPOBAHHYIO
KaTaToHUIO, ToKazano, 4yTo 18% marmeHTon
YAOBJIETBOPSIIN KPUTEPUSM KAaTaTOHWU, OC-
HOBAHHBIM Ha TpeX WK 0oJiee CHUMIITOMAX,
BKJTIOYasT HEOOBSICHUMYIO aKMTAIMIO0 WU
BO30YysK/leH1e, HApYIIeHHbIE NI HeOObIUHbIE
NBU)KEHUs, OTPAaHUYEeHUs J[BUKEHUs, Hapy-
nieHre WJIu ToTepio peur U MOBTOPSIOININe-
cd/crepeoturiipie aBuxkenus [19]. ABTopbi
MOYePKUBAIN TIJIOXYIO /IMAaTHOCTUKY Karta-
TOHUM TIPU ITUX COCTOSHUSX, BKIIOUABIIUX,
HO He OTPAHWYMBABIIUXCS, TE€PBA3UBHBIMU
paccTpoiicTBaMu Pa3BUTHS.

bpun un Xaiip (Breen & Hare) [4] pas-
paboTajiu  COKpAILleHHBIl [TOBEICHYECKUI
onpocHuk (ABQ), coctosimuii u3 34 myH-
KTOB JIJId TPEThell CTOPOHBI, BKJIIOYAIOIINIA
15 pmBUTATENBHBIX CHUMITOMOB, 5 addek-
TUBHBIX U 14 TOBeneHYECKUX HapyIIeHUH,
00BIYHO CBSI3aHHBIX ¢ KaTaroHuel mpu PAC.
OHM TIPOTECTUPOBAIN HOBBII MeTO/ Ha Gpu-
tTaHcKoil BeiOopke (N=99) MoJI01bIX JHOZEH,
BBIPA3UBIINX CBOE CcOTJIacMe, B BO3pacTe
12—25 jeT ¢ AMAarHOCTUPOBAHHBIM IUATHO-
3om PAC, omnpocus poautesneil njiu 1mocTo-
STHHBIX OTleKyHOB. [losiHble MaHHBIE OBLIH
1oJiydeHbl OT 87 OIpPOIIEeHHBIX, U3 KOTOPbIX
18 (21%) coobmmim o CyIecTBYIONEM IHa-
ruo3e karatounu. B 42 (48%) ciyuasx ObLmm
[peJCTaBJIeHbl TPU WK 0OoJiee OCHOBHBIX
KaTaTOHOIO00HBIX THUIA M3MEHEHHOTO TI0-
Benenus. PesysbTaTel HOBoro Metona ABQ
OBLTM BBIIIIE JJIsI JIUIL C TUATHOCTUPOBAHHON
katatonueit. Katarononogobunie ciyuan us-
MEHEHHOTO MOBeIeHUsI ObLIN CBSI3aHBI C TIPO-
SBJIEHUSIMU JIETIPECCUU U CTEPEOTHUITHBIM T10-
BejileHneM. B mccreioBaHuu He cO00IAIOCH
0 TOM, KaK OBLJTH TTOJTyYEHBI YK€ MMEBITHECS
y UCCTeYyeMbIX KJINHUYECKUE TUATHO3BI Ka-
TaToOHUHU, HO MeTouka ABQ mnoanep:xxuBaet-
cs Kak KJIMHUYECKUN U MCCe0BaTeIbCKUi
WHCTPYMEHT JIJIS1 BBISIBJIEHUS] CUMIITOMOB Ka-
TATOHUHU B NOMyJadiuu MoJoziesku ¢ PAC.

32

Y muorux nanuertos ¢ PAC He MOTYT G6bITh
OKOHYATEJIbHO JIMAarHOCTUPOBaHbI apheKTUB-
Hble WJIN IICUXOTUYECKUE PACCTPONCTBA M3-3a
TOTO, YTO OTH MAIMEHTHI HeBepOaTbHbBI 1 NMe-
10T cepbe3Hble KOTHUTUBHBIE HAPYIIIEHUsI, HO
HabJI0/[aeMble TIPU3HAKU ¥ CUMIITOMBI JIETKO
y3HaBaeMbl. BOJIBIIMHCTBO cJlyyaeB KaTaTo-
HUN y 7ieTeil 1 moApocTKOB ¢ PAC He cBsI3aHbI
¢ KaKuM-JU00 TOAJIEKAINM COMAaTHIECKUM
WU TICUXUATPUYECKUM cocTosinuem. Harpu-
Mep, B BBIOOpPKe M3 58 z1eTeil 1 MOAPOCTKOB €
katatonueii 18 (31%) nmenn B anamMHe3e Ha-
pyiienusi pa3putus, T. €. PAC, nnTesiexTy-
aJTbHbIEe OTPAHUYEHUST UJTH TIATOJIOTHH HEBPO-
JIOTUYECKOTo pa3BuTus. TOBKO y IBYX U3 HUX
ObLIN MAECHTU(DUITMPOBAHHBIE COMATUYECKIe
W TeHeTnYecKre 3aboseBanust 8.

Kaunnueckue IMMPOABJICHUA KaTAaTOHUU

Karatonusa npu PAC B HacTosiiee Bpems
auarHoctupyercst Ha ocnoBe DSM-5 nipu Ha-
Juaun Tpex m3 12 cummromoB [2]: kaTasen-
cHsl, BOCKOBasi TMOKOCTb, CTYIOp, BO30YIKiie-
HUe, MyTU3M, HETaTUBU3M, CTPAaHHbIE TI0O3HI,
MaHEPHOCTh, CTEPEOTUINU, TPUMACHUYAHUE,
9XOJIANINSA WJIM IXOMPAKCUSA. ITU CUMIITOMBI
MOTYT MPUCYTCTBOBATh M3HAYAJIBHO y TAIH-
enToB ¢ PAC. Oxnako peskoe ycuieHue paHee
MIPUCYTCTBOBABIINX CUMIITOMOB WJIM BHe3all-
HOE TIOSIBJIEHUE€ HOBBIX JIOJIXKHO HACTOPOXKUTD
KJIMHUIIACTA U 3ACTAaBUTH ITPOBECTU OIEHKY HA
npeaMeT quarnosa katatonuu [11; 21; 39] .

Boito  pazpaboTaHO HECKOJBKO IMArHO-
crrdyeckux Imkan karatonun [33]. Haubosee
YacTO MCIIOJb3YyeMON sBJisieTcsl IKanda by-
ma-Mpoancuca (Bush-Francis — BFCRS),
9TO CTAH/IAPTU3UPOBAHHBII WHCTPYMEHT U3
23 NyHKTOB, IIpeiHa3HaYeHHbli /11 AMarHoO-
CTUKH U OIIeHKHU TsiskecTH coctosinus [6]. [lpu
ucnosbzoBannu BFCRS kartatonus wmosker
OBITH JIMAarHOCTUPOBAaHA TPU HAJIUYUU J[BYX
nim GoJiee yHKTOB U3 1epBbix 17-tu. Cepuii-
HbIE OIIEHKU KaTaTOHUU TI0JI€3HBI JIJIs JIeTau-
3aIM U3MEHEeHWH ¢ TeYeHreM BPeMeH! U JIJTsT
OIlEHKU M3MEHEHWIT BO BpeMsi JieueHus [5] B
OTJIEJTbHBIX CJIyYasX U MPU KOHTPOJIUPYEMbIX
uccaenoBanusax. Xord mikaua kararonun by-
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ma-Dpancuca noJie3na /i MalueHToB ¢ ay-
THU3MOM, OHa OblTa paspaboTaHa Ha BBIGOPKE
B3POCJIBIX  OOMIETICUXMATPUUECKUX TaI[HeH-
ToB. B HacTosIee BpeMs HET CTaHIaPTU3NPO-
BAHHBIX PEUTHUHTOBBIX NTKAT KATATOHWUW JIJIsST
nanueHToB ¢ aytusmom. [llkama KAHHE-
PA, nasBannasa B yecth Jleo Kannepa (1894-
1981), xoTopwIil onucans HEHPOMOTOPHBIE M
HepouHAMUYeCKIe OCOOEHHOCTH ayTH3Ma
[23], ObLIa mpeIoKeHA B KAU€CTBE €[ITHOTO
MHCTPYMEHTA JIJIsT KOJMYECTBEHHON OIEHKHU
OCHOBHBIX TPOSIBJIEHUN KaTaTOHUM B INUPO-
KOM /[hara3oHe HelporcuxuaTpuyeckux pac-
CTPOWCTB, BKJIOYAs ayTHU3M U TIepPBa3UBHBIE
paccTpoiicTBa pa3BuTus [ 7]. ITa nikamua sgBJs-
eTCsl ICUEePIIBIBAIOIIEH, OJTHAKO OHA He TPOoBe-
psiJlach U He BaJIMIMPOBAHA IS TIATTMEHTOB C
Ay TU3MOM.

Camonospexmaroniee moBenenne (CIIIT)
peryJisipHo BcTpedaercst y maiueHToB ¢ PAC
Y BKJIIOYAET TaKue BUJIbI TIOBEIEHUST KaK OUThe
cebs1, ylapbl KyJakamu, YKyCbl, Iapananue u
nuaku. CIIIT moxkeT mpuBecTn K 3HAYNTETh-
HBIM TPaBMaM MSITKUX TKaHel, KOCTeii, TpaB-
MaM TOJIOBBI, OTCJIONMKE CeTYATKH, CJIeTIOTe U
naxke cmeptu [29]. Yacto B ocnose CIIII Jre-
JKUT orepanTHoe oOycoBiuBamnue [26], oxma-
ko BHe3anHoe ycuienue CIIIT wHOrma mosker
OBbITH YaCTBIO OOIIEr0 CTEPEOTUITHOTO MOBEJIe-
HIsl, HAOJIO/[aeMOTO TIPU KaTaTOHWN. BUWHT u
[Tax (Wing, Shah) coo6manm o Hajinunum Karta-
TOHUYECKUX CTepeoTHruii y 23—46% mnarmeH-
TOB C Ay TU3MOM, KOTOPBIX OHI HaOsoaasm [40].
Xotst onu He HAOTIOATN CAMOTIOBPESK/IAIOIIETO
TIOBE/IEHNST B PaMKaX CTEPEOTHITHOTO TTOBeIe-
HUSI, OJTHAKO MTOBTOPSIONIMIICS XapaKTep TaKo-
ro TIOBEJIEHUS TPEIoaraeT, YTo CylecTByeT
3HauUTeNbHAsI Koppessiiusg mexkay SIB, kara-
tonuneit 1 PAC. Baxrens u [Jocime (Wachtel,
Dhossche) Boiasumysm rutnioresy [36], uro mpu-
YIHOM 9KCTPEMATBHOTO WJIH YCUJINBAIOTIETOCS
CAMOTIOBPESK/IAONIETO TIOBEJIEHUST HEKOTOPbhIX
narreHToB ¢ PAC MosKeT ObITh KaTaTOHMUS, 4TO
OHM JIOJKHBI HabJIIOIaThCS TaKKe U 10 TOBOJLY
JPYTUX ee CUMITTOMOB ¥ MOTYT JIEYUTHCS METO-
nom ICT. TlepBoHayasbHbII 1 MHOr0OOEIA0-
MU OTBIT B 3TOI 061acTH U T1yOOKOE BO3/IEH-
crBue ICT B Takux ciydasix ObLINM OIUCAHBI B
apyrux paborax [35].
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Kaunnueckoe jieyueHnne KaTaTOHUH

B 2014 rony JleMonr ¢ komneramu (DeJong
et al.) crenmam 0630p ¢ 1980 roza Beex coot-
BETCTBYIOIINX UCCJIEOBAHUI 110 BMEIIaTe b-
CTBaM, UCITOJTb3YEMBIM JIJIs JIEYEHUST KaTaTo-
nuu nipu PAC, onpeietuB 22 oTHOCATIHAECS
K jiesy paboThl 1m0 28 ciydasiMm B3POCJIBIX, a
TakKe JleTell M TOAPOCTKOB, MpuYeM OOJIb-
IIMHCTBO MCCAeI0BAHUIN OBLIN TIPOBEIECHbI B
CIIIA [9]. OHu coobImaoT 0 caydasx Moj-
JIEPKKU  CTIeINATUCTaMU  MCTI0JIb30BaAHUS
ICT, BBICOKHUX /103 JIOpa3elaMa U MOBeJeH-
YeCKUX BMEMIATEJNbCTB [ ATOM TPYIIIIbI
MAIMEeHTOB U C COKaJeHNeM KOHCTaTUPYIOT
OTCyTCTBHE yOEAUTENbHBIX [OKA3aTEIbCTB B
9TON 006J1acTH, J0Ka3aTeNbHOIl 6a3bl, COCTO-
SIIel TOJTBKO M3 ONMMCAHUS CJIy4aeB, MaJbIX
cepuil cy4yaeB M KJIMHMYECKOTO BIeyatJie-
HUsI, C HU3KUM KayecTBOM BeJIEHUSI MPOTO-
KOJIOB JiedeHHsT W (pukcarun 0ObeKTUBHBIX
MoKasaTeJsiell U pe3yJabTaToB. B aToM uccie-
JIOBAaHUM TIOJJYEPKUBAETCS HACTOSTEbHAS
HEOOXOIMMOCTD TIEPCIIEKTUBHBIX J0JITOCPOU-
HBIX MCCJIEJIOBAHUI U KOHTPOJMPYEMBIX HC-
MIBITAHUT.

Onucaunue cayyvasi

14-ymetanit 1onoma P. poauiics B Cpok 1o-
cJie HopMasibHON GepemeHHocTH. B Bo3pacre
Tpex JieT emy Obu1 mocTtaBien auarao3 PAC
C YMEPEHHOW WHTEeJUIEKTYaJIbHOW HemrocTa-
TOYHOCTHIO M3-32 COIMATIBHBIX /1e(UIUTOB,
KOMMYHUKaTHBHBIX MTPOGJIEM 1 KOTHUTHBHBIX
pacctpoiictB. OH Havas 3aHUMATHCS y JIOTO-
neza 1 ObLI 3aYMCJIEH B CIIEIUAJbHbBIN yueh-
HBII KJacc. bpuio mpoBeneHO reHeTHyeckoe
TeCTUPOBAHUE, KOTOPOE JAJI0 OTPUTIATETbHBIN
pesysbrar. B ero cembe panee He ObLIO [Ha-
rHoctupoBano ciaydaeB PAC. B nauasbHOi
IIKOJIE €r0 C XOPOIIUMHU pe3yJbTaTaMu Tie-
PUOIUYECKU JIEYUJU CTUMYJSTOPAMHU  KakK
TUMTEPAKTUBHOTO pebeHKa ¢ MMITYJIbCHBHBIM
oBeieHreM. Y Hero ObLI TaksKe JIeTKUN THK,
KOTOPBIN He TpeboBas JjiedeHus. P. xoporio
YUYUIICS B IIKOJIE, CBOOOIHO TOBOPHJI U MOT
NEeNCTBOBATD IOBOJIHHO HE3aBUCHMO.
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B nepsblii rog ero oOydeHust B CpemHei
MKoJe HaOJMIoaCsl BHE3ANHBIH U Pe3Kuil
pPOCT AaHOMAJIBHBIX JIBUKEHUI, BKJOYAS TO-
BTOPHOE MTOBOPAYNBAHNE TOJOBBI BJIEBO, MOP-
ranvie, TpUMacHUYAHWe, 3aWKaHWe, TTOBTOPSI-
IONIMecs JBUKEHUS TaJblleB U TOTHPAHUE
rsia3. OH HauaJs rOBOPUTH MEHbINle U TOJBKO
BbICOKIM TosocoM. [Ipu ocmoTpe HeBposiorom
y Hero ObLTa Takke OOHapysKeHa BOCKOBast
ruOKOCTD, B OCTAILHOM HEBPOJIOT OTIPEIEUT
€ro Kak HEeBPOJIOTMYECKU He TOBPEKIEeHHOTO
nozpoctka. KosmdaecTBO 1OTPeO/IsieMbIX UM
MUY 1 SKUIKOCTA YMEHBIITUJIOCh, U TTallUeHT
HavaJl TepsITh BeC M IJI0X0 cnark. Y P. Habumo-
NATNCh STU30/IbI CO3EePIAHNs, OTCTPAHEHUS
U 3MIU30/Ibl HABSI3UMBOTO MBIThSI PYK W Y4aCTO-
ro mpuaATHa ayma. OH cTaql TPEBOXKHBIM U
03a00YEeHHBIM CMEPTHIO, U Y HETO MOSIBUJIAChH
MPUCTYTIBI T71aua. Beipaskenue ero juna cra-
JIO HaNpPsUKEHHBIM W MackooOpasHbIM. Ero
CII0COOHOCTD MHUCATh YXY/AIINIACh, 4 OLEHKH
CHU3UJINCH. Hepe3 HECKOJIbKO HeJleslb I0cJe
MOSIBJIEHUST 9TUX CUMITTOMOB TTAIMEeHT PaccKa-
3aJ1 Jisi/e, 4TO HaJl HUM U3/IeBAJIUCH B HIKOJIE.
Dusnyeckoe HACUIINE U CEPbE3HbBIE YTPO3BI CO
CTOPOHBI CBEPCTHUKOB OBLIN TOATBEPIKICHDI
ocJie TMKOJBHOTO PACCIeI0BAHMS.

[Tocne mogBaeHns 3TUX aHOMAJbHBIX
JIBVKEHUN Obla TMpoBeleHa MarHUTHO-pe-
30HaHCHasl ToMorpacdusi ToJIOBHOTO MO3ra U
anexTpoaHIledasorpamMma, ToKa3asIie OTpu-
IaTeJIbHBbIE Pe3yabTaThl. [eHeTHYecKoe TecTu-
poBaHue, MeTaboJINYECKUIT 1 ayTOMMMYHHBII
aHaAJIN3, aHAJTN3bl Ha CBIBOPOTOYHYIO MEb U
HEPYJIONJIAa3MUH  JlaJId  OTpUIlaTesIbHble pe-
3yJIbTATBHI.

B Teuenue cienyioniero roja ero IMncUXu-
aTp HA3HAYWUJ [VIMHHBIN CIUCOK MPernaparos,
HAIIPaBJIEHHBIX TIPOTUB TUKA U TPEBOKHOCTH,
BKJIIOYAsT HECKOJIBKO CEJIEKTUBHBIX HHTUOUTO-
poOB 06paTHOTO 3axBarta cepoTOHWHA ((HIyoK-
CETUH, CEPTPAJIVH ), IyJIOKCETUH, MUPTa3aInH,
ATUINIUYHbIE AHTUIICUXOTUKU (PUCIIEPUJIOH,
apunuipason), dbaydeHasut, KIOHUAWH, Ty-
andanrH ¥ (B HU3KUX J03aX) OeH30/uase-
nuHbl (4 Mr quazenama, 0,5 MT jopasenama u
KJIOHa3ernama). JTo JiedeHne OKa3ajloch Gec-
[I0JIE3HBIM WJIM HPUBOAMIO K MOOOYHBIM 2(h-
(dekram, KOTOpble TPeOGOBAJIU IPEPHIBAHMUS

npuema JiekapcTB. PasoBasi 7103a 3osmujiemMa
(10 ™r) BbI3bIBasia BO30OYIKAEHWE U YCHJIE-
Hue TuKa. P. He ryotas TabjeTKu peryJsipHO
U IPUHUMAJT TOJBKO JKUIKUE TIPerapaThl Win
pacTBOpUMbIe TaOJIETKM.

Cocrosgnue P. npoposkasio yxyamarbes,
OH HYJKIAJICSl B TIOMOIIU TIPU TIpUeMe THIIH,
OJIeBaHUH, YMCTKe 3yOOB M pacyeChIBAHUN BO-
Jgoc. Ero peub cocrosiia u3 Kopotkux ¢hpas,
MIPOU3HOCUMBIX BBICOKIM TOJIOCOM, ¥ OCTaBa-
Jlach CUJIBHO coKpaiieHHoi. OH Kavyaj roJio-
BOI1 1 GecrpecTaHHO cTy4as 3ybaMu, B3par-
BaJI TIPEeyBEJNYEHHO, OCTABAJICS 3aMKHYTBIM
B anu30/1ax BosiHeHUs. Ero HeBposor mper-
JIOKWJT IMaTHO3 KATaTOHWUU U PEKOMEHI0BAT
ICT 6Gosee ueM yepes TOJ MOCTE MOSIBICHUS
CUMIITOMOB.

JluarHos kaTatoHWM OBLI IOATBEPIKIEH,
HAvyaJIoCh cCUCTeMaTHUecKoe JieueHue Jopase-
maMOM, HaunHas ¢ 1 MT mepopasibHO /iBa pa3a B
JIeHb ¢ OBICTPOIT SCKaIaIuell 10 7 MT [Ba pasa
B JIeHb B TedeHue secatu aHeil. [lockombky y
MasbyMKa yJaydlieHne ObLI0 MIUHUMaIbHBIM,
Obta  pexomengoBana JCT. Ypenuuenue
N03BI JiopasenamMa 7o 16 Mr mpuBesio K cena-
IIVM ¥ YCUJIEHUTO BO3OYKICHNS.

Boina Hauata 6unarepanbiasgs DCT Ha am-
OyJTaTOPHON OCHOBE TIPU YMEHBIEHUH TTPH-
ema Jjiopasenama. Ilocse 12 ceancos nBycTo-
pouneit ICT karaToHuUs Mpolia, U MaueHT
BO3BpaTUics K ncxogHomy cocrosiiuio. ICT
Oblyia pekpaiiena, u nojepsxusaoieit ICT
He TpeOOBaIOCh. Y HEro He ObLIO PENINBOB B
TeyeHwre 2-X JIeT MOCJAey0ero Hab I IeH S,
[Tonnep:xuBatoiiee sedenue P. coctout wu3s
oJIaH3aIMMHA 25 MT ITEPOPATHHO U ITEPOPATHHO
Jopazenama 6 MT B /1eHb.

KomMmenTapuii

Y aToro nanueHTa KataToHus ObLIa IHarHo-
CTUPOBaHA C 3aIl03/[JaHueM, COOTBETCTBEHHO —
3a103/1a7I0 W JieueHue, TTOCKOIbKY CUMITOMBI
MOSIBUWJINCH 324 TOJ JI0 YCTAHOBJIEHUSI HEBPO-
JIOTOM O(UIMATBHOTO /MAarHo3a KaTaTOHUM.
ITO MPUCKOPOHAS, HO HEPEAKAs CUTYalust W
B Hamm aHu. CyliectByer croiikoe 3abirysx-
nenue, uto nanueHt ¢ PAC He MoxeT Takxke
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UMeTh CUMIITOMbBI KaTaTOHUU. ITO, BEPOSITHO,
OTTOJIOCOK JIaBHETO, HO OIMIMOOYHOTO IPej-
CTaBJIEHUS O TOM, YTO KATATOHUS YKA3bIBAEeT HA
muarno3 muzodpenun. [lammenTsr ¢ PAC ya-
CTO 3aTPYIHSIOTCS B OTMMCAHUY CUMIITOMOB, HO
3HAUYMTEJIbHOE M3MeHeHHe B 6a30BOM YPOBHE
(byHKIIMOHUPOBAHUS U TTOBE/IeHNSI, KaK BU/IHO
B 9TOM CJIydae, SIBJISIETCS TPUIMHOMN /17151 OoJee
THIATEJBHOU OIIEHKU U TOCJe/ytollell paspa-
GOTKU ITPOTOKOJIA JIEYCHUSL.

Bosmoxno sammanupoBath ICT mocie
OCTPOTO 3IM30/la KaK MOJJiep;KUBaloliee Je-
yeHue /s MPpoOUITAKTUKYA PEIUIUBOB U KOT-
7la TOSIBJISTIOTCS 3aPOXKAAIONINAECS CUMITTOMBI
kataToHuu. sRenarenbHo miaanuposatb JCT
Ha THOKOI OCHOBe ¢ 00CY/KIEHIEM U B3alMO-
JEeHCTBUEM MEKIY TIePCOHATOM aMOYIaTOPHH
u cayx60it ICT. [Ipyrue aBTopsl coobmanmm
o BaxkHoct IJCT B KayecTBe ToOjIepKUBa-
IOMIero JieYeHus TPU YCTONYUBON PeMUCCUN
cumnromosn [37]. IIpogoskurenbHoe Jsede-
Hue Merogom IJCT — yacrto exmHCTBEHHOE
BO3MOYKHOE CPEJICTBO [IJIsI TIPEOTBPAIEHUS
PELUINBOB, KaK U B CJIydasx MalueHToB 6e3
aytusma [24; 30].

PazBuTnio kaTaTOHUY TIPeIIIIECTBOBAT 3HA-
yuTeNbHBIN cTpecc. TpaBmarnyeckue coObi-
TUSI U CTPECCOPBI He BCeT/Ia JIETKO PAaCliO3HaTh,
nockosbky maimerty ¢ PAC mosker OBbITH
TPY/HO BBIPA3KUTh ATOT CTPECC U3-3a IIPOOJIEM C
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KOMMYHUKaIMel 1 nepeaadeil cyOobeKTHBHBIX
nepexxuBannii. [lax u Bunr (Shah, Wing)
[32] oOHapy:KuIM, 4TO AJIUTETbHBIE TIEPEKU-
BaHWS, BBI3BAHHBIE CTPECCAMU, 4acCTO TIPe.-
IIECTBYIOT PA3BUTHUIO KATATOHWHU Y Ay TUIHBIX
MOJIOZIBIX JIIofieil. sKu3HeHHble HeypsIUIlb,
noteps MPUBBIYHOTO YKJIala U CTPYKTYPHI,
MepesKUBaHUS YTPAThI, KOHPIUKTHI C POAUTE-
JIIMU, BOCTIUTATEJISIMUA WU CBEPCTHUKAMU U
HECOOTBETCTBHUE MEK/Y BO3MOKHOCTSIMHU MO-
gomoro yenoBeka ¢ PAC n oxupganusiMu po-
JUTEJIEN MOTYT CIIPOBOIIMPOBATH KATATOHUIO.

Hab6urro/ieHust, 4To KaTaTOHUsSI CJIEAyeT 3a
HepernoHAIIei cybbeKTa TPeBOTON M3-3a
TPaBMbl WJW BOCIPUHUMAEMON OMACHOCTH,
MTOJIOKUTENbHBIN 2hhEKT JedeHns KaTaTo-
HUW aHKCUOJUTHKAMU, TAKIMHU Kak OGEeH30/11-
asenuHbl Wi 6apOUTyparThbl, U IICUXOTeHHbIe
Teopun KaratoHuu [28] 0cobeHHO TpUMEHM-
MBI K JIIOJISIM C ayTU3MOM M3-32 UX TTIOBBIIIECH-
HOW COIMAJIbHOU, KOTHUTUBHOW 1 CEHCOPHOU
ysassumoctu [13; 17]. Barychas teopus ka-
tarouun ipu PAC Obuta npemioxkena [15] B
KauyecTBe PaCIIMPeHust OOIIel MoJUBaryCHOI
TEOPUU B OMOJIOTUU COIMAIBHOW BOBJICUEH-
HOCTU W TIPUBSI3AHHOCTH, BIIepBbIe copmy-
aupoBannoii [Toprecom (Porges ) B 1995 roay
[31] B KauecTBE OCHOBBI st OOBEAMHEHUS
Pa3IMUYHBIX TTATOPU3NOTOTHIECCKUX W JIedel-
HBIX aciiekToB KataTonuu npu PAC.
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