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3MOXXYTb Bifipasy IPUCTYIIUTH SO HEOOXifHVX IIKyBaIbHO-
podimaKTUIHNUX 3aXONiB.

HapOCTAI0YOI0 COLIia/IbHO-TPYHOBOIO Jie3a/JaTalli€lo Ta iHBa-
JIiIM3al1i€lo, aJ;IKOrO/Ii3MOM, MeIVIKaMEeHTO3HOIO 3a/IEXKHICTIO,
npobneMaMu B KONEKTUBI, CiM’i, KOHIIKTOM 3 3aKOHOM,
cyinupanbHi cnpobu. Y 3B’a3Ky 3 MM € HeOoOXifHICTD mo-
TaJIbIIOTO AUCIIAHCEPHO-TIOMIKIIHIYHOTO CIIOCTepeXKeHHA i
IPOBeJIeHH JOBIOTPYBA/IMX JIIKYBa/IbHO-IPO(IIaKTUIHIX

3aXOJiB. 2.

[TpodinakTyka NCHMXiaTpUYHNX PO3/Ia/iiB IIPM KaTaCTPO-
(ax € CKIaTHOIO CIIPABOIO, OCKITIbKY €KCTPeMasIbHi cUTyail
BYHMKAIOTh 3a3B/4alil PalTOBO i 3HEHAIIbKa.

Benuke 3sHaueHHA Ma€ MOXX/INMBE NMPOTHO3YBAHHSA €KC-
TpeMabHUX cuTyanill. HeobxigHo, mo6 Bci MemyraHi mparis-
HMKY OY/IM 3HAJIOMi 3 OCHOBHMMY NOJIOXKEHHAMY MEIULIMHN
Karactpod, i Tozi BigmoBigHo migroroseni npodecionanu
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HEKOTOPBIE OCOBEHHOCTY ICUXWYECKUX HAPYIIEHWI B PE3V/IBTATE OKCTPEMAJIbHBIX CUTYAIIMN
E.IL Benrep, 10.5. Yomau

B aroit paboTe aBTOPBI OBITA/IACH OCBETHTH HEKOTOPBIE ACIIEKTHI ICYXNYECKIX PACCTPOIICTB, BOSHUKAIOIIMX B 9KCTPeMa/IbHbIX CUTYalmsX. B mporecce nccnenoBanmus
po6/IeMBI ABTOPBI PACCMOTPE/N BOIPOCHI IIATOreHE3a U STHONOTMI IICUXINIECKIX PacCTPoiicTB. Takke cOCPeFOTOYEHO BHUMAHNE Ha IIPoGieMe K1accudUKaLiu, KIMHIIeC-
KOJ1 KapTVMHBI ¥ TeUeHNsI JJAHHBIX PACCTPOICTB. PacCMOTpEHBI CpaBHUTE/IbHbIE BO3PACTHDBIE 0COOEHHOCTH IICHXMYECKNX PACCTPOIICTB ¥ VX JIeYeHNs], peabummTaryy i npodu-
NAKTUKI. DTU MCCIEOBAHN IO3BO/IAIOT CUCTEMATU3UPOBATD JAHHbIE O NICUXNYECKMX PACCTPONCTBAX B Pe3y/IbTaTe YPe3BbIYAIHBIX CUTYaLuit 1 o6ecriednts 9 deKTIBHbIE
METOJIbI JIEYeHNs], PeaGyIUTALN U IPOGUIAKTUKY JAHHBIX 3a60/IeBaHMIT.

KimoueBble C10Ba: IICUXITYECKIE PACCTPOICTBA, IKCTPeMaIbHble CUTYAINM, STUO/IOTYA, IATOTeHe3, KIAcCu(MKaIs, KIMHUKA, JIeYeHNe, peabyInTaIus 1 IpoduIakTuKa.

SOME FEATURES OF THE PROBLEM OF MENTAL DISORDERS AS A RESULT OF EXTREME SITUATIONS
0. Venger, Yu. Cholach

In this work we tried to illuminate certain aspects of mental disorders that occur in extreme situations. In the process of research the problem we tried to illuminate the
pathogenesis and etiology of mental disorders. Also focused on the problem of classification, clinical picture and flow data of disorders. Reviewed the comparative age features of
mental disorders and their treatment, rehabilitation, and prevention. These studies allow to systematize data about mental disorders as a result of extreme situations and provide
with effective methods of treatment, rehabilitation and prevention data disorders.

Some features of mental violated as a result of extreme situations - In this paper we have tried to highlight some aspects of mental disorders that occur in extreme situations.
The research problems we have tried to highlight the pathogenesis and etiology of psychic disorders. Also focused on the problem of classification, clinical picture and course of
these disorders. Was considered comparative age characteristics of mental disorders and their treatment, rehabilitation and prevention. These studies make it possible to organize
data on mental disorders as a result of extreme situations and acquaint with effective treatment, rehabilitation and prevention of these disorders.

Key words: mental disorders, extreme situations, etiology, pathogenesis, classification, clinic, treatment, rehabilitation, and prevention.
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EARLY EPILEPTIC ATTACKS IN PATIENTS AFTER STROKE
AS AN IMPORTANT PREDICTOR OF THE COURSE OF THE DISEASE

Uzhhorod National University Mukatchiv Central District Hospital

The small clinical studyprovided data on the incidence of seizures(9.1% in ischemic
and 16.6% - inhemorrhagic stroke), their prognostic significance and impact of ‘early’
seizures on stroke courseand mortality depending on the mechanism of brain damage.
These data help to improve diagnosis, patient management for both ischemic and
hemorrhagic stroke. Correlation has been identified for early seizures developing in
acute ischemic stroke, and pathogenetic mechanism of ischemic stroke (hemodynamic
disorders, cardioembolic stroke, or combination of atherosclerotic stenosis with
cardioembolic stroke). Early epileptic attacks are prognostically unfavorable factor
for hemorrhagic stroke. Early seizures are developed in patients with large size (50
mm)ischemic lesion (p = 0.0001; OR - 3.32; 95% CI: 1.74-6.32), as well as with the
average hemorrhage (p = 0.0008; OR - 2.66; 95% CI: 1.47-4.8). In ischemic stroke,
the early attacks may be a marker of severe course, and correlate with high risk of
recurrent stroke, thus requiring close medical care and prevention activities. To treat
post-stroke symptomaticepilepsy,oxcarbazepine ,levetiracetam, andlamotriginecould
be recommended. Valproate and topiramatein this type of epileptic attacks should be
considered as second-line drugs, considering their side effects.

Key words: epilepsy, stroke,
«early» epileptic attack.

and mature age the main cause is the consequence of cranial-
cerebral trauma, brain tumor and inflammation processes in

Actuality: symptomatic form is an important problem of
epileptology because 20-30% of all patients with epilepsy suffer

from this form of the disease. The causes of emerging symptomatic
epilepsy are different in various age groups of patients. In children

central nervous system. Among the most significant identified
risk factors of epilepsy with late debut cerebral-vascular
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pathology occurs in 40%. That’s why it is recommended that
all aged patients with first recovered epilepsy should undergo
screening to reveal risk factors of vascular pathology and to
choose proper therapy for its reducing [9]. Another important
identified cause of epilepsy with late debut is dementia that
accounts for 11 to 16% of cases [18]. The third significant cause
of epilepsy in the aged is neurosurgical pathology, including
cerebral tumors (4%) and cranial-cerebral injuries (from 1 to
3%). Most authors underline that epilepsy with late debut can be
caused by neurosurgical interventions themselves in connection
with hematomas, tumors and intracerebral blood flow [13].
C.Kellinghaus and his co-authors (2004) point out that it is
difficult to diagnose epilepsy with late debut because of prevailing
focal components (auras), automatisms, atypical absentias and
one-sided attacks with developing postattack Todd paralysis. All
this can be judged by the doctors as the nonepileptic genesis state,
for example, psychomotor excitement, cortical and hemispheral
infarctions [13]. From the other side A.Zaidi et al. (2000)
showed that cardiovascular events can mimicrate the state that
resembles epiattacks. In this case the patients are administered
anticonvulsants, and the doctors erroneously conclude that there
are pharmacoresistant attacks on the background of antiepileptic
therapy. Among the states of vascular genesis which resemble
epileptic attacks the authors mentioned bradicardia, hypotension
vasovagal syncope, vasovagal reactions during intravenous
injections, cardiac rhythm blockade carotid arteries palpation
and carotid sinus irritation [29]. Therefore, when poststroke
epilepsy (PSE) is diagnosed in old-aged patients for the first
time complex cardiologic examination is recommended. It's
also mentioned that the postattack confused consciousness in
old-aged patients lasts much longer than in young patients and
in children. Besides, diagnostic difficulties are connected with
problems in interpretation of interattack by means in interictal
EEG. Considering the abovementioned facts the problem of
epilepsy with late debut is becoming actual in most developed
countries because of existing demographic problems and aging
population [1].

Investigations carried out in Norway showed that severe
strokes are statistically important independent predictors
(risk factors) of PIE. Nowadays American population example
showed that over 20 thousand new attacks of epilepsy develop
in Americans annually. These investigations were published in
the journal «Epilepsia» in 2005 [19]. In one of the long-term
prospect studies including over 500 patients it was shown
that severe insults result in 5% increase of the risk of PIE
development compared with moderate insults. However, the
treatment in specialized insult units, primary insult debut age
and geographical features did not statistically affect the risk
of developing epilepsy in this investigation.

At the same time it was pointed out that thrombolysis
in acute period of insult alongside with the application of
modern neuroprotective preparations can play an important
part in prevention of PSE. Therefore the scientists in many
countries are greatly interested in the evaluation of insult
treatment effect in its most acute and acute stages on the PSE
development risk.

0.Camilo, L.B.Goldstein (2004). These authors showed a
very great variability in PSE development frequency - from
2 to 33% in early poststroke period and from 3 to 67% in late
postinsult period. But the average frequency of PIE develop-
ment (according to the data obtained during mathematical
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calculations) accounted for 2.4% and was higher in those
cases when epileptic attacks developed during later periods af-
ter the insult. The authors pointed out that it was necessary to
carry out many national investigations in order to understand
PSE social aspects, its prevention and adequate therapy [7].

This can be explained by the peculiarity of long-term epi-
leptogenesis in old-aged patients. On the other hand, in the
available medical literature according to the data of investiga-
tion in Great Britain it was shown that epileptic patients with
late debut (after 60 years) have an increased risk of developing
stroke. On the basis of the analyzed data from the National
Statistic Centre of general practitioners R.Tallis et al. (Geriatric
Medicine Department of Manchester University) analyzed
4709 clinical cases of PIE in England and Wales (patients over
60) having no epilepsy in their family history. This study popu-
lation included those individuals who have no symptoms of
cerebrovascular pathology, brain injury, brain tumor, alcoholic
or narcotic addiction, dementia in their family history, as well
as those who have no indications of using antiepileptic prepara-
tions for any other cause. The average year of birth in this group
was 1920. 2044 males and 2645 females were included in both
groups (control and comparative). It was demonstrated that in-
sult developed in 10% of patients with epilepsy compared with
4.4% individuals in the control group. In this case the absolute
difference was 5.6%. The average risk of stroke development
in the comparative group was 2.89% compared with 1.4% in
patients having high level of cholesterol concentration, HDLP.
The authors pointed out that patients who developed epileptic
attacks in old age have a higher risk of developing stroke [12].

Analyzing the MRT data in patients with PIE M.E.Lancman
et al. showed the highest risk of convulsive attacks after hem-
orrhagic strokes, cortical infarctions, as well as during insults
with extensive damage of the brain (enveloping more than one
part of it) [17]. A very important indication of PSE develop-
ment risk is the development of epileptic status in acute and
the most acute periods of stroke [25].

According to the works of Spanish scholars - ischemic
insult is the most frequent (in 30-50% of cases) etiologic factor
of epilepsy in patients over 60, while in those below 60 - only
in 26% of cases (Martinez-Garcia FA, et al., 1998). Therefore
a particular place is occupied by postischemic stroke epilepsy
(«poststroke» epilepsy) and epileptic attacks (EP) during the
ischemic stroke acute period: epileptic attacks with «early
onset» or «early» attacks.

Nevertheless, it would be wiser to admit (M.E.Lancman’s
rightness) that acute epileptic attacks appear more often dur-
ing hemorrhagic than during ischemic insult. Acute epileptic
attacks develop in 3.7% of all stroke cases; in 6.5% carotid
infarctions, and in 10.2% hemorrhagic cases (hemorrhagic
insult). (Faught E. et al., 1989; Kilpatrick C.J. et al., 1992;
Weisberg L.A. et al,, 1991; Milandre L. et al., 1992).

Most of the investigations mentioned above are devoted to
the study of cliniconeurological peculiarities of patients, elec-
trophysiological and structural morphological characteristics of
postischemic foci which are the substrate of «poststroke» epilep-
tic attacks. There is insufficient attention to pathogenetic clinical
features, neurovisualizing data in patients with an epileptic attack
during acute period of the insult («early» epileptic attack) which
are usually considered together with «late» epileptic attacks.

Considering epileptic attacks frequency during isch-
emic stroke there are contradictions in literature. In case
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of nondifferential approach to «early» and «late» epileptic
attacks in patients with ischemic and hemorrhagic insult
which is discussed in most investigations the frequency of
epileptic attacks is from 0.4 to 43% (So A.L. et al., 1996;
Arboix A. et al., 1997; Berges S. et al.,, 2000). The effect
of vascular diseases risk factors on the development of
epileptic attacks in case of ischemic insult was considered,
according to the data in literature, only in general patients’
groups with ischemic and hemorrhagic insult (Arboix A.,
Garcia-Eroles L., Reith J., Jorgensen H.S. et al.,, 1997). At
this stage, as it was mentioned above, frequency, time and
character of the attacks are not studied sufficiently. There
is insufficient knowledge about the factors leading to the
development of attacks and their prognostic effect on early
mortality and epilepsy risk.

At present most countries of the world use classification
G.Barolin, E.Scherzer (1962), who suggested differentiating
epileptic attacks during cerebrovascular pathology depend-
ing on their onset with respect to the insult development [5].
Attacks-predictors (heralding) develop before insult in case
of cerebrovascular disease (CVD) and very often they are in-
dications of the past impairment of cerebral blood circulation
(CBCI) or indicate about the so-called «dumb» insult which
is not accompanied by the marked neurological deficit and is
further diagnosed retrospectively according to the CT data.
Early epileptic attacks occur during the first 7 days of insult de-
velopment. Late attacks, or PIE mean that epileptic attacks will
develop after 7 days or more after the insult [1, 4, 8, 15, 16, 25].

Prognostic «significance» of «early» attacks during the
course of insult is not unanimous. Some investigators think:
«early» attacks result in hospital mortality and are bad prog-
nosis of insult (Spenser S.S., 1997; Kurash Pro.Ya., 2000).

It is not less important in clinical practice to study
convulsive attacks caused by this or that factor. Convulsive
attacks can be caused by the patient’s diabetes mellitus (in
case of hypoglycemia), as well as in patients with well-marked
phenomena of dehydration. Alcoholism is a less important
factor (Kurash O.Ya., 2000). As a rule, convulsive attacks in
such cases result from an abrupt cancellation of alcohol or
on the background of severe alcoholic intoxication.

The abovementioned facts called for the actuality of
investigating «early» and «late» epileptic attacks (EA) risk
on the basis of dynamic clinical examination of the patients
with ischemic and hemorrhagic insult together with the study
of cerebral dynamics indices of neurovisualized data. All this
defined the aim of this study.

The aim of the investigation

To study the effect of «early» epileptic attacks on the
severity of insult course, its relapse risk and the fatal outcome
based on catamnestic investigations.

To reveal clinic-neurological peculiarities, frequency and
prognostic value of «early» attacks in patients with ischemic
and hemorrhagic stroke.

To analyze the risk factors of epileptic attacks during
the period of stroke depending on its character (ischemic,
hemorrhagic).

Methods and materials

We analyzed the family history data and the two-year
catamnesis of 427 patients admitted to the vascular neurology

Department of Mukatchiv Central District Hospital where
insult was diagnosed and confirmed. We studied patients
both with ischemic insult where there were 373 patients and
54 patients with hemorrhagic insult.

The result and their discussion

The selected group of patients were diagnosed
according to their sex: 202 females and 220 males suffered
from stroke. Patients were sex-distributed according to
ischemic and hemorrhagic stroke. This distribution is
given in Figure 1.

178; 48% 24; 44%

30; 56%

Female mm Male

Figure 1. The patients’ distribution according to sex in groups with ischemic
and hemorrhagic stroke (p<0.01)

During one year catamnesis epileptic attack occurred in
39 (9.1%) individuals. Epileptic attacks dynamics in patients
with stroke is given in Figure 2.
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Figure 2. Epileptic attacks dynamics during one year after the stroke

During the analysis we revealed the difference between
the frequency of epileptic attack in patients with ischemic
and hemorrhagic stroke. Among 373 patients who had isch-
emic stroke epileptic attacks were fixed in 27 patients (7.2%),
«early» epileptic attack being fixed in 19 (5.0%) patients. In
patients who had hemorrhagic stroke epileptic attack were
fixed in 12 (22.2%) individuals, in 9 (16.6%) «early» attacks
being fixed. See Figure 3.

Ischemic stroke

Hemorrhagic stroke

Figure 3. Distribution of the patients according to the type of stroke and
epileptic attacks frequency (the data are given in %, p<0.05)
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The degree of the marked neurologic deficit during the
acute period of ischemic stroke (according to NIHSS scale)
was considered to be medium severe (4-11 grades) (p =
0.0009; OR - 2.64; 95% CI: 1.38-5.05), while the stroke that
occurred in 60-69 age group (p = 0.0003; OR - 5.12; 95% CI:
2.64-9.9). The degree of the marked neurologic deficit dur-
ing the acute period of ischemic insult (according to NIHSS
scale) was considered to be a severe neurological deficit (12
and more grades) (p = 0.0006; OR - 3.08; 95% CI: 1.58-6.03),
while the insult that occurred in 50-59 age group (p = 0.0000;
OR -5.01; 95% CI: 2.76-9.07).

During the ischemic stroke patients with «early» attacks
revealed the most marked risk factors of the insult develop-
ment: cardiac fibrillation (p = 0.0001; OR - 5.56; 95% CIL:
2.9-10.65), myocardial infarction (p = 0.005; OR - 3.77; 95%
CI: 1.38-10.32) and diabetes mellitus (p = 0.0001; OR - 5.38;
95% CI: 2.48-11.65). In case of hemorrhagic insult the most
marked risk factors are diabetes mellitus (p = 0.0002; OR -
2.9; 95% CI: 1.61-5.18) and alcoholism (p < 0.05; OR - 2.17;
95% CI: 0.99-4.75).

«Early» epileptic attacks development is correlated with
the degree of the neurological deficit, the size of the damaged
area. «Early» attacks are developed in the patients with a large
sized ischemic focus (over 50 mm) (p = 0.0001; OR - 3.32;
95% CI: 1.74-6.32), as well as in cases of medium bleeding
(p =0.0008; OR - 2.66; 95% CI: 1.47-4.8).

It's much harder to treat PSE compared with epilepsy
treatment in young patients [14, 23]. It is connected with
a greater risk of interactions between medicines, renal and
hepatic disfunction which require longer intervals of anti-
epileptic drugs administration compared with the patients of
younger and medium age, cognitive impairements in elderly
patients with concomitant Alzheimer disease, Parkinson
disease, hypertonic multiinfarction encephalopathy, etc.
which stimulate increased sensitivity and greater side effects
of antiepileptic drugs [18]. Dose-depending side effects of
antiepileptic preparations, such as vertigo, equilibrium dis-
balance, as well as preparation specific side effects, such as
hyposodemia or tremor may be due to a higher concentration
level of antiepileptic preparations in blood serum compared
with that in younger patients [23]. Anticonvulsive prepara-
tions side effects may be due to the age of the patients, for
example, AEP-associated osteoporosis risk increases, osteo-
malacia on the background of phenobarbital, phenitoin, per-
midon administration increases, too. In this case osteopenia
and osteoporosis risk greatly increases during polytherapy
compared with monotherapy. On the other hand there is very
limited information about investigation of new anticonvul-
sants in elderly patients [18]. Thus in 2004 21435 war veterans
in the USA (patients over 65 with epilepsy) were treated with
phenobarbital and phenitoin [21], although both prepara-
tions cause a marked sedative effect and result in cognitive
impairments and stimulate pharmacological interactions [26].
Phenitoin causes complicated dosing in patients of old-age
groups because it has nonlineal side effects.

Elderly patients take a lot of preparations for both epi-
lepsy and somatic diseases. Antiepileptic preparations may
pharmacologically interact with other medicines. Minimal
pharmacological interaction profile is described only for new
antiepileptic preparations (gabapentin, levetiracetam) [27].
Both preparations are effective in case of focal epilepsy and
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is excreted unchanged mostly through kidneys, its dosage de-
pending on the renal function impairment. Somnolentia may
also mimicrate the use of these preparations [18]. According
to the latest studies only 25% of patients with epilepsy with
late debut have generelised tonico-clonic attacks, 43% have
only complex focal attacks, 32% have focal attacks which are
very hard to diagnose in old-aged group, because they are
underestimated by the patients, his relatives and neurologists.
Traditional antiepileptic preparations — carbamazepin,
phenitoin, valproats are metabolized in the liver. Thus, car-
bamazepin and phenitoin which induce hepatic metabolism
may decrease the effects of many medical preparations includ-
ing chemotherapeutic glucocorticosteroids or varfarin. Val-
proates and lamotridgin inhibit hepatic metabolism, increase
the risk of hepatic insufficiency, particularly on the back-
ground of hepatoduodenal zone insufficiency. Karbazepin
greatly increases hyposodium risk which must be taken into
consideration while treating patients with PSE who undergo
treatment for arterial hypertension using thiazide diuretics
(hypothiazide, indapamide, arifon). In this case vertigo,
lethargy, somnolence associated with hyposodemia are very
frequent [24]. In this connection it is important to carry out
clinical pharmacomonitoring of carbamazepin concentration
(phinlepsin, tegretol and others) and okscarbazepin (trileptal)
as well as sodium concentration in blood serum.
Considering the abovementioned me can recommend
okscarbazepin, levetirazetam and lamotridgin for treating
somatic postinsult epilepsy. Valproates and topiramt are
preparations of another line because of their side effects.

Conclusions

Data about development frequency (9.1% during ischemic
and 16.6% during hemorrhagic STROKE), prognostic signifi-
cance and epileptic attacks effect on its course and lethality
during acute insult period depending on the mechanism of
brain damage were obtained. The data received contribute
to a better diagnostics and patient’s treatment tactics both
in case of ischemic and hemorrhagic insult. We defined the
interrelation between «early» epileptic attacks which develop
during the acute period of ischemic insult and pathogenetic
mechanism of ischemic insult (hemodynamic impairments,
cardioemboly or joint atherosclerotic stenosis and cardio-
emboly). «Early» attacks are prognostically an unfavourable
factor in case of hemorrhagic character of insult. «Early»
attacks develop in patients with ischemic large focus (over
50mm) (p = 0.0001; OR - 3.32; 95% CI: 1.74-6.32) as well as
during medium size hemorrhage (p = 0.0008; OR - 2.66; 95%
CI: 1.47-4.8). In case of ischemic character of insult «early»
attacks may be severe course markers and correlate with a
high risk of insult relapse which requires a more thorough
neurological examination and taking special prophylactic
measures to treat symptomatic postinsult epilepsy. We can
recommend oksacarbazepin, levetirazetam and lamotridgin.
Valproats and topiramt are preparations of another line dur-
ing this form of epilepsy because of their side effects.
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PAHHI ENNUVIENTUYHI HAITATTM Y TAIIEHTIB MICTIS THCY/IBTY SIK BAJKJIVIBUI ITPEAVIKTOP ITEPEBITY 3AXBOPIOBAHHS
H.B. Codinkanna, M.M. Opoc, B.B. JIyus, B.I. Cmonsanka

3a pesymbTaTaMyt JOCTIKeHHs Oy OTpUMaHi faHi Ipo yactory po3BuTKy ( 9,1% npu imemiuHomy Ta y 16,6% — reMopariquHoMy iHCY/IbTi), IPOrHOCTIYHOI 3HAYMMOCTI
i BIUIVMBI eMiZENTHYHNX HANIAAiB B TOCTPOMY IIepiofii iHCY/IBTY Ha 110T0 mepe6ir i TeTanbHICTh B 3aI©KHOCTI Bifj MEXaHI3SMy PO3BUTKY IIOIIKOKEHH MO3Ky. OTpuMaHi gaHi
COPUAIOTD TIOTIIIIIEHHIO AiaTHOCTUKY, TAKTUKY BeleHHsA XBOPOTO AK illeMiYHMM, TaK i reMOparidHmM iHCyIbTOM. BusHaueHO B3a€MO3B 30K «PAHHIX» eINiIeNTUYHMX Ha-
MajiiB, 0 PO3BMBAIOTHCA B TOCTPOMY IIePiOfi illleMiYHOro HCY/IBTY Ta TATOr€HETMYHOrO MEXaHi3MY illleMi4HOrO iHCY/IbTY (FeMOAMHAMIYHI HOPYIIEHHs, KapAioeMboisa abo
MO€IHAHHSA ATePOCK/IEPOTIYHOTO CTEHO3Y 3 Kap/ioeM6o7tis). «PaHHi» Hamma/y € MPOrHOCTUYHO HECTIPUATIMBUM (PAKTOPOM NP TeMOpariyHoMy XapakTepi iHCymbTy. «PaHHI»
HaIajiy PO3BMBAIOTHCA Y XBOPYX 3 illleMiYHMM BOTHMIIEM KPYITHOTO po3mipy (6imbie 50 mm) (p = 0,0001; OR - 3,32; 95% CI: 1,74-6,32), a TaKOX IPU KPOBOBUIMBAX CePef-
uporo (p = 0,0008; OR - 2,66; 95% CI: 1,47-4,8) poamipy. [Ipu imemMivHOMY XapaKTepi iHCYIbTY «paHHI» Haau MOXKYTb Oy TH MapKepOM Ba)KKOTO IPOTIKAHHS i KOPETIOBATI
3 BUCOKIMM PU3MKOM PO3BUTKY MOBTOPHOTO iHCY/IBTY, 110 BUMArae Gi/IbIll peTelbHOro CIIOCTEepeXXEHHs HEBPO/IOra Ta MPOBeAeHH NPObiTaKTHIHIX 3aXO/iB. I TiKyBaHHA
CHMIITOMATNYHOI ITOCTIHCY/IBTHOI eIIi/IeNcii MOKEMO PeKOMEeH/yBaTy OKCaKpbaselIiH, eBeTipaljeTaM Ta TaMOTPUAKIH. BambpoaTn Ta Tomipamr np. gaHi popmi emirercii €
mperapaTaMu APYroi JTiHil, BBaKalo4un Ha ix mo6iuni edexTn

Kmrouosi coBa: eminerncis, iHCy/IbT, «paHHi» eNinenTNYHI HaImagm.

PAHHUE STIVIENITUYECKUE MIPYCTYIIBI YV ITAIIVMEHTOB ITOC/IE MHCY/IBTA KAK BAJKHBIMITPEIVKTOP TEYEHUA 3ABOJIEBAHUSA
H.B. Codmnkanmy, M.M. Opoc, B.B. JIyns, B.J. CmonsaHKka

B urore nccnegoBanys GBI Oy YeHbI FAHHBIE O acTOTe pasBuTus (9,1% B TedeHMe NIIeMUIecKoil 1 16,6% B TedeHIe FeMOPPATITIecKOro MHCY/IbTA), IPOTHOCTNYECKAs
3HAYMMOCTD BJIMAHME €MIENTUYECKMX IIPUIAKOB Ha €ro XOf| M JIETabHOCTU B OCTPOM IIepMOJie MHCY/IbTA B 3aBMCUMOCTU OT MEXaHN3Ma MOBPEX/IEHNA TOMIOBHOTO MO3Ta.
TTonydeHHble JaHHbIE CTIOCOOCTBYIOT YTYYIIEHIIO AMATHOCTKY TAKTUKY JIEYEHNS ITALMIHTA, KaK B C/Iydae MIIEMIYECKOrO ¥ TeMOPPArndecKoro MHCYIbTA. MBI Onpexenumm
B3aMIMOCBA3b MEXJY «PAHHUMI» SIMMIENITUYECKMMM IIPUIAIKaMI, KOTOPble Pa3BMBAIOTCA B OCTPOM IIepMOJie MIIEMITIECKOTO MHCY/IbTA ¥ TATOTeHEe30M MIIEMIYECKOTO MH-
cynbra (reMOIMHAMMYECKMX HAPYIIEHNIT, KapAMOeMOOImI Wi O61Iero aTepoCcKIepOTNYECKOTO CTeHO3a 1 Kap/oeMbomun). «PaHHMe» aTaky OKas3aaych MPOrHOCTIYIECKN
HeOIaronpuATHBIM GaKTOPOM B CIlydae FeMOPPATITIecKOro XapakTepa MHCY/IbTa. « PaHHIE» aTaKy pa3BMBAIOTCS y 6OBbHBIX C MIIEMITYHBIM 09aroM 60/bIIoro pasmepa (6oee
50 Mm) (p =0,0001, wmu - 3,32; 95% [IN: 1.74-6.32), a Takxe BO BpeMs KpOBOTeYeHMA CPeJHETO pasMepa (p =0, 0008, wu - 2,66; 95% [IV: 1.47-4.8). B CIydae UIIeMIYecKoro
XapaKTepa MHCY/IbTA «PaHHIE» aTaKM MOTYT OBITH CEpPbe3HBIM MapKepOM TSDKEIOrO IIPOTEKAHNS U KOPEIMPYeT C BHICOKMM PMCKOM PelfiiBa MHCY/IbTA, KOTOpas TpedyeT
6oriee TIIATEIBHOTO HEBPOJIOTMYIECKOrO 0OCTefOBAHNS 1 IPUHATHA CIENNATbHBIX TPOPUIAKTHIECKNX MEPOIPUATHIL /IS IeYeHNs CUMITOMATNYECKOI HOCTHHCYIBTHIX
ammrencui. Mbl MOXXeM PeKOMEHO0BATh OKCKapOaselH, TeBeTHpPAIeTaM 1 TaMOTPHDKIH. Ba/IbIIpOAThI ¥ TOMMPAMAT SIB/IAITCA [IPEapaThl FPYTOil IVMHNN B TeIeHIN ITON
opmeI srmTencnm us-3a 1x H0604HbIX 3 HeKTOB.

KiroueBpie clmoBa: SIM/IENCHsA, MHCY/IBT, «PAaHHUI» SIMIENTHYECKIUIT TPUTIaJIOK.
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