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SOME CLINICAL-THERAPEUTIC FEATURES OF ALCOHOL ENCEPHALOPATHIES

Abstract.

The article points out that alcoholism for modern society is a significant medico-social
problem due to the progressive increase in the prevalence of this disease throughout
the world; tendencies to its significant rejuvenation and the large economic, medical,
social and other social losses inflicted on society by this disease. The article reveals
the main manifestations of the clinical picture of alcohol dependence, which is
psycho-neurological symptoms. Also the clinical and therapeutic features of one of
the most significant problems of modern psychoneurology - alcoholism and alcohol
encephalopathy are outlined. On the basis of literature data, the general principles of
the occurrence of this pathology are shown, its main clinical forms with the characteristic
of leading symptomatic manifestations are described, the main therapeutic principles
of intervention in this problem are revealed. It was stated that during the treatment
of acute alcoholic encephalopathy, the etiological factors and concomitant somatic
pathology must be taken into account. It was found that the basic eiological mechanisms
of action are: - enhancement of microcirculation and improvement of brain metabolism
(Cavinton, Trental, Tanacan, Stugeron, Nootropil, Encephabol, etc. are used); - inhibition of
platelet aggregation and erythrocytes (using antiplatelet agents — chimes, acetylsalicylic
acid, etc.); - conducting hypolipidemic (clofibrate, fenofibrate, nicotinic acid, etc.) and
antihypertensive therapy (use of ACEinhibitors (renitec, enap, etc.), Caantagonists (finoptin,
etc.) and beta-blockers (atenolol, etc.)); - correction of psycho-emotional manifestations
(use of tranquilizers, antidepressants and anxiolytics); - reduction of mental disorders (use
of peptide biostimulants - Cortexin, timogen, epithalamin. The work carried out has led to
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the conclusion that clinical and etiological manifestations, therapeutic mechanisms, types
of course and other features of alcoholic encephalopathies, as well as issues of various
disorders of the central nervous system, especially higher mental functions in the abuse
of alcohol and alcohol-containing substances are extremely important and relevant to
modern psychoneurology and addiction problems.

alcoholism, alcoholic encephalopathy, cognitive impairment.

HEKOTOPbIE KTMHUKO-TEPANEBTUYECKWE OCOBEHHOCTY ANIKOTONbHbIX SHLEOANONATUI

AHHOTaAumA.

B cTaTbe yKa3aHo, UTO afIkoronmnsm [ COBPEMEHHOIO OOLLeCTBa BbICTYNAeT 3HaUMTESIbHON
MeAMKO-coLMarnbHO NpobemMon 13-3a NPOrpeccrpyoLero YBeMyeHns pacnpocTpaHe-
HOCTV JaHHOW MATONIOMMM BO BCEM MUPE; TEHAEHLUMN K €r0 3HAUMTENIbHOMY OMOJIOMKEHUIO
1 60MbLINX SIKOHOMMNYECKNX, MEAULIMHCKIX, COLMATBbHBIX Y APYTrUX OOLLECTBEHHbIX MOTEPb,
HaHOCMMbIX 06LLeCTBY AaHHbIM 3aboneBaHneM. CTaTbA PacKpPbIBAE€T OCHOBHbIE NMPOABIIEHUA
KIIMHNYECKOW KapTUHbI aIkOrofbHOW 3aBMCUMOCTU, KOTOPYIKO COCTaBJIAET MCUXO-HEBPO-
nornyeckasa CUMNTOMaTHKa. Takxe AaHbl KIIMHUYECKe U TepaneBThYeckre 0COOeHHOCTH
O[HOW 13 Hamnbonee 3HauYMMbIX NPOGNEM COBPEMEHHOW MCUXOHEBPOJIOTMN — afIkOronmns-
Ma 1 aNnkorofbHol 3HuUedanonatim. Ha ocHoBe nuTepaTypHbIX JaHHbIX MNOKa3aHbl obLime
MPVHLUMMbI BO3HUKHOBEHUS 3TOW NaTONOMM, ONUCAHbl €8 OCHOBHbIE KNUHMYeCKre GopMmbl
C XapaKTePUCTUKON BeYLUX CUMITOMATUYECKUX MPOSABIIEHNI, PaCKPbITbl OCHOBHbIE Tepa-
neBTMYECKME MPUHLMMbBI BMELLIATENBCTBA B 3TY Npo6nemy. KOHCTaTMPOBaHO, UTo Npu NpoBe-
LEeHVN TEpPaNK OCTPOW anKoronbHOM sHUedanonatm 06sa3aTenbHO AOMXKHbI YUUTbIBATbCA
sTMonorunyeckre GakTopbl U CONyTCTBYIOLLAA COMaTUyecKasn natonorus. lNpun sTom yctaHoB-
NeHo, uTo 6a30BbIMM SMOMNOTMYECKUMI MeXaH3MaMy BO3AENCTBUA ABNAIOTCA: - YCUNeHNe
MUKPOLMPKYIALUN 1 YiydlleHre MeTabonmn3ma rofloBHOro Mo3ra (MPUMEHAIOT KaBUHTOH,
TPeHTan, TaHakaH, CTyrepoH, HooTponus, 3Huedbabon 1 Ap.); - UHIMGMPOBaHMe arperayum
TPOMOOLMTOB 1 SPUTPOLMTOB (MCMOMb3YIOT aHTMArperaHTbl — KypaHTU, aLeTuacanmumno-
BYIO KNCJIOTY U Ap.); - NPOBeAeHve runonvnugemudeckon (knodprbpart, deHoprnbpart, HIKOo-
TVHOBASA KMCJI0TA U AP.) U aHTUTNEPTEH3MBHOW Tepanuu (MpuMeHeHne nHrimoutopos ANO
(peHwuTeK, 3Han u ap.), aHTaroHncToB Ca (GrHONTYH 1 Ap.) 1 beTa-aapeHobIOKaTOPOB (aTe-
HOMON 1 Ap.)); - KOPPEKLMA NCUXO-3MOLMOHANbHbIX MPOABNEHNI (MCMONb30BaHMe TPaHKBU-
NN3aTOPOB, aHTUAENPECCAHTOB N aHKCUOMNUTUKOBY); - PeAyKLUMA NCUXNYECKUX PacCTPOCTB
(NprMeHeHne NenTUAHbIX BUOCTUMYNATOPOB — KOPTEKCMH, TUMOTeH, 3nuTanamuH. MNpose-
LieHHan paboTa No3Bonua cAenaTb BbIBOA, YTO KIIMHUKO-3TUOMOrMYecKne nposaBneHus, Te-
paneBTMYECKME MEXaHU3Mbl, TUMbl TEYUEHWA U APYrie 0COOEHHOCTUN anKorosibHbIX SHUeda-
NIONaTNiA, @ TaKXKe BONPOCbI Pa3fINiHbIX HAPYLLUEHNA AeATENbHOCTU LIeHTPalbHOW HEPBHOMN
CUCTEMbI, B OCOBEHHOCTY BbICLLIMX MCUXUYECKUX GYHKLMIA MPU 310yNOTPE6IeHNN anKkoro-
Nem 1 ankoronbCoAePKalLLMU BeLLeCTBaMU ABAAIOTCA KpaliHe 3HaUMMbIMU 1 aKTyanbHbIMU
LA COBPEMEHHOW MCUXOHEBPOSIONMM 1 HAPKOJIorMy npobnemamum.

KnioueBble cnoBa: ankoronnsm, aikorosibHas 3Hue¢anonawm, KOTHUTVBHbIE HapyLUEeHUNA.

AEAKI KNIHIKO-TEPAMEBTUYHI 0COBNBOCTI ANKOrOIbHUX EHLLEQAONATIN.

AHoTauis.

KniouoBi cnoBa:

Y CTaTTi 3a3HayeHo, WO aNIKorosiam AisA CyvyacHOro CycninibCTBa BMCTYMNAE 3HAYHOK Meau-
Ko-couianibHo npobnemoto Yepes nporpecytoye 36inbLIeHHA NOWMPEHOCTI JaHOI naTo-
norii y BCbOMy CBITi; TeHAEHLUiT 4O Oro 3Ha4YHOrO OMOJIOLXKEHHSA | BENINKNX EKOHOMIYHMX,
MeANYHMX, COLianbHMX Ta iHWMX FPOMaACbKMX BTPAT, WO HAHOCATbCA CYCMiNibCTBY AAHUM
3axBOptoBaHHAM. CTaTTA PO3KPMBAE OCHOBHI MPOABU KIiHIYHOI KAPTUHWU aNIKOrOMbHOI 3a-
NIEXKHOCTI, AKY CTaHOBUTb MCMXO-HEBPOJIOriYHa CUMMTOMATMKA. TaKoXK HagaHi KNiHiYHI i
TepaneBTUYHI 0COBNMMBOCTI OAHIET 3 HaMGINbL 3HAUYLLMX NPOGIEM CYyYaCHOI NMCUXOHEBPO-
norii - ankoronismy i ankorosnbHoi eHuedanonarii. Ha ocHOBI niTepaTypHUX AaHMX MOKa-
3aHi 3arasibHi NPUHUUNY BUHWKHEHHA L€l MaTonorii, onmncaHi il OCHOBHI KniHiuHi dopmu 3
XapaKTePUCTUKOK MPOBIAHNX CUMATOMATUUYHKX NPOABIB, PO3KPUTO OCHOBHI TepaneBTUYHI
NPVHUMMIM BTPYYaHHA B Lo Npobnemy. KoHcTaToBaHo, WO Npw NpoBefeHHi Tepanii rocTpoi
ankorosnbHoi eHuedanonaTii 060B'A3KOBO MOBWHHI BPaxoBYBaTWUCA eTionoriuHi Gpaktopu
i cynyTHA comaTtuyHa natonoria. Mpu Lbomy BCTaHOBNEHO, WO 6a30BUMM €TiONOTYHUMUI
MeXaHi3MaMu BIJINBY €: - MOCUIEHHA MIKPOLMPKYNALIT i noninweHHs MeTaboniamy ronos-
HOro MO3Ky (3aCTOCOBYIOTb KaBiHTOH, TPEHTAJ1, TaHAKaH, CTYrepoH, HOOTporif, eHuedabon
i iH.); - iHribyBaHHA arperauii TPOMOOUMTIB | epUTPOLUTIB (BUKOPUCTOBYIOTb aHTArPEraHTL
- KypaHTin, aueTuicaniuMnoBy KUCNOTY Ta iH.); - MPOBefeHHA rinoninigemiyHoi (knodibpar,
deHodibpaT, HIKOTMHOBa KMUCNOTa Ta iH.) i aHTWUrinepTeH3MBHOI Tepanii (3aCTOCyBaHHA iH-
ribitopiB AMN® (peHitek, eHan i iH.), aHTaroHicTiB Ca (piHONTMH i iH.) | 6eTa-6nokaTopis (aTe-
HOJON Ta iH.)); - KOPEeKLiA NCNX0-eMOLiIMHNX NPOABIB (BUKOPUCTAHHA TPAHKBINI3aTopiB, aH-
TAENPEeCaHTIB | aHKCIONITUKIB); - peayKUia NCUXIYHUX pOo3adiB (3aCTOCYBaHHA NenTUAHMX
6ioCTUMYNATOPIB - KOPTEKCWH, TUMOTEH, eniTanamiH. lNpoBeseHa poboTa go3Bonuna 3pobu-
T BUCHOBOK, LU0 KiHIKO-eTIONOriUHi NposABK, TepaneBTUYHI MexaHi3Mu, Tunu nepebiry Ta
iHLi 0COBNMBOCTI aNIKOTONbHYKX eHLiedanonati, @ TakoX NUTAHHS PI3HUX NOPYLUEHb Aissb-
HOCTi LileHTpasbHOI HEPBOBOI CMCTEMM, OCOBNMBO BULLMX NCUXIYHUX GYHKLIM NP 3110BXU-
BaHHi a/IkOronem i ankorobBMICTHUMW PeYOBMHAMM € BKPal BaX/IMBMMM | aKTyanbHUMN
[NA CyYacHOI MCUXOHEBPONOTii Ta HapKosorii npobnemamu.

anKkoronism, ankoronbHa eHuedanonartia, KOrHITYBHI MOPYLLEHHS.
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According to the majority of modern authors,
alcoholism is a significant medical and social
problem of modern society, one of the most
complex and extremely dangerous diseases in
the world in connection with the emerging huge
economic, medical, social, ethical and other social
losses. As a result of chronic alcohol intoxication
against the background of prolonged abuse of
alcohol and alcohol-containing substances, so-
called oxidative and nitrosating stress develops,
which can lead to significant damage to neurons
in the brain, which can be clinically manifested
by the development of the so-called neurological
deficit and a noticeable decrease in cognitive-
mnestic functions [1].

Modern world data indicate a progressive
increase in the spread of this pathology among
the countries of the world community, moreover,
there is a significant tendency worldwide for a
permanent rejuvenation of this pathology [2].
A significant concern is the fact that among
countries which are in the first positions on
alcohol consumption, more than a third of the
working-age male population systematically
abuses alcohol and alcohol-containing substances
in extremely dangerous dosages, which causes
the development of a number of somatic diseases
associated with alcohol intoxication first of all
the psychoneurological profile) [3]. According to
the estimates of the world’s scientists, somatic
pathology in people with alcohol dependence is
found 12 times more often than the average in
the population [4]. One of the most severe and
significant consequences of alcohol dependence is
the possible development of so-called comorbidity
- somatoneurological and psychopathological
complications of the actual addictive disorder [5].

According to most modern authors, psycho-
neurological symptoms form the basis of the
clinical picture of alcohol dependence. The
development of gross dementive manifestationsin
patients with alcohol dependence is preceded by
mild (moderate and mild) cognitive impairments,
which do not cause severe medical and social
disadaptation of patients, which causes great
diagnostic difficulties in detecting the so-called
alcoholic encephalopathy (occurs most often
after prolonged abuse of alcohol and alcohol-
containing substances), especially at the initial
stages of pathology development.

Alcoholic encephalopathy belongs to the
group of alcoholic psychoses that arise following
prolonged chronic abuse of alcohol and alcohol-
containing substances, in the setting of which
there is a combination of mental disorders with
systemic somato-neurological disorders (very
often they are dominant in the clinical picture of
the disease). In most cases, the development of
alcoholic encephalopathies occurs after years of
massive abuse of alcohol and alcohol-containing
substances, the duration of which is noted from 5

to 20 years.

Encephalopathies are polyethiologic diseases
characterized by the presence of nonspecific and
specific symptom-complexes. Encephalopathies
may be acute and chronic, as well as atypical and
typical [6].

As many authors have noted, the most
common form of encephalopathy is alcoholic
encephalopathy. In accordance with the
classification of G.V.Morozov, the following groups
of acute and chronic alcoholic encephalopathies
are distinguished:

B Acute forms: Gaye-Wernicke, mitigated
form, hyperacute form.

B Chronic forms: Korsakov's
alcoholic  pseudo-paralysis;
encephalopathy caused by stenosis
of the superior vena cava; alcoholic
encephalopathy of Marciyafavy-Benyam,
alcoholic pellagra, Morel’s disease, alcoholic
encephalopathy with the picture beriberi,
alcoholic encephalopathy with retrobulbar
neuritis, alcoholic cerebellar atrophy, central
necrosis of the bridge of the brain.

Acute alcoholic encephalopathy of Gaye-
Wernicke is characterized by a progressive
increase in various somato-psychoneurological
disorders and exacerbation of concomitant
diseases (hepatitis, pancreatitis, etc.). In some
patients this form lasts for months, for others it
takes several weeks.Characterized by the presence
of significant weakness, dyspnea and arrhythmia,
frequent headaches and pains in the limbs;
progression of neurological symptoms (tremor of
limbs, stiffness of movements, coordination disor-
ders, etc.); patients complain of feelings of fear,
panic, anxiety; sleep disturbances (nightmares,
sleep instability) and muscle tone; vegetative
changes (increase in body temperature, increased
sweating); there is a violation of consciousness
(stunning, sopor and coma).

Mitigated acute alcoholic encephalopathy is
characterized in some patients by somnolence in
the daytime and by mild delirious symptoms in
the night; and in others — a depressed-dysphoric
mood and the presence of hypochondriacal
manifestations. At the same time, there are minor
somato-neurological disorders.

Hyperacute alcoholic encephalopathy s
characterized by the presence of professional
or exaggerating delirium and massive somato-
neurologic symptoms. There is a sharp increase
in temperature to febrile figures (40-41° C). The
course of the manifest stage is lightning quick.
For one or several days, there is a development of
coma and a lethal outcome on the 2-5* day of the
disease.

Many authors consider mitigated acute
alcoholic  encephalopathy and  hyperacute
alcoholic encephalopathy as subtypes of acute
alcoholic encephalopathy of Gaye-Wernicke.

psychosis;
alcoholic
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At this point in time, Korsakov's psychosis is
very rare and can occur after severe delirium and
alcoholic encephalopathy of Gaye-Wernicke.
This type of encephalopathy is most often found
in patients aged 40-50 years, occasionally at
50-60 and up to 30 years. In this case, this form
is characterized by the presence of amnesia,
disorientation in place and time and confabulation.
The disease proceeds in a regrendent manner, a
significant improvement in the condition is more
often observed in women than in men.

Alcoholic  pseudo-paralysis, according to
various authors, is most often found in males in a
mature and later age. Its development occurs after
severe delirious states and encephalopathy of
Gaye-Wernicke against a background of markedly
progressive alcoholic degradation of personality.
Patients are noted for lack of criticism, passivity,
inactivity, positive emotional background and
gross memory disorders [7].

Alcoholic encephalopathy, which is caused by
stenosis of the superior vena cava (was described
by Frederichs in 1877 and Lansceraux in 1899). It
appears in patients with alcoholic cirrhosis of the
liver and is characterized by acute disorders of
consciousness. There is a presence of euphoria
with «childish» behavior, playfulness, irritability
and apathy. A characteristic symptom complex is
the presence of hypotension with a small tremor of
the fingers. Attacks of disorders are observed from
24 to 48 hours and have a reversible character.

Alcoholic encephalopathy of Marietaafa-
Benjami (the so-called central degeneration of the
corpus callosum) was described by E.Marchiafava
and A.Bignami in 1903. Clinically, it resembles a
severe, rapidly progressive alcoholic personality
degradation that is followed by severe dementia.
These manifestations are joined by symptom-
atic, lasting from several days to 2-3 months
symptomatology of psychosis (stunning of various
degrees, severe delirious disorders, manifestations
of pseudoparality or Korsakov syndrome).
Emerging mental disorders have a significantly
deeper level (manifestations of pseudo-paralytic
syndrome, the presence of gross memory
disorders with fixative amnesia and confabulation)
and irreversible character.

Morel's disease (the so-called cortical
laminar sclerosis) begins with severe delirium,
the manifestations of which are similar to
the encephalopathy of Gaye-Wernicke. After
the disappearance of the manifestations of
delirium, the symptom complex characteristic
of the dementia form of progressive paralysis
is characteristic. This form was first described
in 1939 by the pathologist F.Morelem. As most
authors note, very often Morel’s disease develops
in combination with alcoholic encephalopathy
Marciafava-Binyamy (arises from the degeneration
of the corpus callosum against the abuse of alcohol
and alcohol-containing substances).

Alcoholic encephalopathy with a picture of
beriberi is manifested against the background of
insufficiency of vitamins of group B (mainly B1).
Clinically manifested primarily neurological
disorders and asthenic manifestations.

Alcoholic encephalopathy with the symptom
complex of retrobulbar neuritis can occur both
in isolation and in combination with other forms
of alcoholic encephalopathy. Clinically, it is
represented by various asthenic manifestations.

Alcoholic  cerebellar atrophy (described
by J.Lhermitte in 1934) is characterized by
degeneration of the cerebellar cortex and, mainly,
occurs in men 35-65 years old. It is manifested by
organic and asthenic disorders of varying severity.

Central necrosis of the bridge (first described
in 1959 by R.Adamsom) is characterized by the
presence of an apathetic stupor, manifestations of
indifferenceand detachmentfromthesurrounding
world, the lack of response to pain stimuli.

As many modern authors note, alcoholic
encephalopathy is inherently the final stage
of alcohol dependence, which is characterized
by constantly worsening degradation of the
personality with the defeat of all levels of its
existence: both physical and psycho-social [8],
which develops in most cases at the age of
45-50years after prolonged (15-20 or more
years) abuse of alcohol and alcohol-containing
substances [9].

Another important issue in the practice of
managing patients with alcoholism with signs
of alcoholic encephalopathy is the problem
of therapeutic intervention. As the experience
of studying modern world literature shows,
approaches to the therapy of patients at the stage
of development of alcoholic encephalopathy have
considerable difficulties. Most researchers are of
the opinion that it is necessary to develop special
individual therapeutic programs for treating such
patients [10]. Also clinicians pay special attention
to the presence of certain features of the process
of treatment of patients in the final stage of alcohol
dependence with the presence of alcoholic
encephalopathy. Treatment of such patients as a
rule should be carried out in stationary conditions
because of the significant severity of the patient’s
condition and the presence of accompanying
polyorganic gross violations [11]. At the same
time, itis necessary to pay attention to the fact that
before the beginning of the specific anti-alcohol
therapy such patients should undergo a thorough
somatoneurological diagnosis, and in most cases
consult specialists of another profile (psychiatrist,
neuropathologist, therapist, surgeon, etc.).

Modern therapeutic suppression of a
pathological desire to use alcohol and alcohol-
containing substances is a complex process.
The development and implementation of
pathogenetically substantiated medication in
suppressing the pathological desire to use alcohol

journal@psychiatry-neurology.org
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and alcohol-containing substances is based on
current available ideas about the pathogenetic
mechanisms that arise in the presence of alcohol
dependence [12; 13].

According to the available ideas, the
biochemical basis of alcohol dependence
is the specifically altered metabolism of
catecholamines (directly dopamine) of limbic
and thalamic morphofunctional brain systems.
The development of pathological attraction to
alcohol-containing substances and alcohol is
determined by the existing imbalance of the
following neurotransmitter systems of the body:
adrene, dopamine and serotoninergic and the
system of endogenous opiates (associated with
the dopaminergic system and responsible for
alcohol-induced psychotropic effects) [14].

Proceeding from this, the following
psychotropic drugs are used to actively influence
the key links in the pathogenesis of alcohol
dependence: antipsychotics, antidepressants,
anticonvulsants, tranquilizers, nootropics, which
constitute the so-called group of «anticravings»
[15; 16]. The duration of active use of these drugs
in the final stage of the disease lasts about 1.5-2
months, which contributes to the stabilization
of the mental state of patients with alcohol
dependence [17]. One should take into account
that the age factor may have a negative effect
on the effectiveness of this therapy [8]; At the
same time, organic (cerebrovascular) changes,
hepatic functional disorders, weakening of the
compensatory and adaptive capabilities of the
organism, can, on the contrary, increase the
sensitivity of the nervous system of patients with
alcohol dependence to the effects of medicinal
substances [18].

After an intensive course of therapy, as a rule,
patients undergo a stage of maintenance therapy
lasting up to 5 years [19].

As for the representatives of the above-
mentioned applied groups of drugs, it should be
noted the priority use of drugs from the group
of antidepressants in the clinical practice of
alcoholism treatment due to the close relationship
of pathological attraction to alcohol and alcohol-
containing substances and the presence of
affective disorders. In the treatment of the final
stage, tricyclic antidepressants (amitriptyline,
melipramine, ludomyl, lerivone, etc.) are mainly
used [20; 21].

Among the group of anticonvulsants, finlepsin
is most often used (it is most effective if the
patient has impulsiveness and dysphoric affect,
an insurmountable «attraction» to alcohol, the
absence of a «struggle of motives», which clinically
brings this condition closer to paroxysms).

In addition to the drugs that have a direct
psychotropic effect on the pathological link
of the «unrestrained» craving for alcohol and
drug-containing substances, the drugs that

form psychotropic effects indirectly (nootropics,
vitamins, metabolic stimulants, antioxidants, etc.)
are used in the treatment of the final stage of
alcohol dependence.

To stop one of the main obligate manifestations
of the final stage of alcohol dependence (chronic
encephalopathy with deficient psychoorganic
disorders and persistent asthenia), drugs from
the nootropic group are used (their maximum
effectiveness is determined by the impact on the
clinic of the existing psycho-organic syndrome,
intellectual-mnestic depression, asthenic and
asthenic-depressive disorders ). Also in therapy,
vitamins (mainly group «B»), amino acids,
metabolic stimulants and antioxidants are actively
used; those having significant influence on the
process of reduction of the «unrestrained» craving
for alcohol and having a positive effect on the
consequences of the action of ethanol.

For the treatment of one of the most frequent
and formidable complications of chronic
alcohol and alcohol substance abuse (alcoholic
encephalopathy), combined medication regimens
are used, consisting of neuroleptics, tranquilizers,
nootropics, vitamins, anxiolytics, antidepressants,
and others.

As a rule, acute alcoholic encephalopathy is
manifested by delirium with a variety of psychotic
symptoms. In this case, psychocorrective
intervention consists of the use of high doses of
neuroleptics and tranquilizers, which causes an
aggravation of cognitive impairment.

With the aim of couping of the existing
psychomotor excitation, tranquilizers (relanium,
rohypnol, reladorm, etc.) are used in combination
with sodium oxybutyrate; acute psychotic
manifestations with the presence of psychomotor
excitation are stopped by applying 1.0-2.0 ml of
a 0.5% solution of haloperidol; for «removing»
acute conditions 20.0% solution of nootropil in/in
2.0-6.0g/day for 10-15 days is used. In addition,
it is common to use massive doses of vitamin B1
(at the beginning of therapy to 1g per day) as a
pathogenetic therapy (IV 5.0 to 5.0.0ml 6.0%
thiamine bromide with 10.0-15.0mI40.0% glucose
solution 1-3times a day in complex with vitamin C
and nicotinic acid). The course of vitamin therapy
lasts at least 2-3 months (in the beginning, shock
doses are used for 10-15 days, after which the
dosage is gradually reduced). Also it is mandatory
to use hepatoprotectors (essential-forte, carp) and
lipotropics.

According to available data on the nature
of mnestic disorders on the background of
prolonged abuse of alcohol and alcohol-
containing substances and their relationship
with the disruption of the functioning of
serotonergic neurons, many authors propose to
use selective serotonin inhibitors in the treatment
of acute alcoholic encephalopathy, for example,
fluvoxamine at 200.0-250.0mg in day.
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Thus it is necessary to take into account, that
the conducted therapy for an acute alcoholic
encephalopathy necessarily should be carried
out taking into account etiological factors and
accompanying somatic displays. The basic
etiological mechanisms of exposure are:

- increase in microcirculation and
improve brain metabolism (apply cavinton,
trental, tanakan, stugeron,  nootropil,
encephabol, etc.);

- inhibition of platelet aggregation and

erythrocytes (antiplatelet agents - curantyl,
acetylsalicylic acid, etc.);
- carrying out lipid-lowering

(clofibrate, fenofibrate, nicotinic acid, etc.) and
antihypertensive therapy (use of ACE inhibitors
(renitek, enap, etc.), antagonists of Ca (phinoptin,
etc.) and beta-blockers (atenolol, etc.);

- correction of psycho-emotional ma-
nifestations (use of tranquilizers, antidepressants
and anxiolytics);

- reduction of mental disorders (use of
peptide biostimulators — cortexin (0.01 g per
day), thymogen (0.01% solution per 1Tml IM in
the morning), epithalamine (0.01 g per day for 10
days).

Thus the clinical and etiological manifestations,
therapeutic mechanisms, flow types and other
features of alcoholic encephalopathies, as well
as the various disorders of the central nervous
system, especially the higher mental functions
in the abuse of alcohol and alcohol-containing
substances, are extremely significant and relevant
for modern psychoneurology and narcology
problems [23; 24].
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