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Ileas. CpaBHUTH 9(p(PEeKTUBHOCTE MeTabOJIMIECKHX TellaTOIPOTEKTOPOB Ha paHHEM IJTalle OCTPBIX
OTpaBJIEeHU aJIKOT0JIeM, OCJIOSKHEHHbBIX TOKCUYECKUM I'ellaTUTOM.

Marepuana u MeToabl. O6cteoBany 80 60IBHBIX C OCTPBIM OTPABJIEHNEM AJIKOT0JIEM, OCJIOKHEHHBIM
pasBUTHEM TOKCHYECKOIO TellaTuTa, HaXOAUBIINXCSI Ha JIeYEHUN B OTAesIeHnH Tokcnkogornu PHIIOMII B
2015-2017 rr. BobHBIX pa3genuian Ha 3 rpynnbl. Ha (pore 6as3ncHoii Tepanmu 6osbHBIE I Tpynms! (1n=30) mo-
Jly4aJsiy relarolIpoTeKTOp Ha OCHOBE NHO3WHA, MEIVIIOMUHA, METUOHNHA, HUKOTUHAMU/IA U SIHTapHOU KUC-
JIOTBI, OosTbHBIE 11 TpymIel (7=20) — mpemapaT Ha OCHOBe ODeTanHa IIOKOpPOHATa (ITIOKOMeTaMUHA), TNITa-
HOJIaMHWHA (NTIOKOIMaMUHA) K HUKOTHHaMU 1a ackop6ara. bosbasie 111 rpynib! (7=30) moay4yaiu 6a3ucHyIo
Tepanuio. Y BCex IallieHTOB N3y4aJsIH CoflepyKaHre (pepMeHTOB IedeHy, OnIupyorHa, CBOO0IHOTO aMMHAKa,
JIaKTara KPOBH, COCTOSTHHAE BET€TaTUBHOI'O HEPBHOTO cTaryca. Hapylenna nHTessIeKTa U3y4aJau C UCIO0JIb-
3oBanmeM 1ikaabl MMSE, mikassl FAB u Tecta PeiiTana.

Pe3ysnbraThl. Uepes 48 yacoB y 60/IBHBIX I IPyIIIBI KOHIIEHTPANKA JaKTaTa B KDOBH IIPAKTHYECKU HOP-
MaJIM30BaJIOCH, ¥ 00JIBHBIX I rpymnmmsl — CHU3MIACH 10 2,6+0,9 MMOJIB/ 71, y 60J1bHBIX 111 rpyner — cocTaBmIa
2,7+0,9 MMoJib/J1. Ha 5-e cyTku y manuenTosB I u Il rpynn KOTHUTUBHBIN 1eUIUAT IPAKTUYECKU OTCYTCTBO-
Ba1, y nanueHnToB III rpynbe! nokasaresu mkaasl MMSE 66111 B 1,3 1 1,4 pa3a HU)Ke, 4eM y TalUeHTOoB | u
II rpymI, COOTBETCTBEHHO.

3akaroueHue. [Ipenapar, mpuMeHeHHbBIH B I rpytiie, 0671a7aeT 60JbITUMA aHTUTUTTOKCAHTHBIMH CBOM -
CTBaMH, 4eM IIpernapar, IpuMeHeHHbIN Bo Il rpynne, HO MEHbIIIMMHU I'elIaTOIPOTeKTUBHBIMU CBOXCTBAMU.
Vicxonsa m3 9TOTO, B CiIy4ae Ipeodsaganis IPU3HAKOB TOKCHYECKOTO TellaTUTa IIpeAIoYTUTeTbHee HC-
M0JIb30BAHMeE IIpenapara, IpuMeHeHHOTO Bo I rpyme, B ciry4ae mpeobiaganms IpU3HAKOB TKAHEBOM I'i-
TMOKCHAM — IIpernapara, IpUMEeHeHHOro B | rpymre.

Karouesvte croea: ocmpole ompasjaeHUs; alko2ojlb, ANK020JIbHbLLL 2eNamum; aniko201bHblll ADCMUHEH N -
HbLLL CuH@pOM,' KOMNJIEKCHAA mepanus; 2UNnokcus; AHmapHas kucioma, adememuoHuH; bemauHa 2JIIOKYpO-
Ham, eaAKYPOHO8As KUCI0ma, kOZHUMueHbvle gﬁyl—muuu; gezemamueHuole gﬁynnuuu

Purpose. To compare the efficacy of metabolic hepatoprotectors at an early stage of acute alcohol poisoning
complicated by toxic hepatitis.

Material and methods. 80 patients with acute alcohol poisoning complicated by toxic hepatitis who re-
ceived medical treatment in the toxicology unit of the Republican Research Center of Emergency Medicine
during 2015-2017 were examined. The patients were split into 3 groups. At the background of backbone ther-
apy, patients of group I (n=30) received a hepatoprotectors on the basis of inosine, meglumine, methionine,
nicotinamide, and succinic acid; patients of group II (n=20) were prescribed to receive drugs based on betaine
glucuronate (glucomethamine), diethanol amine (glucodiamine), and nicotinamide ascorbate. Patients of
group III (n=30) received the backbone therapy. In all patients, the concentrations of liver enzymes, bilirubin,
free ammonia, blood lactate, the condition of vegetative nervous status were analyzed. Psychoastenics was
examined using the MMSE score, FAB score and Reitan test.

Results. After 48 hours, in group I patients, the concentration of blood lactate became almost normal, in
group II patients it decreased to 2.6+0.9 mmol/l, and in group III patients it was equal to 2.7+0.9 mmol/l. On
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day 5, in patients of groups I and II the cognitive deficit was almost absent, in patients of group III the MMSE
scores were 1.3-fold and 1.4-fold lower than in patients of groups I and II, respectively.

Conclusion. The drug used in group I possessed increased antihypoxant properties but smaller hepato-
protective properties than the drug used in group II. When signs of toxic hepatitis are predominant it would
be more preferable to use the drug applied in group II and when the signs of tissue hypoxia are predominant

the drug applied in group I should be used.

Keywords: acute poisoning; alcohol; alcoholic hepatitis; alcohol withdrawal syndrome; combined therapy; hy-
poxia; succinic acid; ademethionine; betaine glucuronate; glucuronic acid; cognitive functions; vegetative functions
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BBenenue

B ormeneHus TokcukoJsioruu PecnyO/uku
V30eKHCTaH eKeroJHO MOCTYIAIOT ThICAYN 00JTh-
HBIX C OCTPBIMHU OTPaBJIEHUSAMHU aJIKOTOJIEM, IIPU
9TOM HX NOJIA B CTPYKTYPE XUMNUYECKUX NHTOKCU-
KAl COCTaBJIsAET B cpegHeM 55-64% oT ob1iero
4ycJsa TOCIUTAJIN3UPOBAHHBIX IAIlMEHTOB [1].
AJTKOTOJTB, B pe3ybrare 0COOEHHOCTEN OMOJIOTH-
YEeCKOTr0 ¥ TOKCUYECKOTO JIEMCTBUSA, BbIJIEJISETCSA
M3 ITUPOKOT0 KPyra ICUXOAKTUBHBIX COeTMHEHNH,
00J1aTAToNINX CIIOCOOHOCTBIO BBISBIBAThH OCTPHIE
orpasJierus [1-5]. Cucremarnyeckoe yrorpeodJe-
HUE 3TUJIOBOTO CIIMPTA, B OTVYIMYKUE OT OOJILIIINH-
CTBa APYTUX IICUXOAKTUBHBIX BEIIECTB, C BBICOKOI
JloJiel BEpOATHOCTU IPUBOJIUT K Pa3BUTHIO CIle-
M (UUECKUX MaTOJOTUYECKUX ITPOIIECCOB B pas-
HBIX OpraHax 4 TKaHsAax opranusma [1, 3, 5-7].

OnmanM n3 HanboJiee OTTACHBIX OCTIOKHEHUH
39TAaHOJIOBOU MHTOKCHUKAIIUM SABJISIETCS TOKCUKO-
runokcuydeckas sHiedasmonarusa (TT'9), Bo3HU-
Kalollasi B pe3yJibrare pa3BUTUs Kak crienuduye-
CKUX, TaK H Hecneumbnqecxnx MeEeXaHnu3MOB
MMOpaskeHns TOJI0BHOTO M0o3ra [1-4, 8]. OCHOBHBIE
MpOSABJIEHUsI U TssKeCcThb 11D ompepnessaioTcs,
npeske Bcero, Hecrenu@uieckuM Bo3ieicTBUEM
3TaHOJIa HAa MeMOpaHbl KJETOK IeHTPaIbHOU
HEPBHOU cucTeMbI. 113 HECKOIBKUX OTTIOCPEJOBaH-
HBIX MEXaHU3MOB TOKCUYECKOTO BO3IEMCTBUS B
rnocJjejHee BpeMsi BbIJIEJISAIOT 1Ba. [lepBbIii — pas-
BUTHE TKAHEBOU TUIMOKCUY U MeTa00IMIEeCKOTO
anuI03a BCJENCTBUE HAKOIIJIEHUS IPOAYKTOB
MeTabosm3Ma aTUI0Boro cmpra [1, 2, 7-12]. Bro-
poil — HapylleHue JeTOKCULIUPYIoel (PyHKIUN
revYeHu Ha (poHE JJIUTEJIHHOTO 3JI0yIIOTped IeHUs
AJIKOTOJIbHBIX HATUTKOB ¥ PE3KOTO ITOBBINIEHUS
ypoBHA cBobomgHOrO ammuaka [3, 4, 10, 12-15].
IIpoBeneHHBIE B HAyYHO-KJIMHUYECKOM OTIEJIe
TokcukoJioruu PHILIDMII ucciiegoBanus mokasajim
OTpPOMHOE 3HaYeHNe TAHHOTO MeTab0/INTa B AT~
HOCTUKE TSKECTU AJIKOTOJTbHOU MHTOKCUKAIINY, Ha
¢ oHe XpOHUUIECKOTO 3JI0YTIOTPEOJIEHUS ITPOTYKTa-
MU 9TaHoJ1a [1]. Hamu BeIsAB/I€HA 3HAUMMasA Koppe-
JATASA  MeXKIy KOHIIeHTpamued CBOOOIHOTO
aMMMaKa B KPOBU U CTENIEHbIO HAPYyIIIeHW A KOTHU-
TUBHBIX (PYHKIMH, a TaksKe (DyHKIIUN BereTaTus-
HOU HEpBHOU cucTeMbl opranuama [1]. IToatomy
JU1s1 9 (PEeKRTUBHOTO JIeUeHNs AJIKOTOJIbHOU 9HIIe-

(pasomarny B KOMIJIEKCHYIO MHTEHCUBHYIO Tepa-

Introduction

Thousands of patients with acute alcohol poi-
soning are admitted to toxicology units of clinical
facilities in the Republic of Uzbekistan. Their frac-
tion in the structure of chemical intoxication rep-
resent 55-64% of the total number of hospitalized
patients [1]. Due to peculiarities of its biological
and toxic effects, alcohol is notable among a wide
range of psychoactive compounds capable of caus-
ing acute poisoning [1-5]. In contrast to most other
psychoactive substances, chronic use of ethyl alco-
hol commonly lead to development of specific
pathological processes in different organs and tis-
sues of the body [1, 3, 5-7].

One of the most dangerous complications of
ethanol intoxication is toxic hypoxic encephalopathy
(THE), occurring as a result of development of both
specific and non-specific mechanisms of brain dam-
age [1-4, 8]. The main manifestations and severity of
THE are determined, first of all, by non-specific ac-
tion of ethanol on the membranes of cells of the cen-
tral nervous system. Out of several mechanisms of
toxic impact, two mechanisms have been clarified
recently. The first one is the development of tissue
hypoxia and metabolic acidosis due to accumulation
of ethyl alcohol metabolites [1, 2, 7-12]. The second
one is impairment of the detoxication function of the
liver at the background of long-term abuse of alco-
holic beverages and drastic increase of the free am-
monia level [3, 4, 10, 12-15]. Investigations carried
out in the Toxicology Research & Clinical Unit of the
Republican Research Center of Emergency Medicine
have shown high importance of the latter metabolite
in the diagnosis if alcohol intoxication severity at the
background of chronic abuse of ethanol products
[1]. We have established significant correlation be-
tween the concentration of free ammonia in blood
and the degree of impairment of cognitive functions
and functions of the vegetative nervous system of
the body [1]. Therefore, for effective treatment of al-
coholic encephalopathy the combined intensive
therapy should include metabolic drugs possessing
both antihypoxant and hepatoprotective, ammonia-
binding properties [1, 7,9, 13, 14, 16-19].

The purpose of the study is to compare the ef-
ficacy of metabolic hepatoprotectors at an early
stage of acute alcohol poisoning complicated with
toxic hepatitis.
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MU0 HEOOXOAMMO BKJIIOYAaTh METab0JIMYeCKIe ITpe-
rmapaThbl, 00J1aafo1e KAk aHTUTUTTIOKCAHTHBIMU,
TaK ¥ renaTonpoOTEKTOPHBIMU, aMMHUAKCBA3BIBAIO-
IIIUMHU CBOMcTBamH [1, 7,9, 13, 14, 16-19].

Llesib McciieJoBaHUsI — CPaBHUTH 3 dek-
TUBHOCTb METa0O0JMYECKUX relmaTopPOTEKTOPOB
Ha paHHEM JTalle OCTPbhIX OTPABJIEHUN aJIKOTOJIEM,
0OCJIOKHEHHBIX TOKCUYECKUM T'ellaTUTOM.

MarepuaJa u MeToabI

O6cnenoBamu 80 HOJIBHBIX C OCTPBIM OTPABJIEHUEM
JIKOr0JIeM, OCJIOSKHEHHBIM Pa3BUTHEM TOKCUYECKOTO
renaTuTa, HAXONUBIINXCSA HA JIEUEHUU B OTHeJIeHUU TOK-
cuKoJIoruu Pecry6/IMKaHCKOT0 HAy9HOTO IIEHTPA 9KC-
TpeHHOU MeauuuHCcKoUW oMoy (PHIIOMII), r. Tam-
KeHT, B 2015-2017 rT. (Bo3dpacT — oT 35 10 55 J1€eT).

bosnbnbIX pasgesunan Ha 3 rpynnsl. boabHbIe |
rpymsl (n=30), moctynusire B 2016 1., Ha oHe Haswc-
HOU Teparuu IoJIy4aliy rellarolpoTeKTop, CogepsKalui
WHO3WH, MEIVIIOMUH, METHOHWH, HUKOTUHAMUJ, U SIHTAp-
HyI0 KUCI0Ty («Pemakcos», 000 «HTPD «TTOJIMICAH»,
r. Cankr-IletepOypr, Poccus, PerrcrpaliioHHBIN HOMeD:
JICP-009341/09), mo 400,0 MJ1 BHyTPUBEHHO KalleJIbHO
1 pas B CyTKM, HaUMHAsA OT MOMEHTa IIOCTYILJIEHUsI B
TeyeHue 5 nHell. BosibHbIe I rpynnsl (1=20), IOCTYIUB-
mue B 2017 r,, Ha poHe OAa3UCHOU Tepanuy noJsydasiu
TIperapar, CoflepsKalpi 6eTarH IIOKOPOHAT (IVIIOKOMe-
TaMUH), JUSTAHOJIaMUH (WIIOKOAUAMUH) U HUKOTUHAMMUL
ackopoOar («/I>xererap», Popular Chemical Works (Pvt.)
Ltd, Pakistan, o Jinnensun: Rotta ReasearchLaborato-
rium, Musas, tanus), BHyTPUBEHHO KaleJbHO 110 10
mJ1, B 200,0 mut 0,9% HaTpusa xjgopuja 2 pasa B IeHb, B
TeueHue 5 nHell. Bospnble III rpynmnsl (7=30), IOCTyIUB-
mue B 2015-2016 rT., mosTy4any 0asMCHYIO Teparwvio,
BKJII0YAIOIIYI0 NH(PY3UOHHYIO Tepaluio KpUCTAIIOU -
HBIMM PacTBOpPaMU, BUTAMUHOTEPAIIHIO, CeJaTalluIo.

BceM 60JIBHBIM IIPOBEJIM KOMILIIEKCHOE 0bce-
JOBaHMeE C UCI0JIb30BAHUEM MHCTPYMEHTAJbHBIX U
JTabopaTOPHBIX METOIOB. M3yuanu comep:xanue dpep-
MeHTOB reueHu (AsT, AcT), 6unupybuHa, CBOOOIHOTO
aMMMaKa IpU IOCTYIJIeHUU IallMeHTOB U B JUHA-
MHuKe — Ha 5 cyTKU. [Ipu3HaK r'uIoKCcUu BO BCeX IpyIl-
nax onpeJeJisiyid 10 KOHLIEHTPAlUuU JaKTaTa KPOBU
[P OCTYIJIEHNU [TAIJUEHTOB U B IMHAMUKe — uepes3
24 n 48 yacos.

BereraTtuBHbIi HepBHBIN cTaryc (BHC) onenu-
BaJId reMoJMHaMHU4YeCKUMU Ilapamerpamu. Onpene-
JISLJIA 4acCTOTY cepAedHbIX cokpaienuii (HCC), cucto-
audeckoe (CAJI) wu  pguacronumuveckoe  (HAJD)
apTepuajbHOe JaBJieHHe, BereTaTUBHBIA HHIEKC
Keppo (BU1) o popmysne BU = (1—D/P), rne D — nua-
crosnmmueckoe AJl, P—4dacrora nynbca B MuH. [IpoBesin
aHaJIU3 Cep/ledHOro pUTMa MEeTOJ0M KapAuONHTepPBa-
gorpaduu (KUI') no P M. Baesckomy (1986). Ananu-
3upoBanu Mo (monma) u AMo (aMmiuTyga Monel), a
Takske AX (BapuanuoHHbIN padmax) 1 MTH (uHmekc Ha-
NPsIPKeHUs1) NIPU MIOCTYIJIEHUHU NAlMeHTOB U Ha 5-e
CYTKU JIeeHUSI.

HapyiieHus uHTe JIeKTa U3y4aJsiy C UCII0JIb30Ba-
HueM mkaasl MMSE no 10 mo3unusam, mkasbl FAB o 6
No3UIUsAM U TecTa PeiiTana Ha 3-e 1 5-e CyTKU.

O6paboTKy JaHHBIX IIPOBOAMIIH C IOMOIIIBIO IIPO-
rpaMMHOTr0 obecrneuenuss ¢pupmel Microsoft u asek-
TpOHHBIX TabsuI Excel-2003.

Materials and Methods

80 patients (35 to 55 years of age) with acute alcohol
poisoning complicated by toxic hepatitis who received
medical treatment in the toxicology unit of the Republi-
can Research Center of Emergency Medical Assistance,
Tashkent, during 2015-2017 were examined.

The patients were split into 3 groups. Patients of
group I (n=30), who were admitted in 2016, received, in
addition to conventional therapy, a hepatoprotectors
containing inosine, meglumine, methionine, nicoti-
namide, and succinic acidy (Remaxol, Scientific and
Technological Pharmaceutical Firm ‘Polysan’, Russia,
Marketing Authorization number: LSR-009341/09), 400.0
ml per dose, administered intravenously by drop infusion
once a day starting from admission, for 5 days. Patients
of group II (n=20), who were admitted in 2017, received,
in addition to conventional therapy, a drug containing
betaine glucuronate (glucomethamine), diethanol amine
(glucodiamine), and nicotinamide ascorbate (Jetepar,
Popular Chemical Works (Pvt.) Ltd, Pakistan, based on
the license from Rotta Reasearch Laboratorium, Milan,
Italy), 10 ml per dose, administered intravenously by
drop infusion in 200.0 ml of 0.9% sodium chloride, twice
a day, for 5 days. Patients of group III (n=30), who were
admitted in 2015-2016, received the conventional ther-
apy that included infusion therapy with crystalloid solu-
tions, vitamin therapy, and sedation.

All patients underwent a comprehensive examina-
tion using instrumental and laboratory methods. The pa-
rameters analyzed included liver enzymes (ALT, AST),
bilirubin, free ammonia at admission of patients and in
dynamics on day 5. In all groups, hypoxia was deter-
mined based on blood lactate on admission and in dy-
namics after 24 and 48 hours.

The status of vegetative nervous system (SVNS) was
assessed based on hemodynamics. Heart rate (HR), sys-
tolic (ABPs) and diastolic (ABPd) arterial blood pressure,
vegetative index of Kerdo (VI) according to formula: VI =
(1 — D/R), where D is diastolic ABP, R is heart rate per
minute. Cardiac rhythm was analyzed by the method of
cardiointervalgraphy (CIG) according to R.M. Baevsky
(1986). Mo (mode) and MoA (mode amplitude) as well as
AX (range) and TI (tension index) at patients’ admission
and on day 5 were analyzed.

Psychoastenics was examined using the MMSE
score based on 10 items, FAB score based on 6 items, and
Reitan test on days 3 and 5.

The findings were processed using Microsoft soft-
ware (Excel-2003).

Results and Discussion

In all patients examined, the baseline indices
evidenced serious alteration of the homeostasis
system that resulted from poisoning. In all groups,
alcohol concentration amounted to 2.1+0.9 g/1 on
average. The influence of pharmacological hepato-
protection on the liver function dynamics in pa-
tients with acute alcohol poisoning is shown in
table 1.

Following the Remaxol infusions, group I pa-
tients displayed the dynamics of decrease of ALT,
AST, bilirubin, free ammonia 2.1-fold, 2.2-fold, 1.4-

fold, and 1.7-fold, respectively, versus the baseline
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Tabsmna 1. /luHaMuKka mokasaTesieil (GyHKIMH IeYeHN y 00TBHBIX C OCTPBIMH OTPABJIEHUSIMH AJTKOT0JIEM.
Table 1. Liver function dynamics in patients with acute alcohol poisoning.

Indexes, reference values Groups Index values at study stages
at admission A%! Day 5 A %?
ALT, u/10-42 I 184.2+41* 438 87.5+9.3* -52.5
jii 304.2471% 723 58.2+16* -80.9
1II 177.9+63.3 421 136.1+11.2 -23.5
AST, u/10-37 I 165.7£52 445 80.4x11.2 -51.5
II 285.7+34* 767 55.1+12*% -80.7
111 159.5+£55 429 137.5+6.5 -13.8
Bilirubin Total, mmol/I 8.55-20.5 I 28.3+4.2 38.7 20.2+0.8 -4.9
II 37.0+3.2 35.1 21.4+1.05 -42.2
111 24.2+3.7 18.7 22.1+1.1 -8.7
Free ammonia, mmol/l 18-33 I 66.2+9.5* 200 38.9+2.8* -41.2
I 69.4+16.5* 209 29.6+2.8* -57.3
I 61.7+11.2 186 56.1+3.1 -9.1
Note. ! — A% — data at admission relative to reference values; 2— A% — day 5 data relative to baseline; * — aa statistically sig-

nificant difference between baseline and day 5 values (P<0.05).

IIpumeuanwue. /17151 TabJ1. 1-3: Indexes, reference values — rnokasaresi, HOpMa; groups — rpynisbl; values at study stages — 3Haue-
HUS Ha CTAIUsIX UCCaenoBanust; at admission — npu nocrymienuun; day — cyTky; total — o61uit; free ammonia — cBoOO HBIN
aMMHak. ! — A% — NaHHbIe IPYU IOCTYIJIEHUH 110 OTHOLLIEHUIO K HOpMe; 2 — A% — JaHHbIe Ha 5-€ CYTKU 10 OTHOLIEHHUIO K
HCXOJIHBIM IIOKA3aTeJsIsIM; * — CTaTUCTUYEeCKU 3HaYMMasl pa3HMIlA Ha4aIbHbIX 3HAYEHNH U 3HAYeHU 17151 5 cyToK (p<0,05).

Pe3yibrarhl U 00Cy:KAE€HUE

VcxonHble moKkasaTesn y Bcex 006cieJoBaH-
HBIX 0OJIBHBIX CBUOETEJbCTBOBAJN O CEPHEIHBIX
HapyLIEHUAX CUCTEMbI TOME0CTa3a, HACTYIIUBIINAX
B pe3yJisTare OTpaBJjieHus. KOHIleHTpanus ajaKo-
roJil B KPOBU BO BCEX I'PYIIIIAX COCTABJIANIA B CPEJl-
HeMm — 2,1+0,9 r/J1. Bnusiaue papmakosiornieckoi
rernarolpoTeKINN Ha AWHAMUKY ITO0KasaTesei
(pyHKIINY IeYeHH Y 60JIBHBIX C OCTPBIMH OTpaBJIe-
HUSMU aJIKOT0JIeM IIPeICTaBUIMN B Ta0JI. 1.

Ha ¢one ungysuii «Pemaxcosa» y 60JbHBIX I
IPyIIbI B JUHAMUKe Ha0Jfofanu cHmKenne AT,
AcT, bunupybuHa, cBo60JHOT0 aMMIaKa COOTBET-
CTBEHHO B 2,1, 2,2, 1,4, 1,7 pa3a 110 OTHOIIIEHUIO K
HUCXOTHBIM JaHHbIM. Ha done nndysuii «/[sxere-
rapa» 9TU IOKa3aTeJIu CHUSUJIUCh COOTBETCTBEH-
HO B 5,2, 5,1, 1,7, 2,3 pasa, B TO BpemA Kak B Il
IpyIIe ypoBeHb aHAJOTUYHBIX ITOKa3aresiei ObI1
HUKE MCXOOHBIX ToJbKO B 1,3, 1,2, 1,1, 1,1 pasa
COOTBETCTBEHHO (Tab1. 1).

HpI/I IMMOCTYIIJICHUHU B CTAllTMOHAP y TallUE€HTOB
I rpynnsl orMedanu peskoe yBeJn4eHue 3Hade-
Huit CAJl no 165,5+21,9, JA/l 1o 102,1+9,1, UCC no
128,2+11,2, uapekca Kepzno mo 0,25+0,07, AMo 1o
41,75+2,87, UH 10 998,5+134,0 u cHukeHue Mo 10
0,57+0,03, AX 10 0,07+0,002. Bo II rpynre nanHbIe
ToKasare v ObLIN TaK:Ke pe3Kko n3MeneHbl: CAJ/l —
171,2+26,6, JAJl — 108,7+£10,4, UCC — 118,2+11,2,
nHaekca Kepno —0,22+0,04, AMo —48,5+2,6, UH —
1004,5+130,0 u Mo — 0,52+0,05, AX — 0,05+0,002,
YTO COOTBETCTBOBAJIO BHICOKOU CTENIeHU Hamps-
sKeHus cuMmnarudeckoro orgesna BHC. B Il rpynme
HaOsonanu cienyioriue 3HaveHnus:: CAJl —
172,5+£12,1, JAI — 104,2+7,9, UCC — 124,5+9,9,
nHaexc Kepno—0,28+0,03, Mo — 0,544+0,02, AMo —
43,65+3,2, AX— 0,06+0,002, I H — 1018+155,0.

Ha 5-e cyrku jiedyenusa y mauueHToB I u II

I'PYIII BBIIIIeyKa3aHHbIe II0Ka3aTeIu HOpMaIu30-

values. Following the Jetepar infusions, these in-
dices decreased 5.2-fold, 5.1-fold, 1.7-fold, and 2.3-
fold, respectively, while in group III the same values
were lower than those at the baseline by 1.3-fold,
1.2-fold, 1.1-fold, and 1.1-fold, respectively (table 1).

At the time of admission to the hospital, in
group I patients exhibited drastic increase of ABPs
to 165.5+21.9, ABPd to 102.1+9.1, HR to
128.2+11.2, Kerdo index to 0.25+0.07, MoA to
41.75+2.87, TI to 998.5+134.0 and decrease of Mo
to 0.57+£0.03, AX to 0.07+0.002. In group II, these
values changed significantly, too: ABPs
171.2+26.6, ABPd — 108.7+10.4, HR —118.2+11.2,
Kerdo index — 0.22+0.04, MoA — 48.5+2.6, TI —
1004.5+130.0, and Mo — 0.52+0.05, AX —
0.05+0.002, which corresponded to high tension of
the sympathetic part of VNS. In group I1I, the fol-
lowing values were observed: ABPs — 172.5+12.1,
ABPd —104.2+7.9, HR — 124.5+9.9, Kerdo index —
0.28+0.03, Mo — 0.544+0.02, MoA — 43.65+3.2,
AX —0.06+£0.002, TT— 1018+155.0.

On therapy day 5, the above values came to
norm in patients of groups I and II. In patients of
group III, ABPs, ABPd, HR, Kerdo index, MoA, and
TI decreased only 1.1-fold, 1.1-fold, 1.2-fold, 1.2-
fold, 1.1-fold while Mo and AX increased only to
0.64+0.06 and 0.09+0.037 relative to the initial data,
respectively, which evidenced persistent tension of
the sympathetic part of VNS (table 2).

Increased concentration of lactate in the ve-
nous blood reflected development of tissue hypoxia
in all patients admitted with acute alcohol poison-
ing. Lactic acid concentration in patients’ blood
was equal to as follows: group [ — 5.6+1.1 mmol/l,
II —5.7+0.9 mmol/l, IIT — 5.7+1.5 mmol/l. Follow-
ing the Remaxol infusions, as early as 24 hours after
the drug administration was discontinued , a con-
siderable decrease of lactate concentration to
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TaGuuna 2. lnHaMHuKa HOKa3aTeJiell BereTaTHBHOT'O CTAaTyca y 00/IbHBIX C OCTPHIMH OTPAaBJIEHHAMH aJIKOTOJIEM.
Table 2. Vegetative status dynamics in patients with acute alcohol poisoning.

Indexes, reference values Groups Index values at study stages
at admission A%! Day 5 A %?
ABPs, mm Hg 110-120 I 165.5+21.9* 38 124.3+8.7* -24.9
II 171.2+26.6* 42.5 123.8+£10.2* -27.7
111 172.5+12.1* 41 149.5+11.2* -13.3
ABPd, mm Hg 70-80 I 102.1£9.1 22 82.7+5.8 -19
II 108.7+10.4* 35 80.5+5.4* -25.9
111 104.2+7.9 24 96.2+8.1 -7.7
HR 65-90 I 128.2+11.2* 42.2 90.3+4.8* -29.6
II 118.2+11.2* 31.1 96.2+6.1* -18.6
111 124.5+9.9* 40.7 104.1+5.1% -16.4
VI, (1-D/R) 0-0.1 I 0.25+0.07* 152 0.12+0.02* -52
II 0.22+0.04* 220 0.14+0.02* -36.4
111 0.28+0.03* 184 0.22+0.03* -21.4
Mo, sec 0.7-0.8 I 0.57+0.03* -21 0.78+0.08* +36.8
I 0.52+0.05* -28 0.77+0.05* +48.1
111 0.544+0.02* -26 0.64+0.06* +17.6
MoA, % 25-30 I 41.75+2.87* 36 31.3+2.5* -25.3
I 48.5+2.6* 61 30.0+2.4* -38.1
111 43.65+3.2 45.3 38.3+2.9 -12.3
AX, sec 0.12-0.15 I 0.07+0.002* -43 0.12+0.001* +71.4
I 0.05+0.002* - 45 0.13+0.002* +160
111 0.06+0.002 -50 0.09+0.002 +50
TI, 160-200 U I 998.5+134* 484 238.5+62* -76.1
11 1004.5+130* 501 255.8+55.6* -74.5
1II 1018+155* 504 534+92.5* -47.5
Note. ' — A% — data at admission relative to reference values; 2— A% — day 5 data relative to baseline; * — a statistically sig-

nificant difference between baseline and day 5 values (P<0.05).

IIpumeuanue. ABPs — cucrosimueckoe CAJl; ABPd — nuacrosmmueckoe CAJl; HR—YCC; VI— BU; T — UH. ' — A% — naHHbIE
IPY IOCTYNJIEHUH 10 OTHOIIIEHUIO K HOpMe; > — A% — JaHHBIE Ha 5-e CYTKH 110 OTHOIIIEHUIO K UCXOJHBIM ITOKa3aTe IsIM; * —
CTAaTUCTUYECKH 3HAYMMasl pa3HUIA HA4aIbHBIX 3HAUEHU ¥ 3HAYeHU Ha 5 cyTKU (p<0,05).

Basuck. ¥ 6ombHbIX 111 rpynmer CAJL, AT, YCC,
nHaekc Kepno, AMo n UH cHU3WIUCH TOJIBKO B
1,1,1,1,1,2, 1,2, 1,1 pada, a Mo u AX NOBBICUJINCH
TOJIBKO 110 0,64+0,06, 1 0,09+0,037 110 OTHOIIIEHUIO
K MCXOJHBIM IOKa3aTeJisiIM COOTBETCTBEHHO, YTO
CBU/JIETEJILCTBOBAJIO O COXPAHSIOIIEMCS Halps-
SKeHUU cuMIitaTrndeckoro oraesia BHC (tabJ. 2).

[loBpIlllIeHWEe KOHIEHTpPAlMM JaKTaTa B
BEHO3HOU KPOBU OTPAKAJIO PA3BUTHE TKAHEBOU
TANIOKCHY Y BCEX IOCTYNUBIINX C OCTPBIMU OTPaB-
JEeHUsIMH aJKorojeM. [Ipyu aToM KOHIIEeHTpaIus
MOJIOYHOM KMCJIOTHI B KPOBU OOJIBHBIX COCTaBHUJIA
B I rpynne — 5,6+1,1 mmouas/a, II — 5,7+0,9
MMoJb/ 1, III — 5,7+1,5 MMmoub/J1. Ha dpone unpy-
3uii «PeMakcoJjia» y:ke dyepes 24 yaca oTMevasu
CyLIeCTBEHHOE CHU)KCHUE KOHIIEHTPAaIX JIaKTa-
Ta, B cpegHeM 1o 2,6+0,4 MMoJib/ 1. Uepes 48 yacos
€ero conepskaHue MPUOJIN3NTIOCHh TPAKTUIYECKU K
HOopMe — 1,8+0,2 MMoOJIb/J1. B peayiisrare npume-
HeHUus1 «/[skeTemapa» KOHIlEHTpalnus JiaKTara
Jepes 24 yaca CHU3UAACh 10 3,2+0,7 MMOJIB/J1, @
yepes 48 yacoB — 110 2,6+0,9 mmoJsib/J1. Ha done
0a30BOI TepanTy KOHIIEHTPAITHST MOJIOYHOM KHC-
JI0THI cocTaBuia 3,5+0,7 MMOJIb/J1 Yepe3 24 yaca u
2,7+0,9 —yepes 48 yacoB, YTO IIPEBHIIIATIO aHAJIO-
ruyHble nokasaresau B [ u ll rpynnax s 1,3, 1,4 pasa
us1,1,0,7 pada COOTBETCTBEHHO.

OneHka KOTHUTHBHBIX (YHKIUH IIpU
MTOCTYTJIEHUH TTAI[MeHTOB ObLIa HEBO3MOYKHA M3~

2.6+£0.4 mmol/l on average was observed. After 48
hours, its content was nearly normal — 1.8+0.2
mmol/l. As result of Jetepar application, lactate
concentration decreased to 3.2+0.7 mmol/] after 24
hours and to 2.6+0.9 mmol/] after 48 hours. At the
background of backbone therapy, lactic acid con-
centration was equal to 3.5£0.7 mmol/l after 24
hours and 2.7+0.9 after 48 hours, which exceeded
the same indices in groups I and II 1.3-fold, 1.4-
fold, and 1.1-fold, 0.7-fold, correspondingly.

It was impossible to assess cognitive functions
at the time of patients’ admission due to severity of
their condition. Based on the intellect screening by
MMSE scoring, in patients of groups I and II, mild
cognitive disturbance was noted on day 3: 22+1.4
and 24+1.6 points, respectively. On day 5, cognitive
deficit was almost absent and the average aggregate
score was equal to 28+1.6 and 27.8+1.4 points, re-
spectively. In the patients of group III, the MMSE
score on day 3 and 5 was 1.4-fold, 1.5-fold, and 1.3-
fold, 1.4-fold lower for all items than in groups I and
II, respectively (table 3).

At the background of hepatoprotective ther-
apy in group I and II patients, almost full recovery
of cognitive functions was observed as early as day
3 of admission to hospital while in group III, distur-
bances of conceptualization and dynamic praxis
continued. The aggregate FAB score in group III pa-
tients on day 5 did not exceed 13.4+1.1 points on
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TaﬁJmua 3. ,ZII/IHaM]/IKa BOCCTAHOBJICHHU A HHTeJIJIeKTyaJIbHOﬁ C(pepbl Y HallM€HTOB C OCTPBIMH OTPABJIEHUAMU

AJIKOT0JIEM.

Table 3. Intellectual recovery dynamics in patients with acute alcohol poisoning.

Indexes, reference values

Index values in groups at study stages

I 11 I

Day 3 Day5 Day 3 Day5 Day 3 Day5
MMSE (28-30 points) 22+1.4 28+1.6 24+1.6 27.8+1.4  16x1.2 23+0.7
FAB (16-18 points) 13.2+0.8 17.7#0.1 12.5¢1.1 16.5+0.5 11.3+0.4 13.4+1.1
Reitan test (up to 100 sec) 118+12 78+11 102+9 66+8 138+14 112+11

IIpumeuanue. MMSE, FAB — mikasibl; Reitan test — tect PeifTana; up to — go.

3a TAYKECTHU MX cocTOsTHUA. COIaCHO TTPOBeNieH-
HOMY CKPUHUHIY YPOBHsI UHTEJJIEKTA 110 IIKaJIe
MMSE y nanuenTtoB I u II rpynn Ha 3-e cyTku
OTMeYaJ/u JIETKUEe KOTHUTUBHbIE HAPYIIEHUA —
22+1,4 u 24+1,6 GaJs1a, COOTBETCTBEHHO. Ha 5-e
CyTKU KOTHUTUBHBIA OePUIUT NPaAKTUYECKU
OTCYTCTBOBAJ, a CyMMapHBIN 6ajlJI COCTAaBUJI B
cpenneM 28+1,6 u 27,8+1,4 6ajjia, COOTBETCTBEH-
HO. Y nanueHnToB III rpynnbl moKasaTe/u IIKaJIbl
MMSE 1o BceM No3uIusiM Ha 3 ¥ 5 CyTKH OBLJIN B
1,4,1,5u 1,3, 1,4 pasa Huxe, yeM B [ u Il rpymne,
COOTBETCTBEHHO (TabJI. 3).

¥ nanuenTos I u Il rpynn Ha ¢hoHE TpoBOAU-
MO¥ rermaToNpPOTEeKTOPHOU Tepanuu HabJJI0aaau
IIPAKTUYECKU [10JIHOE BOCCTAHOBJICHUE KOTHUTUB-
HBIX (PYHKIUH ysKe Ha 3-e CYTKU C MOMEHTa IIOCTYTI-
JIEHUA B CTallOHap, Torga Kak B III rpymmne nmponoJi-
SKaJIM COXPAHATHCA HAPYIIIEHUA KOHIIENTYaIN3alun
1 AMHAMUYeCcKoro npakcrca. CyMMapHbIi pe3ysisrar
TecTa 1o 1mkKaJse FAB y manuenTos III rpynnel Ha 5-€
CYTKH He IPeBbIIIal B cpeqHeM 13,4+1,1 6amra, 9to
1,2 pasaHmxe, yeM B I rpynme u B 1,1 pasa Hu»xe, yeM
Bo Il rpyme (Taba. 3).

[To Tecty PeiiTana, 1103BOJIAIOLIEMY OIIpe[ie-
JINTB IPU3HAKY [TeYeHOYHOH 9HIIeaIonaTuy, Hau-
JIYUIIIUN pe3yJIbTaT BbISABUJIM Y IIALIEHTOB, I10JIY-
4YaBIINUX Npenapar «/»xeremap». Yske Ha 3 CyTKU
nanueHTs! I rpynnel BeINOIHSAIU TecT PeliTaHa B
npeneaax HopMel — 3a 102+9 cerkyH[, HECKOJIBKO
XysKe pe3ysIsraT ObLTYy 00bHBIX [ TPYIIIEI, TTOJTyYaB-

mmx «Pemakcos» — 118+12 cekynp, B Il rpymie nas-
HBIE TeCTa Ha 3-e CyTKH ObLIN Xy>Ke, ueM B [ u Il rpym-
nax B 1,2 u 1,4 pasa, COOTBETCTBEHHO.

3akJaoueHnue

OCprIe OTpaBJIEHUA aJIKOT0JIEM COIIPOBOYK-
JAI0TCA Bpra)KeHHoﬁ TOKCUKO-TUIIOKCUYECKON
sHIedamonaTuei, 00ycI0BJIEHHON COYeTaHHBIM
IMopaKeHueM IIeYeH U TAXKEJIOU TKaHeBO TUIIO0-
KCHEMH. HpI/IMeHeHI/Ie COBPEMEHHLIX I'€IIaToIIPO-
TEKTOPOB «PemakcoJga» u «,H;KeTenapa» 3(1)(1)61(-
TUBHO RyIIUpyeT MeTa60J‘II/I‘IeCKI/Ie, KOTHUTUBHBIE
U BererTaruBHbIE paCCTpof/'ICTBa y 0O0JILHBIX C aJIKO-
Jlureparypa
1. Akanaes PH., Cmonnuuruti A.A., Xoxcues X.11I. ParimoHanbHast Heil-

pomeTabosyecKast Tepanus MPU OCTPHIX OTPABJIECHUSAX AJIKOI0-
neM. Meronuueckne pekomernganuu. Tamkent 2017. C. 19-20.

2. benenuues H.D., Ilasniok H.B., Kyuepenro JI.H., Abpamos A.B. Pap-
MaKOKOPPEKIUsI [TOC/IEICTBUN HEHPOTOKCUYECKUX ITOPAKEHUI

average which is 1.2-fold lower than in group I and
1.1-fold lower than in group II (table 3).

As determined by the Reitan test that estab-
lishes level of hepatic encephalopathy, the best ther-
apeutic effect was found in patients who received
Jetepar. As early as day 3, group II patients com-
pleted the Reitan test within the normal range:
10249 seconds; the result of group I patients who re-
ceived Remaxol was a bit worse: 118+12 seconds; in
group III the test results on day 3 were worse than
in groups I and I1 1.2-fold and 1.4-fold, respectively.

Conclusion

Acute alcohol poisoning is accompanied by
significant toxical hypoxic encephalopathy caused
by combined liver damage and severe tissue hy-
poxia. Administration of contemporary hepatopro-
tectors Remaxol and Jetepar effectively jugulates
metabolic, cognitive and vegetative disorders in pa-
tients with alcohol intoxication. The clinical and
laboratory findings obtained, screening of the VNS
and cognitive functions in patients with alcohol
poisoning have demonstrated that Remaxol pos-
sesses greater antihypoxant properties than Jetepar
but smaller hepatoprotective properties. In conclu-
sion, when signs of toxic hepatitis are predominant
it is recommended to use Jetepar and when the
signs of tissue hypoxia are predominant it seems
better to administer Remaxol.

roJIbHOM MHTOKCcUKanuel. ITosyuyeHHble KINHN-
KO-J/1a00paTopHble JaHHbIe, CKDUHUHT BereTaTuB-
HOU CHICTEMBI M KOTHUTUBHBIX (PYHKIIUHA Y 060JIb-
HBIX C OTPaBJICHUSMH AJIKOT0JIEM IIOKA3aJIH, YTO
npenapar «Pemaxcos» o0/1agaer 60/IbIINMY AaHTH-
TUIIOKCAaHTHBIMHM CBOMCTBaMH, uYeM IIperapar
«[IsreTerniap», HO MEHBIINMHU I'€lIaTOIIPOTEKTUBHBI-
MU cBOHcTBamu. Mcxons us aToro, B ciydae mpe-
ob/raaHnsi IPU3HAKOB TOKCUYECKOI'O rellaTUTa
IIpeIoYTHTeIbHEeEe HCIIO0JIb30BaHUE IIpernapara
«[Isxeremnap», B cirydae rpeobiiafanus IpU3HAKOB
TKaHeBOM TMIIOKCUY — IIpernapara «Pemakcos».
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