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UpesMepHasi aKTHBAIUs NMPOIECCOB NMEPEKUCHOTO
okucinenus nununos (IIOJI) sBuseTcs yHUBEpCalIbHBIM
MEXaHM3MOM Jerpajauuu 6uomemMOpaH IpyU MHOTUX MarTo-
JIOTUYECKHUX MpOoIeccax, B TOM YHCIE aJKOTOJIb-HHIY-
IIUPOBAaHHBIX MOPAXKEHUAX I'OJOBHOrO Mosra. s JedeHus
[IaTOJIOTUH TOJIOBHOTO MO3Ta aJKOTOJILHOTO Te€HE3a aKTyalb-
Ha pa3pabdoTKa HOBBIX TEPAlEeBTUYECKHX ITOAXOJOB C
HCHOJb30BaHUEM KCEHOINpenapaTtoB, 3pPpeKTHBHOCTH
KOTOPBIX YK€ J0Ka3aHa MPH JICYCHUH MHOTHUX 3a00JeBaHUH.

Ilenbp paGoTHl — M3y4YeHHE BIIMSHUS KCEHOIPENapaToB
Ha MHTEHCUBHOCTH NpoTekanus mnpoueccoB [IOJI B ronos-
HOM MO3Te HpH 3KCIEPUMEHTAJIBHOM XPOHHYECKOM
aJIKOTOJIbHOM OTpPAaBJICHHH.

B pabore ucnonbs3oBanu 3-MecsIuHbIX Oenblx Oecro-
POIHBIX KpBIC-CAMOK, XPOHUYECKOE OTPABICHHE aJIKOTOJIEM
MOJIeTHpoBan, kKak onucaHo Hamu paHee (Kopames [NA.,
Ierpenxo A.YO., 2005), nocnie 4ero >KUBOTHBIX HEPEBOIMIN
Ha Manyio no3y ankorois (15%-# pacTBop 3TaHONa Kak
€IMHCTBEHHBIM HCTOUHUK XUAKOCTH). B KauecTBe KceHompe-
[apaToB MCHOJIB30BAIN IKCTPAKT TosioBHOro mosra (3I'M)
HOBOPOX/EHHBIX MOpOCHT, npenapar “@derarek” (Oeckie-
TOYHBIH LIUTO30JIb dYMOPHUOHATIBHBIX TKAHEH YeJoBeKa
Me30€pMaJIbHOTO MPOUCXOXKIEHUA), KPUOKOHCEPBU-
pOBaHHBIE KJIETKH 3MOpuoHaibHOro Mosra (KOM) genosexa
9-12 nenens recranuu. OLEHKY NPOOKCUAAHTHO-aHTHOKCH-
JaHTHOTO OajlaHca TOJIOBHOTO MO3ra IPOBOAMIM Uepe3 JIBE
Henenu. Jlns onucaHus NMPOOKCHUIAHTHOTO CTAaTyca KIETOK
TOJIOBHOTO MO3ra omnpenesuid 6azainbHblil ypoBeHb THK-
aKTHBHBIX NPOAYKTOB M MHTEHCHBHOCTh MHIYLIMPOBAHHOTO
ITIOJI. CocrosiHue aHTHOKCHUAAHTHON CHUCTEMBI TOJIOBHOTO
MO3ra OLEHUBAJIU MO0 U3MEHEHUIO aKTUBHOCTH €€ OCHOBHBIX
(epMEHTATHBHBIX COCTABIIIOMINX — KaTanasbl ¥ TIIyTaTHOH-
HEPOKCUA3EI.

ITo cpaBHEHHIO C KOHTPOJEM BBEJCHHE 3KCTPakKTa
rOJIOBHOTO Mo3ra wi “@ertarek” NMPUBOAMIO K CHHKCHHIO
6azanpHoro ypoBHs TBK-akTHBHBIX mpoaykToB B 1,4 pasa,
ucnous3zoBanue KOM — B 2,1 pa3a. UHTeHCUBHOCTD
unaynuposanHoro [1OJI mox BAMsSIHHEM SKCTpaKTa rOJOB-
HOTO MO3ra YMEHbIIaack B 3 pasa, moj BiusiHueM “DetaTtex”
nmu KOM — B 1,6 u 2,7 pa3a coorBeTcTBeHHO. [ITyTaTnoH-
NEPOKCHIa3Hasl aKTUBHOCTb BO3pacTaia npu BeeneHun OI'M
B 1,3 paza, “@erarex” — B 1,4 paza, ucnonbpzoBanuu KOM —
JIOCTOBEPHO HE M3MeHsutach. KaTanasHas akTHBHOCTH IIPH
BBEJICHUH JI000r0 U3 KCEHOINpPEnapaToB JOCTOBEPHO HE
u3MeHsnacs. Takum oGpasom, OazanbHblii ypoBeHb THK-
aKTHBHBIX IPOJYKTOB HanOoJiee BBIPAXKEHHO CHIDKAJICS MO
BnusHueM KOM, mMakcuMainbHOE YMEHbIICHHE aKTHBHOCTH
naaynupoBanHoro [1OJI mpoucxoamno mox BausHuEM DI'M
u KOM, cTuMymnsanus myTaTHOHIIEPOKCHIA3HOW aKTUBHOCTH
HaOmronanachk noj BiusiHueM “@erarex” u DT’ M. Ilony-
YEeHHBIE PE3yJbTaThl MOTYT OBITH OCHOBOW IUIsi pa3pabOTKH
HOBBIX METOJIOB JICYEHUS aJKOTOJb-UHIYLHPOBAHHBIX
MOpPaXCHUH TOJOBHOI'O MO3Ta.

NPOBJIEMbI 446

KPUOBMOJIOTUU
T. 16, 2006, N24

An excessive activation of lipid peroxidation (LPO)
processes is an broad-based mechanism of biomembrane
degradation under many pathological processes, including
alcohol-induced brain damages. Development of new
therapeutic approaches using xenopreparations, which
efficiency has been already proved in treating many
diseases, has been actual task for treating brain pathology
of alcohol genesis.

The research was aimed to study the influence of
xenopreparations on LPO course intensity in brain under
experimental chronic alcohol poisoning.

In the research we used 3 months’ white breedless
female rats, chronic alcohol poisoning was modeled as we
previously reported (Kovalev G.A., Petrenko A.Yu., 2005),
then alcohol dose for animals was changed for a low one
(15% ethanol solution as the only source of liquid). As
xenopreparations we used newborn piglet brain cryoextract,
“Fetatek” preparation (cell-free cytosol of human embryo-
nic tissues of mesodermal origin), cryopreserved human
embryonic brain cells (EBCs) of 9-12 gestation weeks.
Estimation of prooxidant-antioxidant brain balance was
carried-out following 2 weeks. In order to describe a
prooxidant status for brain cells a basal level of TBA-active
products and the induced LPO intensity have been
determined. State of brain antioxidant system was estimated
by a change in activity of its main enzyme components:
catalase and glutathione peroxidase.

If to compare with the control the introduction of brain
extract or “Fetatek” resulted in a decrease in basal level of
TBA-active products in 1.4 and in 2.1 times for EBCs.
Induced LPO intensity under brain extract effect reduced
thrice and it was in 1.6 and 2.7 times lower under “Fetatek”
or EBCs effect, correspondingly. Glutathione peroxidase
activity increased in 1.3 times during brain extract
introduction, in 1.4 times for “Fetatek” and did not
statistically and significantly change during EBCs use. There
was no statistically significant change in catalase activity
when introducing any of the xenopreparations. Thus, the
most manifested basal level of TBA-active products reduced
under EBCs influence, the maximum decrease in the induced
LPO activity occurred under brain extract and EBCs
influence, the stimulation of glutathione peroxidase activity
was observed under “Fetatek” and brain extract effect. The
results obtained may serve the base for designing new
approaches to treat alcohol-induced brain damages.
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