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K3 "3anmopizpkuii Menuunuii paxoBuit konaemk" 30P

MeTo0 1HBOro AoCHiAkeHHs1 OyJI0 OIIHUTH BIUIMB iHTpaHa3aJbHOI JIIKapchkoi (opmu
IL-1b anraronicra (PAIJI) (po3poGnenoi mou. Bypnmaka b.C.) Ha (opmyBaHHS KOTHITUBHOTO
nedinuTy IIypiB 3 eKCIIEPUMEHTAIFHUM MOPYIICHHSIM MO3KOBOTO KpoBo0Oiry (OHMK)

Martepianu Ta Mmetoau. Y 6inux 6e3nopoanux urypis (170-190 r) micns ABOCTOPOHHBOT
OKJIIO311 COHHHX apTepii Ta MOJIENIOBAHHS TOCTPOTO MOPYyIIEHHS MO3KoBOro kpoooOiry (I'TIMK)
JOCIIJDKYBAIM TaM'siTh 3a JonoMororo pamiansHoro nabipuaty LE760 (AgnTho's, Sweden).
TBapuHM KOHTPOJBHOI TPYIHU OJEPKYBaJIM I1HTpaHa3aIbHO-(I3101I0TIYHII po3unH. TBapuHH
JOCIITHUX TPYI, AKi oTpuMyBanu npotsrom 18 ni6 intpanazansuo PAUI (1,0 mr/kr). Hapuanus
npoBowid Ha 18-ty noOy micns onepanii. OniHoBanu pedepeHTHY MaM'sTh, a TaKOXK poOOUy
nam'siTh Ta KUTbKICTh MOMUJIOK pOO0YO0i Mmam'siTi. 3aXOMIICHHS Ta 3aMuC 300paKEHHS TPOBOAUIOCS
3a JIOMOMOTOI0 KOJIhopoBOi Bimeokamepu SSC-DC378P (Sony, Japan). AHnani3 Bimeo aiiniB
IIPOBOJUBCS 3a IOTIOMOT 00 TporpaMuoro 3abe3neueHds Smartv 3.0 (HarvardApparatus, USA).

PesyabTaTn Monemoanns ['TIMK npusBoauno 10 JOCTOBIPHOTO 3HIKEHHS 3arajbHOi
aKTUBHOCTI TBApUH B YMOBaX 3HaOMOI'0 Cepe/IOBUINA JIA0IpUHTY, 3HIKEHHS POUJICHOT BiACTaHi,
10 CBIYMIJIO MPO MPHUAYIICHHS 3JaTHOCTI 10 HaB4yaHHS TBapuH. MonemtoBanus ['TIMK Takox
JIOCTOBIPHO 301IbIIYBAJIO KUTBKICTh MOMIJIOK peepeHTHOT maM'sTi Ta HOMUIJIOK poOOoYOi mam'sTi,
II0 CBITYMJIO TPO 3HAYHI KOTHITUBHI po3naau. BBexaenns intpanazansHo PAlJla mpusBoamiio 1o
3MEHIICHHS KOTHITUBHOTO AedinuTy. Tak, 3araqbHa aKTUBHICTh Ta MPOiiieHa BiACTaHb 1 Y TBAPHH
i€l Tpynu HE Majo JOCTOBIPHHMX BIIMIHHOCTEH 3 TPYIOIO0 1HTAaKTy, MpOTe OYyJIO0 TOCTOBIPHO
Buolo, Hik y rpyni [TIMK (koHTposb), KUTBKICTh MOMHJIOK pOO0Y0i Ta pedepeHTHOI mam'sTi
JOCTOBIPHO 3HMKYBAJIACs TIOPIBHIHO 3 TPYIOI0 KOHTPOJIIO.

BucnoBku InTpanazansue BBeneHHs IL-1b antaronicra PAUULy y roctpuit nepion OHMK

ranpMye (GOpMyBaHHS KOTHITUBHOTO JE(IIMTY Y €KCIIEPUMEHTAIHUX TBApUH

THE ROLE OF HSP 70 IN THE IMPLEMENTATION OF NEUROPROTECTIVE

EFFECT OF (S)-2,6-DIAMINOGEXANE ACID 3-METHYL-1,2,4-TRIASOLILE-5-

TYOACETATE (ANGIOLYNE) IN DEPRIVATION OF THE SYSTEM'S LEVEL
OF RESTORED GLUTATHIONE IN VITRO

Belenichev I.F., Kucherenko L.I., Aliyeva E.G. , Skorina D.Yu.
Zaporozhye State Medical University, 69035, Ukraine,

The aim of the research: to determine the value of the heat shock protein HSP, in the
implementation of the mechanism of neuroprotective actions of substance with neuroprotection,
endothelioprotection, antioxidant activity -(S)-2,6-diaminogexane acid 3-methyl-1,2,4-triasolile-
5-tyoacetate. The objective of this study was to estimate the influence of glutatione on the
expression of HSP;q, the activity of the thiol-disulfide system of neurons and mitochondria

development of neuronal apoptosis in vitro, with a deficit of restored glutathione. Methods:
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neurons of cortex isolated extemporale from the brain of a week-long white outbred rats. Deficit
of glutathione caused by the introduction into suspension of neurons of D,L-butionin-S.R-
sulfoxime (BSO,500 mxM). The agent was selected on ability to influence the intracellular
synthesis of glutathione. Apoptotic modified neurons identified by painting of the etodium
bromide, the expression of HSP;; was determined by method of immunoblotting. In the
mitochondria and citosole determined the content of restored glutathione, markers of oxidative
modification of proteins. Also determined the charge of the mitochondrial membrane and level of
opening of the mitochondrial permeability transition pore. Results: it was determined that the
introduction of the incubation environment (S)-2,6-diaminogexane acid 3-methyl-1,2 4-triasolile-
5-tyoacetate (10 mxM) has resulted in the decrease of intensity of oxidative stress (reduction of
aldegide-phenyl-hydrazones, ketone-phenyl-hydrazones, nitrotirosine, increase in the Mt-SOD );
and also restoration of thiol-disulfide balance (increase the concentration of restored glutathione
and decrease its oxidized form; and increase the activity of enzymes of thiol-disulfide system —
GPR and GR, improvement the level of mitochondrial metabolism and activity of the
mitochondrial Mt-SOD and inhibition the opening of mitochondrial permeability transition pore
and conservation of the charge of mitochondria. Also there has been the expression of HSP 7, and
regulation of level of opening of the mitochondrial permeability transition pore. Conclusion:
neuroprotective action of (S)-2,6-diaminogexane acid 3-methyl-1,2,4-triasolile-5-tyoacetate is due
to its direct antioxidant effect and expression of HSPy, . (S)-2,6-diaminogexane acid 3-methyl-
1,2,4-triasolile-5-tyoacetate indirectly through HSP; stabilizes oxidative damaged of
macromolecules, prevents the opening of mitochondrial permeability transition pore, thereby
showing the direct antiapoptotic action.

THE NEUROPROTECTIVE EFFECT OF (S)-2,6-DIAMINOGEXANE ACID 3-
METHYL-1,2,4-TRIASOLILE-5-TYOACETATE (ANGIOLIN) IN DEPRIVATION
OF THE SYSTEM'S LEVEL OF RESTORED GLUTATHIONE IN VITRO

Belenichev I.F., Kucherenko L.I., Gorchakova N.A, Bukityarova N.V., Varvanskyi P.A.
Zaporizhzhia state medical university
Bogomolets National Medical University, Kyiv
Zaporizhzhia Regional Council Municipal Institution “Zaporizhsky Medical College”

The aim of the research: to determine the value of the heat shock protein HSP, in the
implementation of the mechanism of neuroprotective actions of substance with neuroprotection,
endothelioprotection, antioxidant activity — (S)-2,6-diaminogexane acid 3-methyl-1,2,4-triasolile-
5-tyoacetate. The objective of this study was to estimate the influence of glutatione on the
expression of HSP;q, the activity of the thiol-disulfide system of neurons and mitochondria
development of neuronal apoptosis in vitro, with a deficit of restored glutathione.

Methods: neurons of cortex isolated extemporale from the brain of a week-long white
outbred rats. Deficit of glutathione caused by the introduction into suspension of neurons of
D,L-butionin-S.R-sulfoxime (BSO,500 mxM). The agent was selected on ability to influence the
intracellular synthesis of glutathione. Apoptotic modified neurons identified by painting of the
etodium bromide, the expression of HSP7, was determined by method of immunoblotting. In the
mitochondria and citosole determined the content of restored glutathione, markers of oxidative
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