MIHICTEPCTBO OXOPOHHM 3JIOPOB'SI YKPATHI
HAIIIOHAJIBHA AKAJIEMISI MEJUYHUX HAYK YKPATHH
3AIIOPI3bKUM JEP)KABHUM MEIUYHUN YHIBEPCUTET

Y «(IHCTUTYT ®APMAKOJIOI'Ti TA TOKCHUKOJIOI'Ti HAMH YKPATHN»
BI'O «<ACOIIIAIIISI ®PAPMAKOJIOT'IB YKPATHN»

3bIPKA TE3

Il HAYKOBO-NMPAKTUYHOI KOH®EPEHLII 3 MDKHAPOOHOIO YYACTIO

«®YHOAMEHTAIJIbHI TA KIIHIYHI ACMEKTU
®APMAKONOrII»

(nam’ssmi npoghecopa B.B. [JyHaeesa)

22 nucmonada 2022 p., M. 3anopixxsi

3anopixxs, 2022



OPIKOMITET

FOJIOBA OPFKOMITETY:
pektop 30MY, 3acnyxeHunn aiay Hayku ta TexHuki YkpaiHu, npocp. KonecHuk
0. M.

3ACTYNHUKU IrOJ1IOBM:

npod. TymaHcbkun B.O., npod. beneHiuen |.P.

YJTIEHUN OPTKOMITETY:
npodc. Binan I.M., npocp. NMNasnos C.B., gou. ByxTiaposa H.B., gou. Mopo3oBa O.B.

CEKPETAPIAT:

aou. €ropoB A.A., ac. k.6ion.H, PnxeHko B.I., ac. Po6oTta [1.B.,
ronoBa HaBYaribHO-HayKOBOrO CEKTOpPY CTYAEHTCbKOI paau €noxeHko LJ1.



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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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 ;¢ 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.
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Beryn. Hamummu  foCnipKeHHSIMM BHBYEHI KapAlONMPOTEKTHBHI BIACTHBOCTI HOBOTO
KapJioceaekTUBHOro Onokaropa 3 NO- monymiorounM edekrom "limeprpuin”, ajge mexaHizmu,
yepes sKi BiH peali3yloTh CBOi €(eKTH, 10 KiHI He BUBYCHI

MeTow 1BOro JOCHII:KEeHHsI OyJI0 OIIHWTH BIUIMB HOBOTO OPHUTIHAIBHOTO B-
anapenoOnokatopa 3 NO-monpymiorounMm edextom Tabietok «[imeprpum» (po3podoka HBO
«DapmaTpoH») Ha MOPYIICHHS CHEPTETUYHOTO METa00J1i3My MOKap/a Ta cTad MiToxoHapiii SHR
(CTIOHTaHHO TIMEePTEH3UBHI LTYPH).

Marepiann Tta meronm B wmiokapabl (8-micsunux) SHR, sxi oTpumyBamu mpoTsrom
30 ni6 BHyTpimHBbONLTYHKOBO Talnerku «limeprpum» (20 mr/kr Ha noOy B NepepaxyHKy Ha
nifo4y pedoBHHY) Bu3Hadamu y BMmicT AT®, inTepmeniatiB mukiy KpeOGca, aKTUBHICTB
MmiToxoHapihokpena wmx-K®K), mBHUAKICTE BIAKPUTTS MITOXOHJAPIATBHOI TMOPH, BMICT
bcl-2-nipoteiny Ta HITPOTHPO3UHY.

Pesyabratn KypcoBe mnpusnauennss SHR Ttabnerok «l'imeprpum» mnpu3BOAWIO 0
JIOCTOBIPHOTO 3HMKEHHS apTepiajibHOTO THCKY Ha 20%, a TakoK MapKepa HITPO3YI0UOro CTpecy —
HITPOTUPO3UHY B MITOXOHJpPisX Miokapay. ['imepTpuil 3MeHIyBaB MOUIKOJKEHHS MITOXOHJPIH
(3BHIDKEHHSI IIBUAKOCTI BIAKPUTTS LMKIOCHOPUH A-3alIeKHOI MOPH) 1 MPUBOIUB A0 30UIBLICHHS
npoaykuii AT® B peakuisx nukia Kpebca Ha TpukapOOHOBINM 1 JUKapOOHOBIN HUISHKAX
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