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XAPAKTEPUCTUKA A3UA-IHAYKOBAHOI EKCNEPUMEHTA/IbHOT AEEMEHLYIT
ANbUTEMMEPOBCbKOIO TUNY

HauioHanbHUit meguuHuit yHiBepcutet imeHi 0.0. boromonbusa (m. Kuis, YKpaiHa)

AHomaujia: [leMeHyis — ye cCUHOPOM, wo obymosneHull HaABHICMIO OP2aHIYHO20 YWKOOHEHHSA 20/108HO20
MO3KY, OCHOBHUMU MPOABAMU AKO20 € 8UPaXeHUl KoeHimusHuUl deiuum ma nopyuweHHAM camoobcy208y8aHHH.
LAaHuli cuHOpom 3ycmpiyaemosca npu 6aeambox HO30702iX: U4epebpoBacKyAAPHUX 30X80PHOBAHHAX, X80pPOOAX
Anbyeelimepa, [lika, feHmiHkmoHa, MapKiHcoHa, Kpelimygpenso—Akoba, HopmomeH3usHili 2idpouegpanii moujo.
Memoto docnioreHHs byno y3a2anbHeHHS Pe3ysbmamis Cy4acHuUX 00cni0xceHb 019 0emanbHOi Xapakmepucmuku
onucaHoi modeni demeHuii 8 ekcriepumeHmi. Xeopoba Ansuzelimepa — HalnowupeHiwuld mun oemeHuii, uo
3ycmpiyaemeocay 50-70% cepeo scix sudie demeHyil. A3ud Hampito € 6e36ap8HOI KPUCMAIYHOK, BUCOKOMOKCUYHOH
meepooo peyos8uUHO, KA MNioxoO0ume 015 MOOENOBAHHA MOAEKYAAPHUX Ma NamomMopghosno2iuHux ansbyzetimep-
M00i6GHUX CUMMTMOMIB 8 20/108HOMY MO3KY eKCrepumeHmasnbHUx meapuH. JJoCKoHane susyeHHA ocobausocmeli
MO0OesnB8aHHA a3ud-iHOyKosaHoi OemMeHUuii 00380/7UMb HAYKOBUAM 8UKopucmosysamu O0aHy mooesnb 8
eKkcrepumeHmi ma 00380/1UMb OMPUMAMU PeasbHi NepcrnekmMusHi pe3yaemamu 045 Po38°A3aHHA AKMyasabHOT
HayKosoi npobaemu.

Kntouoei cnosa: 0emeHyis, xeopoba Anbuzelimepa, yWKOOHEHHA 20/108HO20 MO3KY.

Abstract. Dementia is a syndrome caused by the presence of organic damage to the brain, the main manifesta-
tions of which are severe cognitive disorders and impaired self-care. This syndrome occurs in many nosologies: cere-
brovascular diseases, Alzheimer's disease, Pick's disease, Gentinckton's disease, Parkinson's disease, Creutzfeldt-
Jakob disease, normotensive hydrocephalus, etc. The aim of the study was generalization of the results of modern
studies for the detailed characterization of the described model of experimental Alzheimer's dementia. Alzheimer's
disease is the most common type of dementia, occurring in 50-70% of all types of dementia. Sodium azide is a color-
less crystalline, highly toxic solid suitable for modeling molecular and pathomorphological Alzheimer-like symptoms
in the brain of experimental animals. A thorough study of the features of modeling azide-induced dementia will allow
scientists to use this model in an experiment and will allow to obtain real promising results for solving an actual
scientific problem.
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Bcryn.

JemeHuis — ue CMHAPOM, WO O0b6yMOBNEHUI Ha-
ABHICTIO OPraHiYHOro YLKOAMKEHHA TO/I0OBHOTO MO3KY,
OCHOBMMM MPOABAMU AKOTO € BUPANKEHWUIN KOTHITUBHUI
aediumTt Ta nopylieHHsm camoobcnyrosyBaHHA [1-2].
[aHult cMHapom 3ycTpivaeTbea npu 6araTbox HO30/0-
riax: LepebpoBaCKYNAPHUX 3aXBOPIOBAHHSAX, XBOpPObHax
Anburenmepa, Mika, leHTiHKTOHA, MNapkiHcoHa, Kpei-
Tudenba—AKkoba, HOPMOTEH3UBHINM Tigpouedanii Towo
[2-3].

MeTa gocnigxKeHHs.

Y3arasbHEHHA pPe3ynbTaTiB Cy4acHUX AO0CNIAXKeHb
ONA [eTaNbHOI XapaKTEPUCTUKM OMUCAHUX Moaenein
eKCNepPUMEHTaNIbHUX AeMeHLit  AnbLreMepoBCbKOro
T™ny.

OCcHOBHa YacTuHa.

XBopoba Anburelimepa — HaMoWUpPEHiLWWUA TUN ae-
MEeHLji, LLLO MOYMHAETLCA 3a baraTo PoKiB A0 NPOSABU KNi-
HiYHMX cumnToMmiB [4] Ta 3ycTpivaeTbes y 50-70% cepes,
BCiX BMAiIB AemeHLUii [5]. XapakTepHe no3akniTuHHe Bia-
KNnageHHa 6/ALWOK, WO CKNaaaTbea 3 aminoigy-B (AB),
i BHYTPILWHbOKITUHHE HAaKONUYEHHAM Henpodibpunsap-
Hux Kny6kiB (NFT-neurofibrillary tangles), wo cknapa-
toTbCA 3 rinepdochopunboBaHoro b6inka Tay [6-7].

BpaxoBytoun 6aratodakToOpHy npupoay XBopobwu
Anbureiimepa, ii LUMPOKY PO3MNOBCIOAMKEHICTb Ta 36iNb-
LEeHHA 3aranbHOI TPUBANOCTI XUTTA, AOCNIAKEHHA MO-
NIEKYNIAPHUX MEXaHi3MIiB AaHOro 3axXxBOPIHOBAHHA € Ha
CbOroZHi 0co6MBO aKTyaNbHUM Ta HeobxigHUM. Mogae-

Nli Ha TBApMHax € 3010TUM CTaHAAPTOM A4 AOCNIAKEHD
XBopobu Anburerimepa [7].

A3una-iHayKoBaHa AemeHLia — € aobpe BUBYEHOIO
eKCMepMMEHTANbHOID MOAENNID AeMeHLIT anburerime-
poBCbKOro Tmny. [eTtanbHa XapakTepucTMKa Liei moae-
Ni MoXKe ByTU KOPUCHOI ANA PO3B'A3aHHA KOHKPETHUX
HAYKOBO-A0CNIAHNLBKMX 3a/,a4 Ta 3aBAaHb B eKcnepwm-
MEHTI.

A3U0-iHOYKOBaHI OemeHujii.

A3ug HaTtpito € 6e36apBHOD KPUCTaNiYHOW, BUCO-
KOTOKCMYHOIO TBEPAOK PEYOBMHOW, fAKa NiAXOAUTb
AN MOAeNtoBaHHA Anburemmep-nogibHMx cumnTomis
y wypis [8-9]. A3ug HaTpilo € CeNneKTUBHMM iHribiTo-
pom bepmeHTy uMKnooKecureHasu (LOT), wo npusso-
OVUTb A0 3HUMKEHHA aKTUBHOCTI Komnekcy |V naHutora
TpaHcnopTyBaHHA enekTpoHiB (ETC-complex IV of the
electron transport chain) [10] i, TaKMM YMHOM, BUKU-
Ka€ MITOXOHAPIaNbHY AMCOYHKLO, WO B MOAanbLIOMY
npussoauTb 0 Aediumty nam’aTi [8, 11-12].

XpoHiyHe BBeAEHHA a3uay HaTpito (iHTpanepiToHe-
anbHo 12,5 mr/kr B TeueHue 5 gHelt u 10 mr/Kr i Ha npo-
TA3i HacTynHuUx 9 gHein [12] y wypiB iHAYKYE PO3BUTOK
eKCnepuMeHTanbHOT Moaeni gemeHLuii anbureimepos-
cbkoro Tuny [10]. CuHTe3 B-aminoigy 3a paxyHOK no-
pyLIeHHsA po3naay nonepeaHuKka binka AR (ABPP — AR
-protein precursor) Ma€ BUpilLafbHe 3HAYEHHA y naTo-
norii npu xBopobi Anburenmepa. MNopyleHs yTuaisauii
nonepegHuka b6inka AR ABPP cnocTepiraetbcs nicns
BBEAEHHA a3uay HaTtpito [12]. A3ug HaTpito BUKAMKAE
3HUXKEHHA aKTUBHOCTI MITOXOHAPIaNbHOI LUTOXPOMOK-
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cMAasn, NocuaeHHA ekcnpecii aminoigoreHHoro ABPP
Ta 36inblweHHA piBHA AP 1-42, depmeHTy 1, Wwo po3Lue-
nate binok-nonepeaHuKk aminoigy 6era-canty (BACE1
— beta-site amyloid precursor protein enzyme 1), a
TaKoX ocnabneHHs ekcnpecii HelipoTpodiHy B AinaHu
rinokamny [12-13]. MNMokasaHo, WO iCHYE 3B’A30K MiX
«MiTOXoHApPianbHOW ANCOYHKLIEID Ta ayTodarieto» npum
XBOpobi AnburerMmepa. Yepes HeageKkBaTHY yTuisaLito
OKMCHO-MOLLKOAXKEHNX MAaKPOMOEKY/ | opraHen B pe-
3ynbTaTi ayTodarii HEMPOHW NOCTYMOBO HAKOMWUYYHOTb
ninodycumH, Wwo nocuntoe AnchyHKLito HelpoHis [12].

A3ng HaTpito aKTUBYE aALETUAXONIHEeCTepasy, PiBHi
HiTpaTiB/HITPUTIB Ta OKWUCAtOBaNbHOrO cTpecy (Wwo
NPOABMAETLCA Yy 3HAYHOMY NigBuLeHHi piBHA TBARS
(thiobarbituric acid reactive species, peakTuBHi BUAM
Tio6apbiTOPOBOI KMUCNOTK) Ta 3HUIKYE PiBEHb [YTaTiOHY
GSH (glutathione) [12]. Asnpg, HaTpito iHribye piBeHb Kni-
TUHHOro AT® Ta 36inblye piBeHb aKTUBHUX pPaguKanis
KucHto (ROS-Reactive oxygen species) [9, 11]. TakoX BiH
iHAYKYE Helipo3ananeHHs, Lo 06’ eKTUBI3YETbCS aKTUBa-
Lieto mienonepokecmaasu [12].

A3na, HaTPilo 3HWKYE MITOXOHAPIabHUA Memb-
paHHM noteHuian (MMP-mitochondrial membrane
potential), wWo cBiAYMTL NPO aKTUBaALilO anonTosy,
O MNPW3BOAUTbL A0 BUBIZIbHEHHA (aKTOPiB anonTosy,
TaKMM YMHOM 3arycKatouM OcCTaHHiM [9, 14]. 3HUNKeH-

HA MMP iHayKye aKTMBaLito poauHu Bcl-2. Halikpalue
oxapaKTepu3oBaHe CiMencTBO BiNKiB, AKe Bigirpae Baxk-
JINBY POAb Y perynauii anonToTUYHOI CMepTi KNITUH, ue
6inku cimerictea Bcl-2 (Bcl-2-family). Bcl-2 i Bax — ogHi
3 OCHOBHMX 4neHiB poauHu Bcl-2 [9]. Bax, nopoyTso-
PHOHOYMNI LUTOMNNA3MATUUYHKUI BiNOK, NOKaNisoBaHUI Ha
30BHILWHIA MITOXOHAPIaNbHIN MembpaHi, Npu3BOAUTb
[0 anonTto3y. AHTManonToTMYHMn Bcl-2 nos’ssaHnit i3
30BHILIHbOK MITOXOHApPiIaNbHOW MembpaHo, Ae BiH
CTabiNizye NPOHUKHICTb MeMbpaHu, 3axuLLLaoYm Lisic-
HiCTb MITOXOHAPIN i NpUrHivytoun 3arnbenb KAiTUH [9,
15]. 3miHa cnieBigHowWweHHA Bcl-2 go Bax e cyTTeBOtO AN1A
BM3HAYEHHSA TOro, YuM BigbyBaeTbcs anontos [16]. Asug,
HaTpito 3HMXKYE eKcnpecito Bcl-2 i nigsuuLye ekcnpecito
Bax, TakKMM YMHOM iHAYKytouM anonTtos [9, 11].

BucHoBKM.

OnuncaHa mogenb €eKCNepuMEHTaANbHOI AeMeHLuii
NpPOCTa y BMKOHAHHI Ta iHGOpMaTMBHA Yy A0CNIAHULb-
KOMY MnaHi. /lnwe fA0CKOHane BUBYEHHA 0CO6AMBOCTEN
KOMKHOTO C€nocoby mopentoBaHHA bOyab-AKOro 3axso-
ptOBaHHA 3arajiom Ta AEMeHLiN 30Kpema [03BOUTb
HayKoBLAM BMOpPaTM ONTUMAAbHY A8 KOHKPETHOI Lifi
MOZENb Ta CIPUATUME OTPMMATU PeasibHi MepPCrneKTUBHI
pes3ynbTaTh AN Po3B’A3aHHA aKTyasbHOI HAayKOBOI Npo-
6nemu.
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