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BMJIMB OBOBIYHOI KAPOTUOHOI
ILLEMII-PENEP®Y3II HA CTPYKTYPY nonynauli
p53*-KNITUH Y KOPI JTIOBOBOI YACTKHU
MIBKYJlb NOJIOBHOIO MO3KY LLUYPIB

ByYKOBMHCBKUI gepXXaBHUA MeauYHUI YHiBepcuTeT, YepHiBui, YKpaiHa
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BNMUAHUE OBYCTOPOHHEN KAPOTVI,gHOVI MLWEMWUU-PENEP®Y3UN HA CTPYKTYPY MNO-
NyNAUUU p53*-KNETOK B KOPE NOBHOW AONU NONYLWAPWUU TrOJNTOBHOIO MO3rA KPbIC
BykosuHckul 2ocydapcmeeHHbIl MeduyuHckul yHusepcumem, YepHosubi, YkpauHa
WccneposaHo B AMHaMuke BNMSHWE HEMOSHOW rmobanbHol nemnm-penepdysuy ronoBHOro Mo3ra
Ha aKTMBHOCTb NMPOANONTOTUYECKMX MPOLIECCOB B HEMPOHAX W MnanbHbIX KNeTkax Kopbl IOGHON 40K
fonbmx nonywapuii. MNokasaHo, 4To uwemuns-penepdysns Bbi3biBaeT yBENMYEHNE NNOTHOCTU pac-
MOnoXeHns 1 npoueHTa p53* HEPBHbIX KNETOK B Kope NOBGHOM A0NM MonyLiapuii rofloBHOTO Mo3ra 1
npoueHTa p53* rmmanbHbIX KNeToK Ha 12-e CyTku nwemnyeckn-penepdysmoHHoro nepunoaa. Nwemn-
Yeckn-penepdy3noHHOE NOBPEXAEHME rONIOBHOMO Mo3ra HapyLuaeT MopdoMeTpudeckne napameTpbl
p53* HeMpo- 1 rMMUOLMTOB KOpbl TIOBHON 0NN KaK B paHHEM, TaK 1 B No3gHeM nepuogax HabnogeHus.
KnioueBble cnoBa: kopa nobHon Aonu, nwemus-penepdysns, anonTos.
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INFLUENCE OF BILATERAL CAROTID ISCHEMIA-REPERFUSION ON THE STRUCTURE OF
p53+-CELLS POPULATION IN THE FRONTAL AREA OF THE CEREBRAL CORTEX OF RATS
The Bukovinian State Medical University, Chernivtsi, Ukraine
Introduction. One of the main causes of mortality and disability of people in the whole world is
disorders of cerebral circulation. Meanwhile, against the ground of disorders of cerebral microcircula-
tion energy deficiency, lactate acidosis, oxidative stress and cellular death occur. Although, genome
reaction plays one of the main roles in pathogenesis of cerebral disorders; p53+ gene associated with
triggering programmed cellular death is of special interest.
Objective. To study the influence of incomplete global cerebral ischemia in dynamics with further
reperfusion of various duration on the peculiarities of apoptosis of the nerve and glia cells of the fron-
tal area of the cerebral cortex in male rats.
Materials and methods. Ischemia-reperfusion was modeled in laboratory rats. After that the cor-
tex of the frontal cerebral area was taken, fixed in 10% Bouin’s solution, coated with paraffin blocks,
and histological cuts were prepared 5 mcm thick and incubated with monoclonal antibodies to p53+
gene. The processed histological cuts were examined by means of the computed system of digital

analysis of VIDAS-386 image.

Results of the research. Bilateral carotid ischemia-reperfusion was found to cause the increase
of location density and percentage of p53* nerve cells in the cortex of the frontal cerebral area, and
the percentage of p53+* glia cells on the 12th day of ischemic-reperfusion period. Ischemic-reperfusion
lesion of the brain disturbs morphometric parameters of p53+ nerve and glia cells of the cortex in the
frontal cerebral area both in early and late periods of observation.

Key words: cortex of the frontal area, ischemia-reperfusion, apoptosis.

OpnHieto 3 OCHOBHUX MPUYKNH
CMepPTHOCTI 1 iHBaniguaauii nto-
el y BCbOMY CBIiTi € NOpyLUEeH-
Hs1 MO3KOBOrO KpoBoobiry [1]. LLlo-
POKy Ha nnaHeTi, 3rigHo 3 JaHK-
mu BOOS3, g naTtonoris ypaxae
6nunsbko 15 mnH nogen [2]. Y
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3B’a3Ky 3i 3MiHOKO gemorpadiy-
HOT cuTyauil Ta 36inbleHHAaM
TPUBAroCTi XUTTH HaceneHHs
iHCYNbT CTaHOBUTUME 3Ha4HYy
MeOuKo-couianbHy npobrnemy
ynpoaoBX HacTynHux 20 pokis
[3]. Cepeqn pisHux Buais nopy-
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LEeHHA MO3KOBOro KpoBoobiry
nepeBaxatTb iLeMiYHi, YyacTka
AKX ctaHoBuUTb 87 % Big 3a-
ranbHOI KiNbKOCTI iHCYnbTiB [4].
3a cyyacHOI0 ysBOI, iLleMiYHWNI
IHCYNbT — L& 3HWKEHHS iHTEeH-
CUBHOCTI KpOBOMOCTa4YaHHS TKa-
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HWH rONIOBHOIO MO3KY, Y pe3yrb-
TaTi AKOro crnocTepiraeTbCa 3MeH-
LWEHHA OOCTaBKM A0 HEepPBOBUX
i rnianbHUX KNiTUH HeoOXigHoT
KifIbKOCTI FHOKO3WN Ta KUCHIO [5—
7]. Mpu LbOMyY Ha POHI NopyLLEHb
MIKpOLUUPKYNALii po3BMBaETLCA
eHepreTuyHnii gediymt, dop-
MYETbCS ryTamaT-KanbLlieBui
Kackag i3 HagMipHUM BHYTpILL-
HBOKITITUHHUM HarpoOMaXXeHHAM
ioHiB Ca2* Ta sBMLLaMN eKCanTo-
TOKCMYHOCTI, NakTaTaymgosy, OK-
cvaaTMBHOrO cTpecy i 3arnbeni
KNiTUH WnNaxom Hekposy abo
anonto3y [8]. lNMpoTe ogHy 3
OCHOBHMX POJSiEN Yy naToreHesi
iLLEMIYHOrO YLUKOOXKEHHS CTPYK-
Typ ronoBHOro MO3KYy Bifirpae
peakuis reHomy. Ocobnmey 3a-
LlikaBIEHICTb BUKNKNKAE reH p53+,
SAKNIA NOB’A3aHUI i3 3anyckoM 3a-
nporpamoBaHol KSiTUHHOI CMepTI
[9].

[MopylweHHs anonTUYHOI ak-
TUBHOCTI HENPOHANbHUX KMiTUH
3a YMOB iLeMii 3 04HOroANHHOK
penepdy3ieto B rinokamni rosios-
HOro MO3KYy NigTBepaXeHi ekc-
nepumeHTansHo [10; 11]. OgHak
OVHaMika umMx npoueciB y Kopi
niBKYNb rOSTIOBHOrO MO3KYy 3a
YMOB ABOGIYHOI KAPOTMAHOI iLle-
mii 3 penepdysieto  (OKIP) pis-
HOI TpMBanocTi BMBYEHa Heno-
CTaTHbO.

MeTta po60oTM — BMBYMTU B
AvHaMiui BNNMB HEMOBHOI rf0-
GanbHOI iLeMii ronoBHOIO MO3-
Ky 3 noganbLuoto penepdysieto
Pi3HOI TPMBANOCTi Ha 0coBNMBOC-
Ti anonTo3y HepBOBUX i rMianb-
HUX KMNiTUH KOpX NOGOBOI YacT-
KW NiBKYNb Y LLypiB-CaMUiB.

MaTepianu Ta meTogu
AocnigXeHHA

Y pgocnigXeHHi BUKOpUCTaHO
LECTUMICAYHUX BinNnx HeniHin-
HUX LWypiB-CaMLiB Takux ekcne-
pUMEHTanbHUX rpyn: 1-wa —
KOHTPOJbHI; 2-ra — LWypw, sIKUX
BMBOAMMM 3 €KCNEePUMEHTY Ye-
pe3 1 rog nicna 20-XBUAWHHOT
OKIP; 3-T9 — TBapuHu, AKX
BUBOAUIIM 3 E€KCNEPUMEHTY Ha
12-Ty noOy nicnst MoAentoBaHHS
20-xsunuHHoi OKIP.

KoHTponem cnyryBanm xmbHo-
onepoBaHi Wypu, sSiKUM NpPOBO-

P

ANNN NOLAapoBO PO3TUH LLKIpU
Ta NigLWwKipHO-XNPOBOI KITiTKOBU-
HU | BUOINEHHSA 3araribHUX COH-
HUX apTepin, ane 6e3 nepeTunc-
KaHHS CyOuH.

HenoBHy rnobarnbHy iwemito
MO3Ky mogentoBanu 20-xBUnNuH-
HUM KMiNnCyBaHHAM 3aranbHuUX
COHHUX apTepin [12], nicns yoro
KPOBOTIK MO UMX CyAMHaXx BigHOB-
noBann. [ns BUBYEHHS PaHHIX
Hacnigkie iwemii-penepdysii
MO3KY YaCTUHY TBapWH BUBOAM-
nn 3 ekcnepuMeHTy Yepes 1 rog
nicna 3aBeplUeHHs penepdy-
3iliHOro nepiofgy, a pewTy — Ha
12-ty poby. MogentoBaHHs Ka-
pOTMAHOI iLeMmil Ta gekanitau,ito
3[iiCHIOBanu nig, KanincosioBum
Hapko3om (75 mr/kr macu Tina).
KopucTyroumcb atnacom crtepeo-
TakCcUYHUX KoopauHat [13], Ha
xorogi 6panu kopy NTo6oBoiI YacT-
kn (KJI4) niBkynb ronoBHOro
MO3KY, yNpoaoBx Aobu dikcysa-
nnii B 10 % po3uunHi byeHa i 3a-
nueanu B napadiHoBi 6noku, 3
SIKUX FOTyBasnu ricToNOoriyHi 3pi-
31 3aBTOBLKM 5 MKM. CepinHi
3pi3n genapadpiHyBanu y KCuno-
ni, perigpyBanu B HU3XiQHUX KOH-
LEeHTpauigax etaHony, Tpudi no
10 xB BigmmBanu B 0,1 M doc-
daTtHomy Bydbepi (pH=7,4). Ekc-
npecito 6inka p53+* BuaABnAnn
MEeTOO0M MOABINHOI iMyHOMyO-
pecueHuii. ns uboro perigpo-
BaHi ricTonoriyHi 3piaun iHkybyBa-
nn Bnpogosx 18 rog y Bonorin
kamepi npyn Temnepartypi 4 °C i3
NEPBUHHUMUN KPONAYUMM MOHO-
KNOHaNbHUMW aHTUTINamu Ao
6inka p53 wypie (Santa Crus
Biotechnology, CLWWA) y posBe-
aenHi 1 : 1000. MNicns BigMmnBaH-
HA HaAMWLLKY NEPBUHHUX aHTU-
Tin B 0,1 M dpocchaTHoMy Byche-
pi npoBoAMnM iHKybaLito 3pisiB
ynpogosx 60 xB (T=37 °C) i3
BTOPMHHUMM @aHTUTINaMn B po3-
BefeHHi 1 : 64. AK BTOPUHHI aH-
TUTINa BUKOPUCTOBYBAsN KO3s4i
aHTUTINIa OO NOBHOIT MOJIEKYN
IgG kpons, koH’torosaHi 3 gnyo-
pecueiHy i3oTiouioHaTtom (San-
ta Crus Biotechnology, CLLA).
Micna iHKyGauii 3pisan npomuBa-
nm e 0,1 M doccatHomy Oyde-
pi, noMiWwann y cymill rniluepuHy
Ta doccaTHoro Bydpepa (9 : 1)
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Anga noganbLloi JtoMiHECUEHT-
HOi Mmikpockonii. OBpobneHi ric-
TONOriYHI 3pi3n gocnimpKyBanu 3a
AO0MOMOro KOMM' IOTEPHOI CUC-
Temu uMdpoBOro aHanisy 306-
paxeHHst VIDAS-386 (Kontron
Elektronik, HimeuyunHa).

Yci TBapuHM yTpumyBanmcs
Ha CTaHOapTHOMY paLioHi xap-
YyBaHHS BiBapito, NpY NPUPOHIl
3MiHi OHS | Hodi. EkcnepumeH-
TarnbHi BTPYYaHHS 34ilncHoBanm
BigNOBIiAHO OO OCHOBHMUX MO-
noxeHo GLP (1981) KoHBeHuil
Pagn €Bponu Npo OXOpPOHY
XpebeTHNX TBapWUH, SAKNX BUKO-
PUCTOBYIOTb B €KCMepUMeEHTax
Ta iHWKMX HayKoBMX Uinax, Big
18.03.1986 p.; Oupektuesn €EEC
Ne 609 Big 24.11.1986 p. i Ha-
kazy MO3 Ykpainm Ne 690 Bia
23.09.2009 p.

Lindgposi pesynbTatn ekcne-
PUMEHTanNbHUX JOCHigKeHb 06-
pobreHi Ha nepcoHanbHOMY
KOMM’toTepi B NpUKNagHin npo-
rpami “Statistica 6.0”. CtaTtuc-
TUYHY 3HaYYLUICTb BigMiHHOCTEN
ouiHoBanm 3a t-kputepiem CTbto-
AeHTa Ans He3anexHux Bubipok.
[aHi npeacrtaeneHi y surnagi
cepenHix apudpMeTUYHNX | CTaH-
AAapTHOrO BiOXWUITEHHS.

PesynbTaTtn gocnimxeHHsA
Ta iXx 0GroBopeHHs

BuB4YeHHS cepiriHMX 3pisiB
KJTY niBKynb ronoBHOro MO3Ky
KOHTPONbHWX TBapWH, nonepea-
HbO iHKYGOBaHMX 3 MOHOKMO-
HanbHUMKW aHTUTINaMn go p53+,
nokaszano (tabn. 1), wWo wine-
HiCTb po3TallyBaHHsA p53* rni-
anbHUX KNITUH Y JOCNioXyBaHil
yacTui yTpudi Buwa, Hixx p53+*-
HelpouuTiB, WO 3YMOBMEHO
OinbLU IHTEHCUMBHUM PIiBHEM aro-
nTO3Yy rMioyunTiB.

KapoTtugHa iwemia 3 ogHo-
roanHHOI penepdysieto He npu-
Bena g0 BiporigHMX 3MiH LWifb-
HOCTiI p53 NO3MUTMBHMX HEPBOBMX
i rnianbHUX kniTuH KIM4. Mpote
Y Ni3HbOMY MOCTilLEMIYHOMY Me-
piogi (12-ta go6a) y gocnigxy-
BaHil YacTui Kopu cnocTepirano-
€Sl BiporigHe 3poCTaHHs LLifTbHOC-
Ti p53*-HenpounTiB yaBivi Woao
NMOKa3HMKa B KOHTPOMbHUX LLy-
piB iy 2,4 pazy — no BigHO-



Tabnuuys 1

KinbkicTb p53*-HerpouunTiB i rniouyunTiB y KOpi NTO60OBOI YacTku
niBKy b WYypIiB 3 iweMi4Ho-penepdy3inHUM YLIKOMKEHHAM
rofloBHOro mMmo3ky (Ha 1 mm2), Mtm

pyna cnocrepexeHHs

Kinbkicte p53*-Helipo-
unTiB Ha 1 MM?2

Kinbkicte p53*-rnio-
unTiB Ha 1 MM?2

(12 gi6), n=11

KoHTponb, n=11 21,891+2,13 62,48+5,06

25,88+2,51 74,1242,51
Ilwemis-penepdysia 17,64+1,87 64,42+5,60
(20 xB/1 rog), n=11 20,05+2,03 79,95+2,03
lwemis-penepdyais 42,11+4,69*A 58,01+5,65

42,45+3,45*A

57,54+3,45*"

lMpumimka. Y YicenbHUKy — cymapHa LUifbHICTb Pi3HMX KnaciB KniTuH Ha 1 Mm2
Kopu No6OBOI YaCTKK; Y 3HAMEHHWUKY — BiJCOTOK Pi3HMX KNaciB KNiTUH; BipOriaHICTb

*

Pi3HWL:
(20 xB/1 rop)

LEHHIO OO0 paHHbOro NocTile-
MiYHOro nepioay.

AHani3 BigcoTKOBOro cnisBiA-
HOLLEHHS Pi3HMX KnaciB p53+-
knitvH KINY nokasas, Wo y pak-
HbOMY MOCTiLLEMIYHOMY nepioai
BiporigHUX 3miH He Bigbynocs.
OpHak Ha 12-Ty poby iemiyHo-
penepgysiinHoro nepiogy BUSB-
NEHO 3POCTaHHA 4YacTku p53+-
HEenpouunTIB SK WOAO0 NOKa3HK-
Ka B KOHTPOSi, TaK i Wo4o paH-
HbOro TEPMiHY CMOCTEPEXEHHS
(Ha 64 Ta 111 % BigNOBIAHO).
HesBarkatoum Ha BigCyTHICTb Oo-
CTOBIPHWUX 3MiH LLiNbHOCTI po3Ta-

— MOPIBHAHO 3 KOHTponeMm; A — MOPIBHAHO 3 ilemieto-penepdysicto

WyBaHHA p53* rmianbHUX KNITUH,
IX YacTka OOCTOBIPHO 3MEHLUN-
nacs Ha 22 % nopiBHAHO 3 Mo-
Ka3HWKOM Y KOHTPOIbHOT rpynu
TBapWH i Ha 28 % — Wwo[o pax-
HbOrO MOCTiLLEMIYHOro nepioay.

Y AvHaMmiui cnocTepexeHHs
cniBBigHOLEHHS p53+-HenpoHn/
rnianbHi KNiTUHM Mano Takumn
BUMMSA: KOHTPOSlb — 2,86; paH-
HilA NoCTilWeMidyHMI nepiog —
3,99; nisHin — 1,36. Lle nosBso-
nsae OinTn BUCHOBKY, LLO B paH-
HBOMY iLLleMiYHO-penepdy3inHoMy
nepioAi OiNbL BUpaXXeHUX arno-
NTUYHUX 3MiH 3a3HaKTb HEPBOBI

KniTuHW, a Ha 12-Ty aoby iwemii-
penepdyasil — rnianbHi KNITUHK.

BurBYeHHS MOpPdOMETPUYHUX
napameTpis gaHux knitnH KJy
Yy paHHbOMY NOCTilWeMiYHOMY
nepioai nokasarno, wWo niowa
p53* HEPBOBUX KITITUH BipOrigHO
3ameHwwnnacsa Ha 18 % wopo
KOHTPOI0, TUMYacoM $IK AOCHi-
OKyBaHUI napameTtp p53+ rni-
anbHUX KNITUH 3MiH He 3a3HaB
(tabn. 2).

Y nisHbOMY iLleMi4YHO-penep-
dysinHomy nepiogi nnowa p53+-
rnioyMTiB BiporigHo niasuwmna-
cs Ha 36 % Wwoao nokasHuka B
KOHTPONbHUX LWYpIB i Ha 27 % —
04O paHHBbOro TepPMiHy crocte-
PEXEHHS.

Y paHHbOMY nepiogi iLuemiyHo-
penepdy3inHOro YLWKOOXEHHS
KINY niBkynb ronoBHOro Mo3Ky
BUSIBIIEHO BipOrigHe 3pOCTaHHSA
KoediuieHTa dpopmun p53+ Hep-
BOBUX KNITUH Ha 16 % nopis-
HSAHO 3 KOHTposieM. B ymoBax
Ni3HbOro TEPMiHY CNOCTEPEXKEH-
HS JocnigXxyBaHWin napameTtp
nigBnwmBecs Ha 27 % WoA0 KOH-
Tponto i Ha 9 % — Woa0 paHHbO-
ro iwemMiyHo-penepdysiiHoro
nepiogy. KoeiuieHT enoHrauii
p53*-HeripounTiB 3a YMOB paH-
HbOT iWemii-penepdy3sii 3MmiH

Tabnuus 2
MopdomeTpuyHi napameTpu p53* HepBOBUX i rMAianbHUX KNiTUH
KOpu 1T060BOI YaCcTKU NiBKySb LWYpPiB 3 iweMivyHo-penepdy3iiHUM YLLIKOOAXKEHHAM
rofioBHOro Mo3ky, Mtm

Mnowa, KoediuieHT | KoedpiuieHT |KoHueHTpauis Bmict Ouncnepcis

Fpyna crocTepexerts MKM2 dopmu ernoHrauji IPM Ejq, IPM E;y, [po3noginy IPM
HepBoBI KNiTUHK
KoHTponb, n=11 116,03+7,08| 0,453+0,016 | 0,571+0,014 | 0,408+0,006 |2,37+0,03 | 56,54+1,99
lwemia-penepdysis 94,90+6,86 | 0,526+0,016]0,577+0,014| 0,403+0,006 |2,28+0,03| 64,42+2,17
(20 x8/1 rog), n=11 p1<0,05 p1<0,01 — — p1<0,05 p4<0,01
lwemia-penepdyais 103,66+7,08|0,574+0,018(0,618+0,014 ( 0,365+0,005 |2,29+0,03 | 62,83+1,54
(12 pi6), n=11 — p,<0,001 p4<0,05 p,<0,001 p1<0,05 p4<0,05
— p,<0,05 p,<0,05 p,<0,001 — —
MianbHi KNiITUHK

KoHTponb, n=11 8,90+0,32 |0,807+0,007(0,661+0,006| 0,381+0,003 |1,25+0,01 | 56,19+1,27
lwemia-penepdyais 9,52+0,34 |0,814+0,007 | 0,669+0,006 | 0,375+0,002 |1,26+0,01| 64,27+1,16
(20 xB/1 rog), n=11 — — — — — p1<0,001
lwemia-penepdyais 12,07+0,73 | 0,793+0,012( 0,653+0,010( 0,332+0,003 |1,32+0,03| 56,67+1,23
(12 gi6), n=11 p4<0,001 — — p4<0,001 p1<0,05 —

p,<0,001 — — p,<0,001 — p,<0,001

lNpumimka. BiporigHicTb pisHULi NOPIBHAHO 3 p; — KoHTponewm (p,<0,05; p,<0,01; p,<0,001); p, — iwemicto-penepdy-
3ieto (20 xB/1 rof) y KOHTPONbHUX TBApUH (p,<0,05; p,<0,01; p,<0,001).
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He 3a3HaB, OfHaK Yy MNi3HbOMY
nocTilwemiyHoMy nepiogi BigMi-
Yyanocs Moro 3pocTaHHa Ha 8 %
NOPIBHAHO 3 MOKa3HMKaMMW iH-
TaKTHOI rpynu TBapuH i Ha 7 % —
NOpiBHAHO 3 nonepeaHiM TepMi-
HOM CMOCTEPEXEHHS.

B o60ox TepmiHax ilweMiyHo-
penepdysiriHoro ypaxeHHsa KJT4
NiBKYNb HE BUSIBIIEHO AOCTOBIp-
HUX 3MiH KoedoilieHTa dhopmu Ta
enoHrauil p53* rnianbHUX KNiTUH.

Y paHHbOMY iLLeMidYHO-pernep-
dysinHomMy nepiogi B KniTuHax
JocnifXyBaHoro Bigainy ronos-
HOrO MO3KYy AOCTOBIPHUX 3MiH
KOHUeHTpaLii p53 iMyHOpeakTuB-
Horo maTtepiany (IPM) He 3adik-
coBaHo. AHani3 pesyrnbTaTiB BU-
BYEHHS Mi3HLOro BMNSIMBY iLLeMil-
penepdyasii rofl0BHOrO MO3KYy Ha
KoHUeHTpauito p53-IPM noka-
3aB, L0 AaHUN NOKa3HUK Y Hep-
BOBUX KITITUHAX 3HWXKYETbCA Ha
11 % wopno koHTponto i Ha 10 %
— LLIOAO NOKa3HWKa B paHHbOMY
TEPMiHi COCTEePEXEHHS, a B I1i-
anbHUX KnitTMHax — Ha 13 Ta
12 % BignosigHo.

3a yMOB paHHbLOrO Ta Mi3HbOro
iLemivyHo-penepdysiiHoro ypa-
XeHHs KJ1Y niBkynb ronoBHOro
MO3KY B HEMpouuTax crnocrepira-
nocsa 3MeHLWEeHHS 3aranbHOro
BmicTy p53-IPM Ha 4 % wopo
KoHTpont. [MpoTe B rnioyntax
JocnigKyBaHOl YacTKM KOpy TBa-
pVH, kUM BukoHaHO [OKIP, Ha
12-1y poby, HaBnaku, Bigmiyano-
CS 3poCTaHHsa BMicTy p53-IPM
Ha 5 % Wo[0 KOHTPOSH.

KapoTtugHa iwemia 3 ogHo-
rognHHow penepdyasieto npu-
3BeNna TakoX A0 NiABULLEHHS B
KNY niskynb Ha 14 % gucnepcii
poanogainy p53-IPM y HepBOBUKX
i rnianbHMX kniTHax. OgHak Ha
12-Ty noOy iwemiyHo-penepdy-
3iHOro nepiogy AaHunM napa-
MeTp y rnioumTax 3MeHLUMBCA Ha
12 % W00 KOHTPOSIO, @ B HENPO-
uuTax, HaBnaku, 3pic Ha 11 %.

3a gaHnmu nitepatypu Bigo-
MO, LLO iHiliauis nporpaMmoBaHol
KNiTUHHOI 3arnbeni peryntoeTbcs
npoanonToTU4YHMM Binkom p53
[14]. Len dakTop 3HaxoauTbcA
B HEAKTMBHOMY CTaHi 3a BigcyT-
HOCTi YLUKOOKEHb FE€HETUYHOro
anapary, ane akTMBYETbCS Mpu

P

NosiBi NOPYyLUEHb, 30KpeMa iLuemil-
penepdyaii. AKTMBaUis nonsarae
B HabyBaHHi 30aTHOCTi B3aEMO-
aiatn 3 JHK i 3anyckatu TpaHc-
KPUNLUito reHis, LLO MIiCTATb Y pe-
rYNATOPHIN OiNsHUi HyKneoTng-
Hy nocnigoBHiCTb — AinaHky OHK,
3 SIKOHO 3B’A3yeTbes Birok p53 [15].
Tomy akTMBauisa Lboro dakropa
CUrHanisye npo CTpecoBuii CTaH
KniTvH. OgeprkaHi HaMu pesynb-
TaTu NiATBEPOXKYOTLCA AaHUMU
iHLUMX OOCNIOKEHD, Y SIKUX MOKa-
3aHo [16], wo 6inblw cyTTEBUX
NpoanonTOTUYHNX 3MiH 3a YMOB
iLLEMIYHOrO YLLKOAXKEHHS rosioB-
HOro MO3KYy 3a3HalTb HEPBOBI
KMTUHW.

BucHoBKMu

1. [1BOGIYHa kapoTuaHa iLemis-
penepdyysia 3yMOBIIOE 3pOCTaH-
HS WiNbHOCTI po3TallyBaHHSA i
BiAcoTKa p53* HEPBOBUX KMiTUH
y Kopi NOGOBOI YacTku MiBKysb
rofOBHOr0 MO3Ky Ta BiAgcOTKa
p53* rnianbHUX KNiTUH Ha 12-Ty
Aoby ilwemivyHo-penepdy3iiHOro
nepiogy.

2. lwemivyHo-penepdyasiliHe
ypakeHHS1 rOfIOBHOrO MO3KY Mo-
pywye MopdoMeTpUYHi napa-
MeTpU pS3*-HenpouunTiB i rnioum-
TiB KOpM NOBGOBOI YaCTKN SK Y
paHHbOMY, TakK i Ni3HbLOMY nepio-
Aax CNOCTEPEXEHHS.

MepcnekTuBM noganbLimnx
gocnimkeHb. Pe3ynbtatu cBig-
YyaTb NPO AOUINBbHICTb BUBYEHHS
NPOAYKTIB EKCMNPECIT iIHLINX reHis,
SKi pearytoTb Ha iLlemidHo-penep-
dysiiHe YLKOOAXEHHSA ronoBHO-
ro MO3KY.
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