€H3MMY B TOYATKOBHMM CTaH (LIEHTPU 3B'SI3yBaHHS KaJIbLIII0 BUSBISIOTHCS 3HOBY Ha
noBepxHi Oynpoamnok EINC) [63].

BaxIuBy pojib y HOPMaJIbHOMY (DYHKI[IOHYBaHHI KIiTHH Bifirpae Takox Na'—
K'-AT®-aza, ska € iHTerpaJbHUM TNPOTEIHOM IUIA3MATHYHOI MeMOpaHH Ta
BUKOPHUCTOBYE eHeprito Tinpomnizy AT®. I'pamieHTn KOHIEHTpalii 10HIB HATPilO 1
KaJlifo, SIKI BUHUKAIOTh Y Pe3yiabTaTi (DYHKIIIOHYBAHHS I[LOTO €H3UMY, € (PI3MIHOI0
OCHOBOIO €JICKTPUYHOI aKTUBHOCTI HEHWPOHIB, 3a0€3Meuyl0Th OCMOTUYHUI OaaHc y
CUCTeMi HEMPOH-EKCTPAKIITUHHUIA KOMIIAPTMEHT, 3a0€3MeUyI0Th TPAHCIOPTYBAHHS
aMIHOKHCJIOT, HelipomemiaTopis [51].

Hamu BcranoBneHo 3HmkeHHS akTUBHOCTI ATd-a3 Ha 43-89 % y mnpios-
pEIUIIKYBaJIbHUX OpPraHax 31 3pOCTaHHSM BIKY TBapWH, 10, KUMOBIPHO, IPU3BOAMTH JI0
nopymeHHss romeocrasy Kampmito Ta Na'—K'  enekTpoXiMiuHOro rpamieHTy
LHUTOIUIa3MaTUYHOI MemMOpanu. Kpim Toro, 3a pe3yiabTaTaMu KiHETUYHOI'O aHAII3Y
3'ICOBAaHO NPUYMHM 3MEHUICHHS AaKTUBHOCTI €H3UMIB. 30KpeMma, BCTaHOBJIEHO
3MEHIIEHHS IIBUAKOCTI Ta 30UIblIeHHS 4acy peakuii rigponizy AT
JOCIIKYBaHUMU €H3UMaMH. Y TKaHWHAX CTApUX TBAPUH 3pPOCTAE CIOPITHEHICTb
eH3umiB 10 cyoctpary (AT®d), BOHM HarpoMagXKyrOTh MEHIIE NPOAYKTYy Ta
30epiratoTh aKTUBHICTb 32 BUCOKMX KOHIIEHTPALIN 10HIB KAJIBLIII0 y CEPEIOBUILII.

3menmenns aktuBaocTi Na'—K'-AT®-a3u min vac imemil Ta moCTimeMigHIX
YIIKOJKCHh HEHPOHIB CIOCTEpIiraiyd y MOACIbHUX TBapuH [222]. Take 3HMKCHHS
AKTUBHOCTI €H3UMY MO’KE€ BIIOYTHUCS HE TUIbKM uepe3 3MeHIIeHHs BMicTy ATD y
KJIITUHAX, ajieé 1 BHACMIIOK OKHCHOTO TIOIIKOJKEHHSI CaMOT0 €H3UMY, B PE3yJIbTaTi
YOTo BiIOYBA€THCA MOPYLICHHSI KJIITUHHOTO 10HHOTO TOMEOCTa3y Ta JeMospu3ailis
MeMOpaH. Yce 1e crnpuse HaaMIpHINA CceKpelii HEeHpOTpaHCMITTEPIB 1 BTOPUHHUM
IIMEMIYHUM  YIIKOJDKEHHSIM, TakuM sIK akTtuBamis (ocdominas, minmas, mporeas,
EHJIOHYKJIea3, HEKOHTPoJIboBaHe ¢GochopuiItoBaHHs, Aerpajaiis MeMOpaH 1 HaOpsK
MO3Ky [222, 223]. 11i pe3yabTaTH y3roKy€eThCs 3 TUMU JIAHUMH, SIKi BKa3yHOTh, 1110 3
BIKOM 3MEHILIYETHCA KUTBKICTh MITOXOH/IPiH, BiAOyBatoThcs 3MinM ix MemOpaH, J[HK,
3HUKYEThCS OydepHa €EMHICTh, BOHU JEMOSPU3YIOTHCS 1, K HACIIOK, 3HUKYETHCS
cunTe3 AT® [224]. Ha puc. 4.2. y3aranpHeHO OTpHMaHi pe3yasrati BMicTy PrPC,

akTuBHOCTI AT®-a3, BMICTY 10HIB 1 KaJIbI[iI0 Y TKAaHWHAX IIYPiB PI3HOTO BIKY.
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Sk Bigomo, PrP® BmmBae na Ca’*-tpamcropt, perymoroun aktuBHicTs Ca®'-
KaHAiB i BTpara iHoro disiomoriunoi ¢yHKii crnpuunmse nopymenns Ca®'-
roMeocTasy, 10 B MOJAJbIIOMY HPHU3BOJIUTH IO PO3BUTKY MPIOHOMATIA Ta 1HIIMX
HEHWpOJAETCHEPATUBHUX PO3JIaJliB. BUSBICHO KOPENIil0 Pi3HOI CHUIM MIXXK BMICTOM
KJIITUHHOTO TPIOHA, BU3HAYEHOTO METOJOM IMYHOTICTOXIMIYHOTO, JOT 1 BECTEpPH
OJIOT aHAJI3iB, a TAKOK AKTUBHICTIO IOHHUX TpaHcHopTepiB, 30kpema Na'—K'- Ta
Ca”*-AT®-a3, Ta BMIiCTOM BIAIOBINHMX iOHIB i KaJbI[iI y MPIOH-PEIUTIKYBATBHAX
TKaHWHAaX TBapHH pI3HOTO BiKy. Ha 3MiHM BMICTY MpioHA, aKTHBHOCTI €H3HMIB,
BMICTY 10HIB 1 KaJbI[if0 BIPOTITHO PI3HOIO MIPOIO BIUIMBA€ BIK 1 TKaHWHHA
JOKadi3amisi, 1[I0 BCTAHOBJIEHO HAa OCHOBI  pe3yJbTaTiB  JBO(AKTOPHOIO
JUCIEPCIITHOTO aHAII3Y.

Ha ocHOBI 1IbOTO CTBEPIKYEMO, 1110 ICHYE 3aJEXKHICTh MK (DYHKIIIOHYBAaHHSIM
LUX MPOTETHOBUX CUCTEM. TOOTO, aKTMBHICTh 10HHUX TPAHCHOPTEPIB 1 BMICT 10HIB
HaTpIl0, KaJil0 Ta KaJbLII0 MOKHAa BBaXaTH MapKepaMu CIIOHTAHHOI'O IMPIOHHOTO
MEepEeTBOPEHHs. BpaxoByloun 11 pe3ysbTaTh AKTUBHICTh 10HHHMX TPAHCHOPTEPIB 1
BMICT 3arajbHOTO KaJbI[IF0 MOXXHA BHKOPWUCTOBYBATH MPOTHO3YBAaHHS BHHUKHEHHS

MaTOJIOTIYHOTO IMPOIIECY.
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BUCHOBKHA

JlocmipKeHo JIoKasi3alliio, 3arajJibHui BMICT 1 PIBEHb MOJICKYJISPHUX 130(popM
PrP® y noBracroMy MO3Ky, MO304YKYy, MHepHPEpPHIHHX MPIOH-PEIUTIKYBaTbHIX
(cenesiHka, TIOPOXKHS KHWINKA) Ta 1HIUX (TEYiHKA, HUPKH, M S3M) OpraHax
Ja00paTOPHUX IIYPiB PI3HOrO BiKy. BU3HAaue€HO aKTHUBHICTH Ta KIHETHYHI IMOKa3HUKU
Na™—K"-, Ca2+-ATCD-a3, a Takox BmicT Na', K' i 3arampHOro KajbIiifo y TKaHWHAX
IIUX OpraHiB. BcTaHOBIEHO KOPEISLIMHY 3aJI€KHICTh MK BIKOBUMH 3MIHAMH BMICTY
PrP® i akTHBHOCTI iOHHHX TPAHCIIOPTEpiB, BH3HAYEHO YACTKHM BIUTHBY BIKY i
TKaHWHHOI Jokamisamii ua Bmict PrP® ta Na'—K'- i Ca®’-AT®-a3, a Takox
noOy0BaHO MO/, SIKI BIIOOpaKkaroTh BIKOBI 3MIHM JOCIIKYBaHUX MapaMeTpPiB y
MPIOH-PEIUIIKYBaJbHUX Ta 1HIIUX TKAHWHAX.

1. 3a gomomororo MOT OJOT aHaji3y BCTAHOBJEHO BIKOBI 3MIHU 3arajibHOTO
BmicTy PrP® y TkaHuHax opraHismy. 30KpeMa, Y MOBFacTOMy MO3KY, MO30YKY,
MOPOKHIN KU, CeNe31HIll, MEeYiHI[l, HUpKax, M’s31 1-MICSYHUX TBApUH HOTO
KIJIBKICTh CTaHOBUTH 29,38+1,93, 40,75+2,1 48,54+2.,87, 42,64+0,9, 38,62+1,31,
42,9624 ta 15,92+1,14 ym. oA., BIMOBITHO; Y 6-MICSYHUX y JOBracCTOMY MO3KY

HaiOuIbme 3poctae (Ha 70 %), a y TEYiHII — HE 3MIHIOETHCS, TMOPIBHSHO 3

OJIHOMICAYHUMHU; Yy TPUAUATUMICIYHHUX — Y JIOBFaCTOMY MO3KY HaWOUIbIIIe
3MeHlyeTbcst (Ha 48 %), y MO304Ky — HE 3MIHIOETBCS, TMOPIBHAHO 3i
IIECTUMICIYHUMU.

2. Tlpodins i3opopm PrP y romoBHOMy MO3Ky # IHIIHX OpraHax
JTa00paTOPHUX TBApUH 3MIHIOETBCS B OHTOreHEe3l. Y PI3HUX JIOCTIIKYBaHHUX
TKaHWHAX BMICT JW-, MOHO- Ta JAETJIKO3WIbOBaHOI (PopM 3pocTae y 6-MICIUHUX
TBapHH, BIAMOBIIHO, HAa 17-68, 14-77 Ta 21-63 %, NOPIBHIHO 3 OJHOMICSIYHUMH, 1
3HIDKYETBCS — Yy TPUALSATUMICAYHUX, BianmoBigHo, Ha 30-65, 16-83 1 14-52 %,
MOPIBHSHO 31 HIECTUMICSIYHUMU.

3. PiBenp riikoswisoBanux GopM PrPC kommBaeTses y pisHi BiKOBI mepiomu:
HANOUIBIIO MIPOI0 BMICT JIUTIIIKO3WIBOBAHOI ()OPMHU 3MIHIOETHCS Yy JOBracTOMY

MO3KY, MEYIHIll Ta MOPOXKHINA KHUIII, MOHOTJIIKO3UJILOBAHOI — Y JIOBracTOMY MO3KY,
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cenesiHIi Ta mnedwiHil. J[iamazoH 3MiHM BMICTY JETJIKO3UILOBAHOI (OpMH €
HaWOUIBIIAM Yy MO30YKYy, CEJE3iHIl Ta HHUPKAX, MPOTE y JOBracTOMY MO3KY
TPUALATUMICAYHUX IIypiB ii piBeHb miaBuiryeThcss Ha 40 %, MOpiBHSIHO 31
MIECTUMICSYHIMH. Y CTErHOBOMY M’si3i BMIiCT TphOX JOCTiMKyBaHHX i30dopm PrP®
KOJIMBAETHCS HAMEHIIIE.

4, IMyHOTICTOXIMIYHUMH JOCJIPKEHHSIMH BUSIBJICHO JIOKaTI3aIlilo Prp°¢ y
pI3HUX TKaHWHAX IIYPIB: y SAp1 OJIMBU Ta BUCXIAHOMY TPaKTl JOBracTOro MO3KY; Y
HEHpOHAX MOJIEKYJISIPHOTO, 3€pPHUCTOTO IIapiB 1 y KiiTuHaX [lypkiHbe KOpU MO30UKa,
y JmiMdonuTax BIacHOi MIACTUHKU BOPCHUHKH, KPUIITAaX 1 MiJCIU30BiM 0OOJIOHII, B
o0ysAMiBII  (MIKDOBOPCUHKAX) €MITETIONUTIB, y JiMdonuTax Ta M-KIiTHHAX
[leliepoBux ONSMIOK MOPOXKHBOI KHILKH; y YEPBOHIA IMyJbIl CENE31HKU IMOOJIN3Y
Karcyiau 1 TpaOeKyJs; y remnaronurax 1 KIITHHAX PETUKYJIOCHIOTENIalbHOT CUCTEMHU
MEYIHKH; Y CYITMHHHUX KIyOOuKax, NpSAMHX 1 3BUBUCTUX KaHAIbILSIX HE(QPOHIB HUPOK;
y M’30BHUX BOJIOKHaX M’s31B cTerHa. Jlokamizaris Prp°© y TKaHWHAX IIypiB Pi3HOTO
BIKY HE 3MIHIOETHCS.

5. Bcranosmeno, mo axtuBaicth Na'—K'- i Ca**-AT®-a3 3HmKyeThCs
NPIOH-PEIUTIKYBAJIBHUX TKaHWHAX TPUALSTUMICAYHUX TBApWUH, TOPIBHSIHO 31
HIECTUMICAYHUMU. Y TOPOXKHIA KHILII, CeJIe3IHIl Ta MO304YKY AaKTHUBHICTb
Na'—K*-AT®d-a3u 3HWKY€EThCS HalOIbIne (Ha 84, 81 Tta 73 %, BIAMOBIAHO), TOI 5K
Ca**-AT®-asu EIIC — y KM, HUpKax 1 cenesidmi (Ha 89, 85 ta 84 %, BIAMOBIIHO),
a Ca®*-AT®-asu [IM — y MO30YKy, HHUpKax 1 ceiesidii (Ha 89, 86 Ta 68 %,
BiAmoBigHO). HaiiMeHIIe 3HMKEHHS aKTHBHOCTI Na'—K*- i Ca*-AT®-azu EIIC
BCTAHOBJICHO Y CTeTHOBOMY M 5131 (Ha 43 Ta 62 %, BIAMOBIIHO), a Ca*-AT®-a3u [IM
— y opoxH1i kumii (Ha 26 %).

6. 3a pesympraTaMd  KIHETUYHOTO  aHajii3y  BCTaHOBJIEHO, L0 Yy
TPUALATUMICIYHUX TBAPHUH Tifpoiii3 AT® nociiKkyBaHUMU €H3UMaMH BiJI0yBA€ThCS
MEHIII IHTCHCHBHO 1 TpPHWBA€ JOBIIE, a MPOAYKT peakiii (HeopraHiunuii ¢ocdar)
HarpoOMaJKy€ThCS Y MEHIIA KUTBKOCTI, MOPIBHSHO 31 MIECTUMICIYHUMHU TBApUHAMHU.
Ha e Bka3ye 3HMKEHHS! TOYATKOBOI Ta MAaKCUMAJIbHOI IIBUIAKOCTI PeaKIii y pi3HUX
TKaHWHaX, BAMOBITHO, HAa 34-89 % 1 34-96 %, 3MeHIIEeHHSI KUIBKOCTI MPOIYKTY

peakuii Ha 46-91 % Ta 30unblIeHHs yacy peakuii Ha 12-48 %. 31 3pocTaHHSAM BIKY
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TBapUH 30UIBIIYETHCS CIIOPITHEHICTh €H3UMIB 110 cyocTpaTty (AT®), Ha 10 BKaszye
3MeHIIeHHs 3HadeHs K, Ha 28-91 %.

7. Bwmict Na' ta K' He 3MiHIO€TbCS y TKAHMHAX LIYPiB TPUAUATHMICAYHOrO
BIKy, IOPIBHSHO 31 IIECTUMICSAYHHMH; BOJHOYAC PIBEHb 3arajlbHOr0 KaJbIIil0
BIPOT1THO 3pOCTa€: HaOUIbIIe Yy mopoxHii kumi (Ha 78 %), a HaliMeHIIe — y M 5131
crerHa (Ha 44 %).

8. Mix BMICTOM PrPC, aktuBHicTIO AT®-a3, BmMictom Na* Ta K* i 3aranpHOTrO
KaJIBIIIO Y TOCHTIDKYBAaHUX TKAHWMHAX BCTAHOBJICHI KOPEJISTUBHI 3B SI3KW PI3HOI CHJIH:
Mik BmictoM PrPC i axrusmictio Na'—K'-AT®-azu r=0,202-0,999; mix BMICTOM
PrP® i aktuBmicTio Ca’’-AT®-asu EIIC r=0,202-0,994; mix Bmictom PrP¢ i
aktuBHicTIo Ca”-AT®-asu IIM  r=0,253-0,997. V pesymbrari MOPiBHAHHS
JOCIIIKYBaHUX MOKA3HUKIB y PI3HUX TKAaHMHAX BCTAHOBJICHO CHIIbHY 3aJICKHICTb.

9. 3a pesynpraTaMu ABO(AKTOPHOTO AHUCIIEPCIHHOTO aHAI3Y MiATBEPIKEHO
BIPOTIHY 3QJICKHICTh 3MIH BMICTY Prp° Bl TKAaHWHHOI JIOKaj3alli, Toal IK BIUIMB
BiKy € MeHIIUM. AKTHBHICTh 10HHMX TpaHcnoptepis i BmMict Na’, K* ta 3aransHoro
KaJIBI[II0 3aJieXkaTh B BiKY, a (pakTop JioKami3ailii CyTTEBO BILUIMBAE JIUILIE HA BMICT
10HIB KaJIIIo.

10. TToGymoBaHO MPOCTOPORBI MOAECITI, SIKI BiJOOpakar0Th OHTOTCHETUYHI 3MiHU
Bmicty PrP®, axruemocti Na'—K*- i Ca®*-AT®-a3 ta Bmicty Na*, K* i 3aramboro
KaJIBIII0 Y TOPOXHIA KHIIII, CEJNE31HIN, IeYiHIll, HUPKax, CTETHOBOMY M's3i,
JOBracTOMy MO3KYy Ta MO304Ky InypiB. OTpuMaHi pe3yJbTaTh MOXYTh OyTH

BUKOPHUCTaHI1 /sl MPOTHO3YBAHHS MATOTEHETUYHOTO PO3BUTKY MPIOHHUX 1H(EKITIH.
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