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Annomauyus. Tlpobaema crapeHust HaceJeHUsI IpUoOpeTaeT Bce 60IbLIME MACIITA0bI
1 3HaYMMocThb. CTapeHue COMPOBOXKIAETCSI POCTOM PACIIPOCTPAHEHHOCTH TLIESIIBI
CepIeYHO-COCYANUCTHIX 3a00JIeBaHU I, CPEAN KOTOPBIX UILIEMUYECcKast 00JIe3Hb cep-
1a, GuUOPWLISIIMS Npeacepaunii, XKelTyTouKOBble TAXMAPUTMUY 3aHUMAIOT JIUAUPY-
oire no3uiuu. CrapeHrue MUoKap/ia CBsI3aHO € PSIIOM pa3HOOOPa3HbIX MEXaHU3-
MOB, BKJTIOUAIOIIMX HAKOTUIEHHE CEHWIbHBIX KJIETOK U MEPECTPOIKY BHEKIETOUHOTO
MaTpHUKCa Ha TKAHEBOM YPOBHE, a Ha KJIETOYHOM — HapylieHne (pyHKIUYA MUTOXOH-
Ipuii, yXyamieHue ayrodarun, OKMCIUTEIbHBII cTpece, moBpexaeHue JJHK. O6-
30p MOCBSILIEH BCECTOPOHHEMY aHAJIU3Y KJIIETOYHBIX U MOJIEKYJISIPHBIX MEXaHU3MOB
CTapeHUsT MUOKapa 1 CEpIeYHO-COCYIUCTOM cUCTEMBI B 11e710M. Oco00e BHUMaHKe
yZEJIEHO TIpoLieccaM KJIETOUHOTO cTapeHusl, YOpMUPOBAHUIO CBS3aHHOTO CO CTape-
HHEM CeKPEeTOpPHOTo (PeHOTUTIA, UBMEHEHUSIM CTPYKTYPBI U (DYHKIINI KIIETOK Cep-
JIEYHO-COCYIMCTON CUCTEMBI, MPEIIIECTBYIOLIMX PA3BUTUIO BO3PACTHBIX CEPACUHBIX
3a00JIeBaHU, a TAKKe MEePCIIEKTUBHBIM MeToaM O0PhObI CO CTapEHUEM.
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Absract. Population aging is becoming an increasingly large-scale and significant
global challenge. Aging is accompanied by a rising prevalence of a broad spectrum
of cardiovascular diseases, among which ischemic heart disease, atrial fibrillation,
and ventricular tachyarrhythmias occupy leading positions. Myocardial aging is as-
sociated with a variety of mechanisms, including the accumulation of senescent
cells and remodeling of the extracellular matrix at the tissue level, as well as mito-
chondrial dysfunction, impaired autophagy, oxidative stress, and DNA damage at
the cellular level. This review provides a comprehensive analysis of the cellular and
molecular mechanisms underlying myocardial aging and aging of the cardiovascular
system as a whole. Particular attention is paid to processes of cellular senescence,
the development of the senescence-associated secretory phenotype (SASP), age-re-
lated structural and functional alterations in cardiovascular cells that precede the
onset of age-associated heart diseases, as well as emerging therapeutic strategies
aimed at combating cardiovascular aging.
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CTAPEHUE HACEJIEHUA

3aMeTHOe yITydIIeHe YPOBHSI XKM3HU 1 KaueCTBa 3paBOOXpaHEHMS B OOJIBITMHCTBE
CTpaH 3a MOCIIeMHIE NSCATUICTHS IIPUBEJIO K 3HAUNTEIIFHOMY POCTY ITPOIOJIKATSIIBHOCTH
JKW3HU HaceJIeHUs B OOJIBIIMHCTBE CTpaH: 3a XX BeK oxXuaaeMasi IpOoaoKUTEIBHOCTD
JKU3HU TIPU POXAEHUHU yBeauuuaach ¢ 45 no 77 net [1], a ¢ 1995 1., cortacHO JaHHBIM
BO3, ona ysenmumnacs eme Ha 8,4' rona. Jlo HEKOTOPOIi CTENEHU HAOIIONAEMBILA POCT
IIPONOJIKUTETFHOCTH XXKM3HU CBSI3aH CO CHIDKCHUEM JIETCKOl CMEPTHOCTH, BBEICHUEM
B KJIMHUYECKYIO MTPAKTUKY aHTUOMOTUKOB U BaKIIUH, a TAKXKE IOBBIIIIEHUEM YPOBHS
>KU3HU Y TUTUEHBHI B 1IesioM. OITHAKO yBeTMUeHUe TTPOI0JKUTETbHOCTH Xu3HH (lifespan),
10 BCel BUAMMOCTH, HE TIPUBEJIO K YBEJIMUCHUIO IJIMTEIBHOCTH €€ aKTUBHOTO, 310P0-
Boro nepuoaa (healthspan), B pe3yabrare yero 1o 20% 4enoBeuecKoi XXU3HU MTPUXOIUT-
Cs1 Ha TIEpUOI, OTSTOIIEHHBI MHOXECTBOM BO3PAacTHBIX 3a00JieBaHUi, 3HAUUTETLHO
VXYAIIAIOIINX KauyeCcTBO XU3HM [2]. BKyme ¢ TpeHIOM Ha CHUKEHHE POKIAEeMOCTH 3TO
HEeU30eXXHO MPUBOIMT K TaK Ha3bIBAEMOMY CTAPEHUIO HACEJEeHUS — U3BMEHEHUIO JeMO-
rpacduyecKoil CTpyKTYpbl 00IIeCTBA C YBEIUUEHUEM A0JIM HETPYAOCITOCOOHOTO MOXUIIO-
ro u ctaporo HaceneHus. ConracHo nanusiM BO3, B 2020 1. ymncsio moneii crapire 60 jgeT
V2Ke MPEeBBIIIAI0 YMCIIO AeTel maaniie 5 jieT, a K 2030 I. oxkraaeTcst, YTO KasKIbIi IIIeCTOM
yestoBek OyzeT crapiue 60 ger?. TeHAeHIUA K POCTY JOJIU MOXWIOrO HaCeeHHs XapaK-
TepHa ISl BCeX CTPaH: B HAUOOJIbIIel CTeNeHU 3TO BepHO 151 cTpaH Esponbl u CIIIA,
HO TaKKe B M3BECTHOI Mepe XapaKTepHO U TSI MEHee SKOHOMUYECKU OJIarOIOTyIHbIX
PETMOHOB ¢ MEHbIIEH MPOAOIKUTEILHOCThIO X13HU [3]. Takum obpa3oM, cTapeHue
HaceJIeHUs MPeCTaBsIeT cO00i mMobaibHy0 MpobaeMy, KOTopasi, o MPOrHo3aM, CTa-
HeT ele 0oJiee aKTyaTbHOM B OJTMKaiIeM OyayIeM, YTO Co3MaeT KpaifHe HeOIarompm-
SITHBIE TIEPCIIEKTUBHI IJI1 SKOHOMUKU. CHUXXEHUE TOJIU TPYIOCIIOCOOHOIO HACEIeHUS
MPU POCTE JOJIU IEHCUOHEPOB BEJET K HEXBaTKe paboyeil CHUJIbI, YTO MOXKET 3aMeJISITh
SKOHOMMWYECKUU POCT M CHIZKATh OOIINIA ypOBEeHB XKM3HU. KpoMe Toro, crapeHue cBs-
3aHO C POCTOM PacHpPOCTPaHEHHOCTU HEMHGEKIIMOHHBIX XpPOHUYECKMX 3a00IeBaHUI
U KOMOPOUMITHOCTBIO, YTO CO3AAET AOMOJHUTENbHYIO HATPY3KY Ha CUCTEMY 3ApaBoOXpa-
HEHHUS, TOTIOJTHUTEIIFHO YBEIMUMBas OIOIKETHBIC TPaThl B 3T0i cdepe [4]. OmHuM U3
MepCIeKTUBHBIX HATIPABJICHUM B PEeIICHUM IMPOOJIeMBbl CTApCHUSI HACEICHUS SBJISIETCS
peanu3alys CTpaTernuu 310POBOro N0JT0JEeTUS, TPeAnoaraolleil npoajieHue nepuoaa
AKTUBHOM U TPYyIOCITIOCOOHOI XXKM3HU 3a CUET COXpaHEHUS (PU3MIECKOTO 1 KOTHUTUBHOTO
3M0POBbs HA MIPOTSIXKEHUU 00Jiee JINTENBHOTO BpEMEHHOT0 oTpe3ka. Jis peanuzaiuu
9TOM CTpaTernu, KOTopas A0JKHa BKJIIOYAaTh HE TOJIBKO 00Jiee MHTEHCUBHbBIN KOHTPOJIb
3a COCTOSTHEM 3[0POBbsI HACeIeHUsI, HO U Psii TPOMUIaKTUIECKUX MEPOTIPUSITU, He-
obxomnMo 0oJiece TIIyOOKOe TIOHUMaHNEe MEXaHU3MOB CTaApEHMSI 1 OCHOBHBIX MPUINH
MoTepy paboTOCIIOCOOHOCTU U CMEPTHOCTU B IMOXKUJIOM BO3pacTe.

OCHOBHO#1 TPUYMHO# MHBATUAN3AIIMA U CMEPTHOCTHU CPEIU TIOKUIIOTO HaceIeHUsI
Ha CETONHSIIITHII MOMEHT OCTarOTCSI 3a00JIeBaHMSI CEPIeIHO-COCYINCTOM cucTeMbl. Co-
miacHo otyety BO3, cepneyHo-cocynucThie 3a001eBaHUS SIBISIOTCS IUINPYIOLIEH ITPpU -
YMHOI CMEPTH BO BCEM MUPE B LIEJIOM, a HE TOJILKO CPENM JIMLL cTapilero Bospacra’. ITpu

! Ageing: Global population. Pexxum nocryna: https://www.who.int/news-room/questions-and-answers/item/
population-ageing (1ata o6pamenus: 04.02.2026).

2 Ageing and health. Pexxum moctyna: https://www.who.int/news-room/fact-sheets/detail/ageing-and-health
(mata obpanienus: 04.02.2026).

3 Cardiovascular diseases (CVDs). Pexmm mocryma: https://www.who.int/news-room/fact-sheets/detail/
cardiovascular-diseases-(cvds) (mata ooparmenust: 04.02.2026).
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3TOM HauOOJIbIIAST TOJISI CMEPTHOCTHU OT CEPACYHO-COCYAUCTHIX HenyroB (10 80%) mpu-
XOIUTCSI Ha BO3PACTHYIO KOTOPTY cTapiie 65 jeT [5]; B 1iej10M OpeMst cepaedHO-COCy -
CThIX 3a00JIeBaHUI YBeTMIMBaeTCs ¢ Bo3pacToM [6—8]. Tak, mo JaHHbIM AMEPHKAaHCKOM
Kapauosiornieckoit accormanuu (American Heart Association), B 2019 r. 3abo1eBaeMOCTb
CepIeYHO-COCYIUCThIMU 3a00/ieBaHUSIMU cocTaBwia 35—40% s noaeil B Bo3pacrte
40—60 net, 77—80% — 11st MOXWIBIX JTtofaeii B Bo3pacte ot 60 1o 80 jieT, a 151 JOJITOXK-
teneit crapmie 80 ret — 85% [9, 10]. JarHas mpo06ieMa B TOCIeTHIE TOIBI yCyTyOoIsieTcs,
He B IIOCIeNHIOI odyepeab U3-3a pocTa 1oau noxwioro HaceneHus. C 1990 mo 2019 rr.
pacnpocTpaHeHHOCTh 3a00JIeBaHUI CepIeYHO-COCYIUCTOM CUCTEMBI BO3pociia Ha 26%,
a 3a 6osee kpatkuit iepuon ¢ 2006 mo 2016 rr. cCMEPTHOCTH OT 3TUX HEAYTOB BO3pOC-
na Ha 14,9% [10, 11] — 1, MO HEKOTOPHIM MPOrHO3aM, OYyIeT HapacTaTh SKCITOHEHIH -
anbHO [12]. Cpeay pUCKOB pa3BUTUS CEPACYHO-COCYAUCTHIX 3a00IEBAaHUN BBHIACISIOT
Takue (haKTOpHI, KaK HecOaTaHCHPOBAaHHOE TTMTaHNE, XapaKTePU3YIoIeecs BHICOKIM
conmepXXaHWeM HaCHIIIEHHBIX XKUPOB, XOJIECTEPHHA, TIPOCTHIX YIJIECBOIOB, aJTKOTOJIS 1 13-
OBITOYHBIM ITOTPEOICHUEM TTOBAPEHHOM COJIM, HETOCTATOK (hM3MIECKOM aKTUBHOCTH,
JIUCIUIIAAEMUIO, TUIIEPIIMKEMUIO, U30BITOYHBII BeC, HACASACTBEHHbBIE (DAKTOPHI, a TaK-
ke Bo3pacTt [ 13, 14]. Y ecau npupona 60JbIIMHCTBA YIIOMSHYTBIX (haKTOPOB MO3BOJISIET
MPEANPUHSITD OINPeaeIeHHbIE IeHCTBUSI IO CHIDKEHUIO PUCKOB Pa3BUTHS CEPIEYHO-CO-
CYAMCTHIX 3a00JIeBaHII, TO HEYKJIOHHOE CTapeHMe MPEIOTBPATUTh JOCTATOYHO CIIOXHO.
[Tpu 3TOM MMEHHO CepACYHO-COCYIMCThIC 3200 IeBaHUSI SIBJISTIOTCSI HAM00JIee BECOMBIM
¢dakTOpOM pUCKa MHBAJUIM3ALUU B MOXUI0M Bo3pacte [15]. Ha tekyieM 3tane pas-
BUTHUS (DYHIAMEHTAJIbHON HayKN HETIOCPENCTBEHHOE YCTpaHEHUE TTIePBOIIPUINHBI CTa-
pPEHUSI, BHE 3aBUCMMOCTH OT €€ TIPUPOJIBI COIIACHO CYIIIECTBYIOIM TEOPUSIM, OCTAETCS
3aTpyIHUTENbHBIM. OIHAKO aHAIK3 BO3PACT-aCCOLMUPOBAHHBIX M3MEHEHUI B cepaey-
HO-COCYIUCTOM CHUCTEME — OCOOECHHO B CTPYKTYpe W (PYHKIIUM MUOKApIa — U ITOUCK
TTOAXOMOB K MX KOPPEKIINH C LIEIBIO MPOMISHUS eproaa (pyHKIIMOHATLHOM aKTUBHOCTH
M OTCPOYKU BO3PACTHOM YTPaTHI TPYAOCITOCOOHOCTH Y MHBATMAN3AIIUN TTPEICTABISIOTCST
BIOJIHE TOCTMXKUMBIMU 3aauaMM.

Llenb naHHOTO 0630pa — aHAM3 BO3PACTHBIX 3a00JIeBaHUI CEpIEeYHO-COCYTUCTOM CH-
CTEMbI U JISKALIMX B MX OCHOBE MaTO(U3NOJIOIMYECKUX MeXaHM3MOB. Ocob0e BHUMaHKE
yIEIeHO U3YUYECHUIO STTHIEMIOJIOTMYECKIX TaHHBIX O BO3PACTHBIX 3a00JIEBaHMSIX Cepalla
U COCYIUCTOrO pycJjia, aHaIU3y OCHOBHBIX KOHLIEIILIMI CTApEHUSI, a TAKKE PACCMOTPEHUIO
MEXaHW3MOB CTapEHMS Ha MOJIEKYJISIPHOM, KJIETOYHOM M TKAaHEBOM YPOBHSX, C OCOOBIM
(okycoM Ha cTapeHMHU KapAMOMUOLUTOB. [ToMMMO pacKpbITHSI OCHOBHBIX MEXaHU3MOB
CTapeHUs CepIeYHO-COCYINCTON CUCTEMBI M €€ KOMIIOHEHTOB, TaHHBII 0030p TaKKe
BKJIIOYAET aHAJIU3 IOCIEAHUX JaHHBIX O CTPATErusX OOPHObI C KJIETOYHBIM CTapeHUEM
¥ BO3pPaCTHBIMU 3200JI€BAaHUSIMH.

BO3PACT-ACCOLIMMPOBAHHBIE 3ABOJIEBAH W
CEPJEYHO-COCYINCTOU CUCTEMBEI

HTak, crapeHue sIBJISIETCST OMHUM 13 KITIOYeBBIX HEeMOIMDUIIUPYEMBIX (DAKTOPOB pU-
CKa pa3BUTHSI CEPICYHO-COCYIMCTRIX 3a00eBaHmuii. YacToTa BCTpeuaeMOCTH Cepaey-
HO-COCYIVCTBIMU 3a00JIeBAHUSIMA HEYKIIOHHO PAcTeT C BO3PACTOM: TaK, COITIACHO OTYETY
American Heart Association B 2019 ., Te v ©HBIE 3a00JI€BaHUS CEPACIHO-COCYINCTOM
crucTeMbl Berpedarores y 35—40% moneit B Bozpacte ot 40 1o 60 stet, y 77—80% nauueH-
TOB B Bo3pacTHOM auana3zoHe 60—80 jiet, a y manueHToB crapiie 80 JIeT yacToTa BCTpe-
YaeMOCTH TaHHO# TpyIIIBI 3a001eBaHuit nocturaet 85% [ 10, 16]. [ToHnMaHue IpUpOIbI
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BO3paCT-aCCOLIMMPOBAHHBIX U3BMEHEHUIA B CEPAEYHO-COCYIUCTOI CUCTEME U CBSI3AHHBIX
C HUMU PUCKOB UMEET peliaroliee 3HaueHue 1151 pa3paboTku 3(h(peKTUBHBIX CTpaTeruit
NpodWIAKTUKYU U JIeUeHUs 3a00JIeBaHU CEPAEUYHO-COCYAUCTON CUCTEMBI Y TTOXUIBIX
moneii. [Ipexme Bcero, 3aech HEOOXOOUMO OYEPTUTH KPYT CBSI3aHHBIX C BO3PACTOM CEP-
JIEYHO-COCYNUCTHIX HeAYyTOB. C 3MUAEeMUOJIOTMYECKOI TOUYKY 3pEHUSI IPUHSTO pa3indaTh
HECKOJIBKO OCHOBHBIX TUITOB KPUBBIX 3a00JIEBAEMOCTH IIJIsI 00JIC3HEH, KOPPETMPYIOIINX
C BO3PacTOM YeJIoBeKa.

Cuaunraercs, 9T0 BO3pacTHEIE, T.€. CTapuecKye, 3a00JIeBaHMSI IOMUMO IIPOYETo XapaK-
TEepU3YIOTCS HEJIMHEIHOM 3aBUCUMOCTBIO 3200/1€BAaEMOCTU M PACIIPOCTPAHEHHOCTU OT
BO3pacTa, TakK KaK OHHM CBSI3aHEI HE CTOJIEKO CO BpeMEeHEM CYIIeCTBOBAHMS OPTaHN3Ma,
CKOJIbKO UIMEHHO C ero cTapeHueM (puc. 1a). JIns Takux 3abo1eBaH1i XapaKTepeH pe3Kuii
SKCITOHEHIIMATbHBIA POCT 3a00JIEBAEMOCTH 1 paclpocTpaHeHHOCTH Tocie 50—60 ner
(OONBIIMHCTBO Pa3HOBUIHOCTEI OHKOJIOTMYECKUX 3a00JIeBaHUI, NIIeMUYecKasi 00-
JIE3Hb cepaua, uiemMmudeckuit UHCynsT) [27]. Tak, Ha puc. 16 mpencraBieHbl KpUBbIE
3aBUCHMOCTH PaCIpPOCTPAaHEHHOCTH OT BO3pacTa IJIsSI OMHOTO M3 TUITMIHBIX BO3PaCT-
HBIX 3a00JIeBaHU It MUOKapaa — GUOPUIUISLIMU TIPEACEPAUiA, TOCTPOEHHBIE MO JTaHHBIM
HECKOJIBKUX SITUAEMUOJIOTIISCKUX UCCISTOBAHMIT M JeMOHCTPUPYIOIINE HeIMHEHOE,
MPAaKTUYECKU IKCIIOHEHIMaIbHOe HapacTaHue 1ocie 60 geT. Hy>kHO OTMeTUTD, 4TO,
XOTSI VTS OOJIBIITMHCTBA CEPACIHO-COCYIUCTRIX HEAYTOB XapaKTepeH ITOUTH SKCITOHEHIIM-
aJIbHBIN pOCT 3a00J1€Ba€MOCTH, PACIIPOCTPAHEHHOCTU U CMEPTHOCTU C BO3PACTOM, LIS
HEKOTOPBIX 3a00JIeBaHUI 3Ta 3aBUCMOCTb OTJINYAETCS OT OOIIETO TTPOMWIIS U SIBIISIETCS
HEJIMHEMHOM, TEMOHCTPUPYS MAaKCUMYM C TIOCJIECAYIOIMNM criagoM. Tak, I MHCYJIb-
Ta U 3a0oJeBaHNi eprudepuIecKruX apTepuii XapakTepeH criaja paclipoCTPaHEHHOCTH
1 3a00J1eBaeMOCTH cooTBeTCcTBeHHO nocse 80 jet [6]. HanpoTus, mis 3a6oneBaHuii, He
CBSI3aHHBIX UJIU €1ab0 CBSI3aHHBIX CO CTAPEHUEM, XapaKTepHa MPaKTUIYEeCKU JIMHEHas
3aBHCHUMOCTD 320016 BA€MOCTH OT BO3pacTa — 3Ta IPYIINa BKIIOUAeT B ceOs TaKMe HEMYTH,
KakK TYyONEeHUT, raCTpUT, peBMaTOUAHBINA apTpuT, AuadeT II tuma u ap. [18—20]. Ocob-
HSIKOM 31I€Ch CTOSIT TaK Ha3bIBacMBIC TepUATPUUECKIC CHHIPOMEI, B TIEPBYIO O4epenb
CHHIPOM CTapyeCKOli aCTEHUHU WIM CTapyecKoii XxpynKocTH (frailty), KoTopblit BeIACIUIN
KaK KOMITJIEKC XapaKTepPHBIX CUMIITOMOB 00Jiee TpeX AeCATKOB JIeT Ha3amd. OnpencieHus
CUHApOMA CTapuyeCcKOl aCTEHMH Pa3HSITCS: OMWH U3 OCHOBOIIOJOXHUKOB TEOPUM JaH-
Horo cuHiapoma Fried onpenensiy ero Kak GU3NOJI0OTUUECKUN (PEHOTU, BKIIOYAIOIINIA
OIHOBpPEMEHHOE MposiBeHue 3 U 60Jiee CUMIITOMOB — TaKUX KakK ITOTepsI Beca, IOCTO-
SIHHO€ OLIYIIEHUE YCTAaJOCTU, CHUXKEHUE CKOPOCTHU X0abObI U T.11.; Rockwood, ¢ npyroit
CTOPOHBI, OIPENeIN CHHIPOM CTapdeCKOi acCTeHNM KaK HaKOIUIeHHE (pU3MOI0ThYe-
CKMX Ne(UIIMTOB B OpraHM3Me C TeUEHUEM BPEMEHU U MPEemIoXUI CIoco0 moacyeTa
¥ OLICHKU CTEIICH! TaKOr0 HAKOIUICHUsI Ha OCHOBe MHAeKca xpynKoctu [21—23]. Tak
WX MHaYe, CHHAPOM CTapuyeCcKoil aCTeHUU ITIOMUMO OOIIIEro yXyIIIeHUs KauecTBa K13~
HU TIAIIMEHTA TaKXKe XapaKTePU3YeTCs BEICOKOM KOMOPOMIHOCTHIO: ero MaHM(eCTaus
CBSI3aHa C TOBBIIIEHHBIMY PUCKAMU Pa3BUTHS APYTUX CTAPYECKUX 3a00J1€BaHUI — B TOM
Yyucye, CepAeYHO-COCyTUCTRIX [24]. VI HanpoTUB: cepaedHO-COCyIUCThIe 3a00IeBaHMS
3a4acTylo SIBJISTIOTCS (haKTOPOM pucKa T MaHU(eCTalMu CUHAPOMA CTapYeCKOM XpyTI-
KoctH [25, 26]. TIpu 3TOM CTeNEHD CEPAECYHO-COCYAUCTHIX HAPYIIEHUIA Y JIULI ITOXKUIOrO
BO3pacTa 0Ka3bIBaeTCs CBSI3aHHOM CO CTENEHbBIO BRIPAXKEHHOCTH CUMIITOMOB CUHAPOMA
CTapyeCKOi XPYMKOCTU — XOTS YETKOM MPUUMHHO-CJIEICTBEHHO! CBSI3U TT0OKA yCTAHOBUTH
He ynanoch [37]. Takum obpa3oM, caMu repuaTpruieckrie CUHIPOMBI He TaK CTPAIIHEHI,
KaK MX BbICOKasi KOMOPOUTHOCTH ¢ 060Jiee Cepbe3HBIMU 3a00JI€BAaHUSIMMU.
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Puc. 1. (a) — KpuBbIe 3aBUCHUMOCTHU PACIPOCTPAHEHHOCTH JUIsSI HE3aBUCUMBIX OT Bo3pacra 3abose-
BaHUi (CTUIOLIHAS IMHMS) U CTapuecKuX Ooyie3He (IITpuXoBasi IMHUS) OT Bo3pacTa. (0) — KpuBbie
3aBUCUMOCTH PaCIpPOCTPAHEHHOCTH (hUOPUIUISILMU TIpeCcepaAnii OT Bo3pacTa (1o AaHHbIM [28—30])

Fig. 1. (a) — age-dependent prevalence curves for age-independent diseases (solid line) and age-related
(senescent) diseases (dashed line). (a) — age-dependent prevalence curves of atrial fibrillation (according
to data from [28—30])

Kakwue ke nMeHHO 3a00J1eBaHMS CEPIEYHO-COCYAMCTON CUCTEMbI aCCOLIMMPOBAHBI
¢ Bo3pactoM (puc. 2)? JIjist oTBEeTa Ha 3TOT BOIPOC HEOOXOOMMO 00OPATUTHCS K KOTOPTHBIM
HCCIICMOBAHUSM — KaK PETPOCIIEKTUBHBIM, TaK M ITPOCIIEKTUBHBIM,, BKITIOYAFOIIINM 0O0JTb-
e BEIOOPKY Jioaeit. OmHNM 13 HanbOoJjiee MAaCIITaAOHBIX Y M3BECTHBIX MCCICIOBAHUIMA
B 9TOI 001aCTU — KOTOPOE MPOA0JIKAETCS U Mo ceil AeHb — siBasieTcs Global Burden of
Disease Study, npoBonumoe ¢ 1990 r. MHCTUTYTOM IToKaszatesieil U OLIEHKU 310POBbs
(IHME) Ha 6a3e MenuuuHCKoil 1Konbsl BamuHrronckoro yuusepcurerat. HecMotpst
Ha TO YTO TaHHOE MCCemoBaHne He C(pOKYCHPOBAaHO HA CTApEHUM KaK TAKOBOM, OHO
XapakTepHu3yeTcss HanboJjiee IMMPOKNM OXBATOM JAHHBIX: pecoHAeHTH n3 204 cTpaH,
okoio 400 3a601eBaHMIi; JaHHBIE, TOJIYYEHHBIE B €TI0 XOE, UCITOJIb3YIOTCS MHOXECTBOM
IPYIIII McCiemoBaTesieil B pa3HbIX 00J1acTsIX MEIMLIMHBI U husnoioruu [6, 11].

Eie omHa macirabHas padbota Takoro pona npooautcst BO3: MccnenoBanue modaib-
HOTO CTapeHUS U 300poBbsI B3pocbIX (Study on global AGEing and adult health, SAGE).
HUccnenosanue oxsatbiBaeT 6ojiee 40 000 pecrionaeHTOB U3 6 ctpaH: Kuraii, Poccus, I'ana,
Wnnusa, Mekcuka u FOAP — 1 cocpenoToueHo Ha JIMTEIbHOM MOHUTOPUHIE U cOOpe
nHGOPMALMHY O CTADEHNU M CBA3aHHbIX ¢ HUM HemyraMu®. POTTepIaMCcKoe HCCIeNoBaHue
(Rotterdam study) — elre omHO MPOCIIEKTUBHOE UCCIeaoBaHNe, HadaTtoe B 1990 . 1 mipo-
JToJpKatoleecs 1o ceii meHb B T. Portepmame (Hunepnanmer) [31]. Ha ceromusimHmic neHb
OHO BKJTIouaeT okoJio 15 000 nroaeit 3 HECKOMbKUX BO3PACTHBIX KOTOPT U C(POKYCUPOBAHO
Ha noucke (hakKTOpOB pUCKa I OCHOBHBIX BO3PACTHBIX 3a00JIeBaHUI, 00YCIOBIEHHBIX
KaK FTeHETMYECKU, TaK 1 CBSI3aHHBIX C OKPYXKaIOIel cpeaoii M oopa3oM xku3Hu. Hakonelr —
XOTSI ¥ HE B TIOCJICITHIOIO OYePeIb — 3IeCh HY»KHO YITOMSIHYTh DPpeMIHIeMCKOe UCCIIeoBa-
nue (Framingham Heart Study), HauaTtoe B 1948 1. B . ®pemunreme (CLLA, Maccadycetc)

4Global Burden of Disease (GBD). Pexum moctyna: https://www.healthdata.org/research-analysis/gbd (nata
o6paitenus: 04.02.2026).

5> Study on global AGEing and adult health (SAGE). Pexum mocryma: https://www.who.int/data/data-
collection-tools/study-on-global-ageing-and-adult-health (mata o6parmienus: 04.02.2026).
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U TIPONOJDKAtoIeecs 10 celi IeHb; Ha NaHHBIA MOMEHT B HEM YYacCTBYET YK€ TPEThE T10-
KOJIEeHHEe pecIoHAeHTOB. PpeMUHIeMCKOe MCCIeIOBaHNe NelaeT aKIeHT Ha M3y9eHUN
(akTOpOB pUCKa CepIeUHO-COCYIUCTHIX 3a001eBaHUI U MX BO3pacTHOM 3aBucuMoctu. Ha
€ro OCHOBE ObLIa TOCTPOEHA MPOTHOCTUYECKAsI MOZIEIb JIJIs1 OLIEHKU AECSTUIETHETO pUCKA
Pa3BUTHS CEPIEYHO-COCYIUCTHIX HelyroB — Framingham Risk Score® [32]. 3HauuTebHAs
YaCTh MMEIOIINXCS IIPEACTABICHUI O BO3PACTHOM TMHAMKKE PACIIPOCTPAaHEHHOCTH pa3-
JIMYHBIX CepIeTHO-COCYAMCTHIX 3a00JIeBaHMI c(hopMUpOBaHA HA OCHOBE aHAJT3a JaHHBIX,
COOpaHHBIX B paMKaX BBITICYTTOMSTHYTBIX MCCIICOBAHMIA.

Benyeii mpuanHoii 3a601€Ba€MOCTH M CMEPTHOCTH CPEIM HAaCEJICHUST CTapIIero BO3-
pacta ocraetcs uiieMuyeckasi 6one3Hb cepana (MbC), BocoGeHHOCTH B pa3BUTHIX CTpa-
Hax [6, 33, 34]. HecMoTps Ha 0011eMHUPOBOI TPEH I Ha CHUKeHUe cMepTHOCTH oT UBC
B CTpaHaX C BBICOKMM CoIlomeMorpaduueckKuM nHaekcoMm [33, 35], B pa3BUBaOIIUXCS
cTpaHax Bce ele Habmomaercs ee pocr [36, 37]. Ha BTopoM MecTe 1o 3a00/IeBA€EMOCTH
cpenu HaceneHus crapuie 70 neT ctost 3abo1eBaHus neprudepuyecKux apTepuii — 30H-
TUYHBIA TEPMUH, OOBEIUHSIONINM CYy)XeHNE COCYIOB M HapyllleHue KPOBOCHAOXKEHMS
10 TEM WJIX UHBIM IPUYUHAM (aTepOCKIEPO3, O0IUTEPUPYIOLINI SHAOKAPAUT, TPOMOO03
U T.1.). OnHaKo BTOPOIi 110 YacTOTe MPUYMHON CMEPTHOCTH B CTapllIeM BO3PacTe SIBJIS -
eTcs MHCYJIBT. YeTBepTOe MECTO 10 3a00J1eBaeMOCTH U, TI0 Pa3HBIM JTaHHBIM, TPEThE WU
YETBEPTOE MECTO IT0 CMEPTHOCTH 3aHUMAET (PUOPIILISIINS IIPEACeparii, KOTOpasi, B CBOIO
odepenb, IBJIIETCS Cephe3HBIM (PaKTOPOM PHUCKA PA3BUTHS TPOMOOIMOOIMICCKOTO UH-
cyneta [6, 11, 33]. C dpubpuiuisiuyeii npeacepanii 3a4acTyio acCCOLIMMPOBaHa elle OqHa
Pa3HOBUIHOCTh XapaKTEPHOU IS TTOXXUIOTO BO3pacTa apuTMHUM — CUHIPOM CJ1aboCTH
CUHYCHOTO y311a [38]. B COBOKYITHOCTM C IPYIMMU Pa3sHOBUAHOCTAMU OpaluKapiauii,
XapaKTepHBIMU ISl IPEKJIOHHOTO Bo3pacTa (HarpuMep, aTpMOBEHTPUKY/ISIpHas 0J10-
Kazma), 3TO BJIeUeT 32 COO0M HEOOXOMUMOCTh YCTAHOBKY KapINOCTUMYJISITOPA TTOXIUIIBIM
nanueHTaMm — 1ak, B CIIIA cpenHuii BO3pacT UMILIAHTALUKM KAPAKMOCTUMY/ISITOPOB IIPH-
onuxkaetcsd K 70 romam [39, 40]. Enie onvH rpo3HbIiA BO3pACTHOM qUarHo3, CPaBHUMBII
T10 YaCTOTe MTOCTaHOBKY ¢ (hMOpMIUTAIIMEl Tpeacepanii, — cepaedHast HeJOCTaTOUHOCTD
(CH). Xots1 Hepenko 3To 3a00JieBaHUE SIBISIETCS CJIEACTBUEM JIPYTUX CEPACUHO-COCYIU-
CTBIX HelyToB, TakuX Kak MBC 1 runepToHus1, OHO SIBJIIETCS OMHOM U3 Han00JIee YaCThIX
MPUYUH TOCITUTAIM3ALIMY Y TTAallMEHTOB cTapiiero Bo3pacta [41]. U 3a0oieBaeMOCTb,
u pacrpoctpaHeHHOCTh st CH Bo3pacTaloT B 3aBUCUMOCTH OT BO3pacTa KCIIOHEHIIH -
aJIbHBIM 00pa30M, YBEIMIMBAsI BIBOE BEPOSITHOCTD Pa3BUTHS 3a00JICBaHUS 32 KaXKIbIe
npoxuTteie 10 neT [42].

B pazHbIx cTpaHax, gaxke co CXOXUM COLoAeMOorpamIecKM MHISKCOM, PaciipocTpa-
HEHHOCTD OTIEJIbHBIX CEPIEUHO-COCYAUCTHIX 3a00JIeBaHII MOXET CUJTBHO Pa3NyaThCs —
Tak, 1o naHHbIM HccaenoBaHust SAGE, pacripocTpaHeHHOCTh CTEHOKApIUHU, COTIPSKEHHOM
¢ UBC, nocturaet 66,1% cpenu moneii B Bozpacte 70—79 et B Poccun, Torna kak B UHoumn
oHa He rnpesbiiaeT 30%, a B Kutae — 20%. DT0 rOBOpUT O pa3HULIE B PUCKAX, COMPSIKEH-
HBIX C TEMH WJIM MTHBIMU 3a00JIeBaHUSIMU, KOTOPBIE HEOOXOIMMO YUUTHIBATh, — HATIPHIMED,
npu pa3paboTke crpateruii mo ux npodwiaktuke [43]. HyxxHo oTMeTUTh, ONHAKO, YTO,
XOTI e11Ie OTHOCHUTETLHO HEMaBHO MCCJISIOBATE I TOBOPHIIM O CBEPXCMEPTHOCTH OT CepIey -
HO-COCYIUCThIX 3aboeBaHuit B Poccuu [44, 55], kK 2019 1. 3TOT 1oka3artenb 3HAUUTETbHO
CHUBMJICS U MPUOJIU3UIICA K YPOBHIO OTIENbHBIX cTpaH EBporbl u Kutas: B Poccuu cmepr-
HOCTb OT CEpPIEYHO-COCYAUCThIX 3a00j1eBaHuii coctaBuia 46,8% ot o0l1eii CMEPTHOCTH,
B Kutae 6onee 40%, B EC — okoino 40% [36, 44, 45].

® Framingham Heart Study. Pexum moctyna: https://www.framinghamheartstudy.org/ (1ara oGpaieHus:
04.02.2026).
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Puc. 2. PacnpocTpaHeHHOCTD (a) U CMEPTHOCTD (6) OCHOBHBIX CBSI3aHHBIX C BO3PAaCTOM 3a00JIeBaHUit
CepIeYHO-COCYINCTOM CUCTEMBI (ITO JaHHBIM [6])

Fig. 2. Prevalence (a) and mortality (6) rates of major age-related cardiovascular diseases (according
to data from [6])

KAK 1 TTOYEMY MBI CTAPEEM?

B ¢Bsi31 co cTOJIb MAacIITAOHBIMU 1 APAMAaTUYHBIMY TTOCJIEACTBUSIMUA CTAPEHUS OP-
raHW3Ma TIPEACTABISICTCS KpalfHe cOOIa3HUTEIBHBIM IIPOCIICANTD ITAaTOTeHEe3 BO3PaCT-
HBIX 3200JIeBaHMI1 CEpIEYHO-COCYIUCTOM CUCTEMBI M BBISIBUTH €T0 IJIABHYIO IBMKYIITYIO
CWIJIy — Bellb €CJIM OHM HACTOJIbKO €IMHOOOPAa3Hbl Y MOXWIBIX JIOACH BO BCEM MUpE,
TO JOJIKHBI OBITh 0O1IME (hyHAaAMEHTAIbHbIE POIIECCHI HAa KJIETOYHOM U MOJIEKYJISIPHOM
YPOBHE, KOTOpBIE K 3TOMY IIPUBOIAT. K coxkaJleH1I0, Ha 3TOT CUET B HAyYHOM COOOIIIe-
CTBE HET eIMHOTO MHEHUS — KaK HET KOHCEHCYCa U 10 TTOBOMY OTIPEAe/IEHUS] CTApEHUS

POCCUMNCKHUN ®U3SHUOJTOTUUYECKUH N XKYPHAJ UM. U.M. CEHEHOBA /
RUSSIAN JOURNAL OF PHYSIOLOGY, 2026, Tom 112, Ne 5



CTAPEHME MUOKAPIA: KIETOYHBIE OCHOBBI / 1011
MYOCARDIAL AGING: CELLULAR MECHANISMS

Kak TakoBoro. {7151 00BIIMHCTBA OObIBATENEl B MOPSIIKE BEIEi CUUTATh OTIpeNeIeH -
€M CTapOCTU XPOHOJIOTUYECKUI BO3pacT. Ellle oqHUM MEPUIIOM CTapOCTU IPENjiaraloT
CUYMTATh NOTEPIO (DePTUITBLHOCTH — YTO K Y€JIOBEKY CJ1ab0 MPUMEHUMO XOTS ObI TOTOMY,
YTO MOTePsT PEPTIIHLHOCTH Y JIIOACH MY*KCKOT'O 1 KEHCKOTO I10JIa IIPOUCXOIUT B pa3HOM
Bo3pacTe. OMHOI U3 OINpenesSoIMX YePT CTAPOCTU ObUIO MPEIIOXKEHO CUUTATh YBe-
JIMYCHUE PUCKA CMEPTHOCTH C BO3PACTOM — OTHAKO POCT CMEPTHOCTHU B YEJIOBEUECKOM
MMONYJISLIMY HAaYMHAETCd ellle J0 JOCTYKEHUS PEIpOoayKTUBHOTO Bo3pacTa [46], a mocie
75—80 jteT pocT prcKa 3aMemIsIeTCs, OTKJIOHSISICh OT MOJIENHN, TIpeacKa3aHHoi B 1825 1.
Tomnepuem [47]. B HayuHOI1 TuTepaType TakKe 4aCcTO BCTpeuyaeTcs onpeaeaecHue crape-
HUS KaK HaKOTICHUS ITOBPEXKICHUM Pa3IMIHOTO POa — B OCHOBHOM MYTAllMii, OMHAKO
MyTallM B YeJJOBEUECKOM OpraHM3Me HauMHAIOT HaKaIlJIMBaTbCsl OYKBaIbHO C MEPBBIX
JIeJICHUIT KJIETOK OpTaHM3Ma MOocjie 00pa30BaHMs 3UTOTHI, M IPOBECTH YETKYIO TPAHMILY
B JaHHOM cJTy4yae He npeacTanisieTcst pealbHbIM [48]. HakoHell, ¢ Touku 3peHust pusmno-
JIOTUY CTapeHUE — 3TO MOCTeTIEHHOE CHIDKEHNE (DYHKITMOHAIBHBIX Pe3ePBOB OpraHnu3Ma,
MPUBOJIAIICE K YBEIMICHUIO pPUCKA PA3BUTUSI BO3PACTHBIX 3a00JIeBaHMIA, TAKXKE HAa3bIBA-
eMoe romeocteHo30M [49, 50]. Ctosb HeOmaronpusTHas cyMMma 3 @HeKTOB: pOCT CMePT-
HOCTHU, CHIKEHUE (DePTHIIBHOCTU M (DYHKITMOHAJIBLHOTO pe3epBa OpraHM3Ma — 3aCTaBJIsIeT
3alyMaThCsl: a €CTh JIU Y CTApEHUSI CMBICT — (DPM3UOJIOTMUECKUIA MITU SBOJTIOLIMOHHBI?

MHorounciaeHHbIE COBPEMEHHBIC TEOPUH CTAPECHUSI MOKHO Pa3Ie/INTh Ha ABE TPYII-
ITbI C MPUHIIMITHAIBHO Pa3HBIMM MTOAXOAAMU, TUCKYCCHS MEXIY CTOPOHHUKAMU KO-
TOPBIX TIPOIOJIKACTCS YK€ HECKOJIbKO mecsaTuieTnii. CTOpOHHUKH TIEPBOTO ITOAX0a
BUIIST B CTApEHUHU 3BOJIIOLIMOHHO KOHCEPBAaTUBHBII 3alIpOrpaMMUPOBAHHBIN Ipolece,
MMEIOIINI To1 cO00i1 olIpene/ieHHEIC BOTIOIMOHHBIC ITPESUMYIIICCTBA IS TTOITYJISIIIA.
CTOpPOHHUKHU BTOPOTO IMOAXO0AA ONPEACISIOT CTapeHNEe KaK CTOXaCTMUECKOe HaKOIUJICHUE
MOBPEXIEHUI pa3IMYHOTO poaa B opraHusme [51].

IlepBas HayuHas Teopus cTapeHuUs, peajaoxeHHas Beiicmanom B XIX Beke, nipen-
TToJ1arajia 1ejiecooopa3HoOCTh CTApEHUS KaK 3allpOrpaMMHUPOBAHHOM CMEPTH — TTO3THEE
Ha3BaHHOI akageMukoM CKymadyeBbIM (PEHOITO30M — IJIST BHICBOOOXKIECHUST PECYPCOB
U MPOCTPaHCTBA JJ1s1 XK13HU O0Jiee MoJIoabIX ocodeit [52]. B camom aene, CJIOXHO Tpe-
CTaBUTh MPSIMbIE MPEUMYIIECTBA CTApEHUsI I1s1 UHAMBUAA. CTOPOHHUKU JaHHOU TEOpUU
apryMEHTUPYIOT MOJIb3Y CTAPEHUS TEM, YTO MUHUMAIBHOM eMUHUIICH SBOJTIOLIAY STBIISI-
eTCS TIOMYJISIIIUS, U C 9TOI TOYKHU 3PEHMST €CTECTBEHHBIN OTOOP HOJIKEH OBITh HAIIpaB-
JIeH Ha (h)OpMUPOBaHNUE TIPEUMYIIECTB Y TTOMYJISIIAM B 1IeJIoM. B KauecTBe apryMeHTOB
IIPOTrPaMMUPYEMOCTH CTApEHUS U cMepTH BelicMaH MpUBOMIIT IOCOCEBBIX PHIO, ITOTH-
baronIux Mmocjie pa3MHOXEHMS, U PaCTEHUs, LIBETYIME ONMH pa3 B XU3HU, ITOCJIE YETro
Takke Torubaromue. Kpome Toro, moaroXuTeaIbCTBO U KPEKOE 300POBbE B CTAPOCTHU
4yacTo mnepenaercs oT poauTeneil K AeTsIM M BHYKaM — 3HauyuT, JOJDKHA TepenaBaThCs
IIporpaMmMa cTapeHus?

Teopus 3anrporpaMMUpPOBaHHOIO CTAPEHUS KaXXeTCsI MHOTUM BecbMa COOJIa3HUTEb-
HO#1 — Belb €CJIM 3TO IIPOorpaMMa, €€ MOXHO BBIKJITIOUUTH, HANTH HEOOXOOUMBIC TeHEI
MHTEpeca U OTMEHUTD cTapeHue. K coxaneHuro, B 3TO TEOpUH CIUIIIKOM MHOT'O HENO-
craTkoB. Teopusi 3amporpaMMHPOBAHHOTO CTAPEHMS TTPEITOJIATaeT, YTO C TOUKYU 3PEHUS
9BOJIIOLIMH 0COOH ¢ UMEIOIIEeIiCs TPOrpaMMOli CTapeHUS U CMEPTH IOJIydaT IIpeuMylie-
CTBO TEpeN XXUBOTHBIMU, Y KOTOPBIX TaKOW TporpaMMebl HeT [53]. OmHako oHa HUKaK He
VUHUTBIBAET MPEHEOPEXKNMO CTapEIOIe OPTaHMU3MbI, CITOCOOHBIC XXUTh JECATKH, COTHU
U IaXKe THICSYY JIET, B CJIydae pacTeHU — 03 BUIMMBIX HapyIIeHUi (hU3UOJIOTMYECKUX
¢ynkmii. KpomMe Toro, 66110 moKa3zaHo, 4TO JaBJICHHE TPYIIIOBOTO OTOOPA B XOIE BO-
JIIOLAY 3HAYUTETBHO ciiabee, YeM JaBjeHUe 0TOOpa MHAMBUIYAIbHOTO [54], mosToMy
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0Cco0M C 3aITporpaMMHUPOBAHHOI CMEPTHIO B XOIEe €CTECTBEHHOTO OTOOPA IMPOUTPHIBAIN
OBI TeM, y KOTO HEeT TaKoi mporpaMmbl. HakoHell, 10 cuX Imop He ObLI0 HaliieHO HU O/l -
HOTO IreHa, OTBETCTBEHHOTO 3a IPOTpaMMy CTapeHUsI, MyTallrsi KOTOPOTO €€ Obl OTMEHSI-
na [53]. Tem He MeHee y TeOpUH 3aIIpOrpaMMUPOBAHHOTO (MJI afallTUBHOTO) CTapeHUS
10 Ceii IeHb €CTh SIpble CTOPOHHUKMU [55] — X0Ts cam BelicMaH B KOHLIe XKU3HU TOMEHSLT
CBOM B3IJISIBI HA IIPUPOIY CTAPCHUS U OTYACTH IIPEIBOCXUTIII OTKPBHITUE JIUMUTA JcTIe-
HUI COMaTUIECKUX KJIETOK [56].

B 1IpoTHBOITOIOXHOCTD 3aIIPOTPaMMUPOBAHHOMY CTapEHHUIO TEOPHH HAKOIUICHHMS I10-
BPEXIEHUI MPENIoaraoT, 4YTO CTApEHUE He SIBJISIETCS SBOTIOLIMOHHBIM MPEUMYILIECTBOM,
1 B JIyYIIIEM CJIydae HEUTPaJTbHO C TOYKU 3PEHUS eCTECTBEHHOTO O0TOOpA; €CJIM OHO U SIB-
JIIeTCs IPOrpaMMOld, TO, CKopee, TOOOUHBIM MTPOAYKTOM MPOrpaMMbl Pa3BUTHSI OPraHU3-
Ma [53, 57]. BnepBbie Teopust monooHOro pona 6suia npemioxeHa Medawar B 1952 1. u 3a
TIPOUIENIINE NECSTKY JIET ObLIa TOTIOJTHEHA IPYTUMU ydeHbIMU [58]. OCHOBHAs Ues AAHHOTO
TTOIX0/1a 3aKJTF0YAETCS B TOM, UTO C TeUEHUEM XKU3HM B KJIETKE HAKATIMBAIOTCSI TOBPEXIEHUS
Pa3IMYHOTO PO, YTO MPUBOIUT K CTAPEHHUIO HAa KJIETOYHOM YPOBHE U TaK Ha3bIBAEMOMY
«OIpsIXJIEHUIO» KeTKU (cellular senescence); 3To COCTOSTHUE HapyIlIaeT KIeTOYHbIE (DYHKITUY
U IIPEIATCTBYET Mposirdepaliiy U pereHepanuu Tkaiu [ 59—61]. BriepBrie KileTouHOE cTape-
Hue 6biT0 onrcaHo 6oee 60 et Hasan Hayflick, koTopoMy yaanoch MponeMOHCTPUPOBATH,
YTO YKCJIO JAEICHMIA KJIETOK B KyJIBType OTPaHUYEHO T.H. PEILUIMKATUBHBIM CTapeHueM [62].
Ha ceronssiiramii 1eHh HaM TOCTaTOYHO MHOTO M3BECTHO O (DEHOTHIIE «OIPSIXJIEBIIINX» —
WU CCHWIBHBIX — KJIIETOK U O MEXaHM3MaX MX CTapeHUs. DTO HemesIIIyecs KISTKH, MO-
cTosiHHO Haxoaguecs B ¢ase G1 (B HeKOTOphIX citydyasax (G2) KJIETOYHOro LIMKJIA U MpU
5TOM YCTOMYMBBIC K AITONTOTUISCKUM CTHMYJIaM 3a CIET TOBBIIIIEHHOI SKCIIPECCUH OEITKOB
cemeiictBa BCL-2 [63—65]. CeHMIbHBIE KJIETKH, KaK TIPaBUIIO, YBEJIMUMBAIOTCI B 00beMe,
IUTST HAX XapaKTepeH YBeMIeHHBII 00beM MUTOXOHIPHIA B KJIETKAX M U3MEHEHUS B MOP-
¢ostoruy MUTOXOHIPUIA, B HEKOTOPBIX CITy4yasix — HaKOIUIEHUE JIUMOGhYCIHA, IPEICTaBIsI-
JOIIIETO COOOM arperaThl U3 MOABEPITIMXCS OKUCICHIIO aKTUBHBIMY (hOpMaMM KHCJIOpona
MaKpOMOJIeKy (OeJIKH, IUITHMIBI), 00pa30BaHUE aCCOLIMMPOBAHHBIX CO CTapeHUEM 001acTeit
reTepoXpoOMaTHHA B SIIPHIIIKAX (senescence-associated heterochromatin foci, SAHF), yda-
CTBYIOIIUX B CailJIEHCHMHIE CBSI3aHHBIX ¢ MpoJudepalireii reHos [61, 66—69].

Ha monexkynsipHOM ypoBHE IS CEHWJIBHBIX KJIETOK XapaKTepHO HAKOTUIEHUE JIN30-
COMaJIbHOTO (pepMeHTa [3-raJakKTo3umasbl, TUIIEPIKCIIPECCUsS] MHTMOUTOPOB IIUKJIAH -
3aBUCHMBIX KMHa3 p21 1 pl6, yJacTBYIOIIMX B OCTAHOBKE KJIETOYHOI'O LIMKJIA, a TAKXKe
mapxkepoB noBpexaenuit JJHK [70—73]. CtapeHue KIeTOK MOXET OBbITh BEI3BAHO pa3iiiy-
HBIMM CTUMYJIaMU, TIPUYEM OHO He BCETIa COMPSKEHO C XPOHOJIOTMYECKUM BO3PAacTOM
OpraHu3Ma; B 3aBUCMMOCTH OT THIIA TPUTTEPa BBIICIISIOT PEIUIMKATUBHOE, BRI3BAHHOE
OHKOT€HaMM CTapeHUe U BhI3BAHHOE CTPECCOM IPEXIEeBpEeMEHHOE CTapeHue (stress-
induced premature senescence, SIPS) [74, 75].

IMokazanHoe paHee Hayflick ykopoueHue Teiomep — MeXaHM3M 3aIlycKa perinKaThB-
HOTO CTapeHMsI, BOCHOBHOM XapaKTePHEIH IS IPOIr(eprpyIOIINX KIeTOK. TeroMepsl —
9TO PUOOHYKJICOITPOTEMHOBBIE KOMITJICKCHI, 3alIMIIAOIINE KOHIIBI TMHEITHBIX XPOMOCOM
9YKapHOTUYECKUX KJIETOK M YKOPAUMBAIOIINECs TIPY KaKIOM MUTOTUUYECKOM JIETICHUH,
OrpaHUYKBasi TEM CaMbIM PEITUIMKATUBHBIN MOTEHIIMAI KJIeTOK [76]. KieTku, skcrpeccu-
pylolIme TeJloMepasy, ClioCOOHBI TOCTpanBaTh TEJIOMEPHI — KaK MPaBUJIO, 3TO CTBOJIOBbIC
KJIETKM U KJIETKU omyxoseii [77]. ComatnuecKue KJIETKHU B OpraHU3Me YeJIOBEKa PEIKO IKC-
MPECCUPYIOT TeJIoMepasy, OHAKO 3TO BEPHO He [Tl BCEX XKMBOTHBIX: B OPraHW3Me MBIIITHN
TeJIoMepas3a 0OHapYKMBAETCsSI BO MHOTMX COMAaTHYECKIUX KJIeTKaX, ¥ Ha IIPOTSKeHUH BCeit
>XKW3HU TeJIOMEPHI MblIllIeli He yKopaurBatoTcs [78]. B oTcyTcTBHe TeToMepasbl KpUTUYECKOE
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YKOpOUEHHWE TeJIoMep MPUBOIUT K HECTAOMIILHOCTA TeHOMA U apecTy KJIETOUHOTO 1IUKIIa,
orocpenoBaHHOMY O0enkoM pS53 [79]. HykHO OTMeTUTD, UTO IJIMHA TeJIOMep ¢Iabo Kop-
PENUPYET C IPONOJIKUTETHHOCTHIO XKU3HU OpraHU3Ma — TakK, TEJIOMEPHI B KJIETKaX MbIIIIN
ropasmo JJIMHHEee, YeM TeJIOMEPhI B 4eJIOBEYeCKMX KiIeTKax [78].

Bornee HaneXXHBIM MPETUKTOPOM TIPONOKUTETLHOCTH XKU3HU SIBJISIETCSI CKOPOCTh YKO-
POYCHUS TeJIOMEP, UTSI KOTOPOI XapaKTepHa MeXBUIOBasl M MHINBUIYaIbHAS BapraOeIb-
HOCTB; KPOME TOT'0, TIPU CTPECCe TOW WIIM MHOM TIPUPOIBI TETIOMEPhI MOTYT YKOPauMBaThCs
onicTpee [80, 81]. B HeKOTOpOM NMPUOIIKEHNY KPUTUYECKOE YKOPOUEHHE U TTIOBPEKICHIE
TeJIOMep SIBJISIETCS] YaCTHBIM CTydyaeM F€HOMHBIX TTOBPEXICHUI, KOTOPhIE TakKe SIBJISTIOTCS
MOIITHBIM, a TAK3Ke HamboJiee YaCThIM CTUMYIIOM IS 3aITyCKa KJIIETOYHOTO cTapeHus [82].
IMoBpexneHus reHoMa B BUZIE OIHO- 1 IBYXIIETIOUEYHBIX Pa3pbIBOB MOTYT BO3HUKATH B KJIETKE
B pe3yJIbTaTe BO3MEHCTBIS MOHU3UPYIONIETO U3TyIeHHS, aKTUBHBIX (DOpPM KICIIOPOIa U 11 -
TOCTAaTUKOB, IIPUYEeM HanboJjIee OIacHbl MMEHHO JBYXLIENIOYEUHbIe pa3pbIBbl KaK Hanubosee
PUCKOBaHHBIE JIJISI TOUMHKY CUCTEMaMM PeTiapaiivy; axe OIVH ABYXIETIOUeUHBIN Pa3phiB
MOXET CTaTh TPUITEPOM CTApEHUS OTAEILHO B3ATOM KieTKU [83, 84]. [IpnunHoit cTapeHus
KJIETOK SIBJISIETCSI CHTHAJIBHBIN KacKaj, 3amyckaeMbrii moBpexnenrem JIHK, — tak Ha3biBa-
embiii DNA damage response (DDR), r1aBHOI 11€/1b10 KOTOPOTO SIBIISIETCS TTPEIOTBPAIICHIE
riepenayy BpeaHbIX MyTalluii TOTOMCTBY KJIeTKW. MyTaluy B reHax (hepMEHTOB, yYaCTBYIO-
IIMX B paboTe 5TOT0 KackKajaa, YacTo 0OHAPYKMBAIOTCS B KJIETKAaX OImyxosei [85].

CurHayibHbIN yTh DDR 3aBUCHUT OT (pa3bl KIIETOYHOTO LIMKJIa M BKIIIOYAeT (hePMEHTHI,
pacrozHatomme mmoBpexneHnst JHK (ATM, ATR), u ip1 HEBO3MOXHOCTH perapaiiiu
OCTaHaBJMBAET KJIETOYHBIA LIMKJI TOCPEACTBOM KacKaaa, IPUBOMISILETO K aKTUBALIMU CY-
rnpeccopa omyxoseii p53 [86]. CrapeHue KJIETOK TaKKe MOXET ObITh CIIPOBOLIMPOBAHO
OHKOT€HHBIMU UJIM MUTOTE€HHBIMU CUTHAJIAMU — TUTIEPIKCIIPECCUEl POCTOBBIX (haKTOPOB,
XPOHMYECKON CTUMYJISIIINCH IIMTOKMHAMH, ITOTepeit (YHKIIMOHATBHOCTH TeHOB-CYIIpec-
copos onyxojieit (PTEN) [66, 87, 88]. B GOMBIIMHCTBE CiTydaeB CBSI3b MEXIY MUTOTE€H-
HBIMU WUI OHKOTCHHBIMH CTUMYJIaMH U KJIETOUHBIM cTapeHHreM orocpenoBana DDR:
B pe3yJIbTaTe HEMPaBWIBHOTO (DOPMUPOBAHMS PEILUIMKOHA M KoJularica perIMKaTUBHOM
BWIKM ITpourcxonuT nopexaeHue JJHK [89]. KileTouHoe cTapeHue 3a4acTyio OKa3bIBaeTCs
CBSI3aHO C TIepeCcTPOMKaMU XpOMaTHUHA: ¢ OMHOI cTopoHbl, moBpexneHus JIHK u 3amyck
DDR MmoryT BbI3bIBaTh penakcanuio xpomatHa [90], ¢ Apyroil CTOPOHBI — peakcaius
XpoMaTHHA cama 110 cede MOXET CIIPOBOLIMPOBATH IEPEIIPECCUIO TEHOB-CYIIPECCOPOB
oryxoJjieii (Harmpumep, pl6) u 3anmycTuTh crapeHne KieTku [91]. HakoHen, akTmBamus
TeHOB-CYIIPECCOPOB OMYXOJieii (HaIpuMep, B pe3yiIbTaTe NeHCTBHS aKTUBHBIX (POPM KHC-
Jiopona [92]), 3aTtparuBaroiiasi CUTHajabHbIe TTyTH p53/p21 u pl6/pRB, Takke siBsieTCst
MIPUYIMHOM CTapEHMS OTIEIBHO B3SITOI KIICTKU. DTH CUTHAIBHBIC ITyTH MOTYT (DYHKITNOHU -
pOBaTh MapaylyieIbHO WM 10 OTAEIbHOCTH, IePBbIi 00ecreuyrnBaeT BpeMEHHYIO OCTAHOBKY
KJIETOYHOTO IIMKJIA, TOTIA KaK BTOpoil — Heoopatumyto. benkn p53 n pRB — tpaxckput-
LIMOHHBIE (PAKTOPHI, PETYIMPYIOLINE SKCIPECCHIO MHOXKECTBA TeHOB, a p21 1 p16 SIBISTIOTCS
WHTHOUTOpPaMU IIUKIMH3aBUCUMBIX KMHA3, OCTAHABIMBAIOIINMU KJICTOYHBII LINKJIT; BCE
OHM SIBJISIIOTCSI IPU3HAHHBIMU MapKepaMU CEHWIbHBIX KJIeTOK [93—95].

Hapsiny ¢ MmopdosiorndyeckumMu 1 MOJEKYJISIPHBIMU MU3MEHEHUSIMU 711 CEHWJIb-
HBIX KJIETOK XapaKTepeH O0COObIil CEKpeTOPHBIi (heHOTUIT — TaK Ha3biBaeMblii SASP
(senescence-associated secretory phenotype), 1 UMEHHO OH, [0 MHEHUIO OOJIbIIIMHCTBA
HCCIIeOBaTelIei, OTBETCTBEHEH 3a HETaTUBHOC BIMSIHUE CEHMJIBHBIX KJIETOK Ha OKpPY-
xatoire TKaHu. CeHUTbHBIE KJIETKH BBIIENSIIOT B OKPYXKAIOIIYIO UX CPEeIy pa3IuaHbIe
pocroBbie dakTopsl (pakTopsl pocta TGF-B, VEGF, GM-CSF), XeMOKUHBI 1 IIUTO-
kuHbI (MHTepiekuHbI [L-6 u IL-8, dhakTop Hekpo3a onyxojeit TNF-a), MaTpuKCHBIE
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MeTajtonporeasbl. KOHKpETHBII COCTaB JaHHOTO CEKPETOMAa MOXKET BapbUpPOBATh B 3a-
BUCHMOCTH OT TUIIA KJIETKU ¥ TKAHU; B HEKOTOPBIX CIIyYasiX KJICTOYHOE CTapEHUE MOXET
MpPOUCXOAUTh O6e3 BKItoueHust SASP, Hanpumep, eciiv cTapeHre KIeTKU TPOUCXOIUT He
M3-3a IOBPEXICHUI reHoMa, a U3-3a 9KTOIMMYECKO! rumnepakcnpeccuu p21 uiu pl6,
a p53, TakKe yJacTBYIOIIMIA B PETY/ISIIIMU KJIETOUHOTO ITMKJIA M CTApEeHUsI KJIETOK, TTofa-
BisieT SASP [58, 85—87]. DTu Monekynbl 06/1a1a10T ayTo- ¥ TApaKPUHHON aKTUBHOCTHIO,
TO3TOMY JIaXKe HECKOJIbKO CEHMJIBHBIX KJIETOK CITOCOOHBI 3HAYUTETbHO PEMOIEIMPOBATh
OKpYXaroIyto TKaHb. B yacTHOCTH, KOMITOHEHTHI SASP CIT0COOHBI MHAYIIMPOBATh ITPO-
LIeCC CTapeHUsI B OKPYXKaIOIKMX KJIeTKaX, MPUBJIeKaTb B TKAHb UMMYHOKOMITETEHTHbIE
KJIETKY, CTUMYJIMPOBATh M ITOMACPKUBATh BOCTIAINTEIbHEIN mpotiecc [8§8—90]. ITo mepe
CTapeHH’sl OpraHu3Ma M YBEJIMYEHMS O CEHWIbHBIX KJIETOK B TKaHSIX BOCIaJieHue,
cnpoBouupoBaHHoe SASP, ycyryousetcs. [1oBbIlIEHHbIE yPOBHU TPOBOCHATUTEBHBIX
MapKepoB B KPOBM U TKaHSIX aCCOLIMMPOBAHbBI C BBICOKMM PUCKOM Pa3BUTUS Cepley-
HO-COCYIMCTBIX 3200JIEBAHMIA U C Pa3BUTUEM CUHIPOMA CTapUECKOM XPYMTKOCTH;, TAaKOH
MPOIIeCC Ha3hIBAIOT BOCTIAIMTENIBHBIM cTapeHueM (inflamm-aging) [91, 92].

IMToka3zaHo, 4TO HaKOIJIEHUE CEHWJIBHBIX KJIIETOK BHOCUT BKJIaJ B Pa3BUTHUE BO3-
pacT-acCOMMPOBAHHBIX 3a00JI€BaHUN — paKOBBIX OMYyX0Jiei, 00Je3Hn AJblreiiMepa,
ayTOMMMYHHBIX 3a00s1eBaHuit [93—96]. B 3HauMTEeIbHOI cTENeHN 3TOMY CIIOCOOCTBYET
SASP: no kpaiiHeil Mepe, HEKOTOPhIE eT0 KOMITOHEHTBI MOJIOKUTETBHO KOPPEIUPYIOT
C pa3BUTUEM CUHIpoOMa cTapueckoil xpynkoctu [97]. [lomrumo ctapeHus1 Hemocpe-
CTBEHHO KJIETOK B TKaHSIX TaKXKe MOXKET pa3BUBAThCS M CTAPEHUE MEXKIETOUHOTO Ma-
Tpukca. B mepByo ouepenb B 3To BHOCUT BKaaa SASP: KieTKu caMbIX pa3HbIX TUIIOB
IIPY CTAPEHUM CEKPETUPYIOT MATPUKCHBIE METAJIONIPOTEMHA3El U APYTHUE IIPOTCHHA3BI
(KaTerncuHbl, TKAaHEBBII aKTUBATOP IJIa3MUHOIeHA U Ap.), pa3pyllIaolie MeXKIeTod-
HBIN MaTPUKC, — IIPH 3TOM 3KCIIPECCHUS TKAHEBBIX MTHTUONTOPOB METAJUIONIPOTEUHAS IIPH
crapeHuM cHkeHa [98]. B ctaperonimx TKaHsIX CHUXKeHa MHTEHCUBHOCTb CUHTE3a KOJLIa-
reHa 1 3JIACTUHA, CHIKeHA SKCITPECCHS TP OIMI-4-THAPOKCUIIA3EI, OMHOTO 13 KITFOUEBBIX
(hepmenToB cunTe3a kosutareHa [99—101]. C apyroii cTopoHbI, CTapeHKE 3a4acTylo CO-
MPSIKEHO ¢ (GUOPO30M pa3TUUYHBIX TKAHEH — JIETKUX, IEYeHU, a Takxke cepaua [ 102—104].
ITpuyuHoOI1 3TOTO, MO BCEIT BUMUMOCTH, SIBJISICTCS N30BITOYHOE 0Opa3oBaHuUeE IoIepey-
HBIX CITMBOK MEXIY TOJITOKUBYIITUMA MOJIEKYJIaMU BHEKJIETOYHOTO MaTprKca — 3a CUeT
¢depMeHTaTUBHBIX PeaKLMil (JIM3MI-OKCHIa3a, TpaHCIIIyTaMrUHAa3a-2), a TaKKe 3a CUET
He(hepMEeHTaTUBHOTO IIMKUPOBaHUSI MaKpOMOJIEKYJI B pe3yibTaTe peakiiuu Maiisipa,
CUYNTAETCS, YTO 3TO BHOCUT BKJIAI B YXYIIIICHUE COCTOSTHUS TKAHU IIPU CTApESHUH, a TaK-
K€ BIMSIET HA MUTPAllI0 UMMYHOKOMIIETEHTHBIX KJIeTOK B TKaHU [105—107]; B HeKo-
TOPBIX CITydassx (MOpPO3 MOXET OBITh BHI3BAaH CHUKCHHOI aKTUBHOCTBIO MaTPUKCHBIX
meTaonpoteas [ 108]. Ctaperoniuit MeXXKIeTOUHbII MAaTPUKC HE TOJIbKO BHOCUT BKJIa
B yXyIIIeHNe (YHKIIMOHATBHOTO COCTOSHUS TKAHW, HO M CaM IIPOBOLIMPYET IMIPOIECCHI
KJIETOYHOIO CTapeHMs B OJIM3JIEXKAIIUX KJIETKaX, B TOM YHCJie B CTBOJIOBBIX [109].

TeM He MeHee y KJIIETOYHOTO CTapeHUs M CEKPEeTOMa CEHMIBHBIX KJIETOK, MO BCEi
BUIMMOCTHU, €CTh ONpeNeJIeHHBIN (U3MOJOTMUEeCKUI cMbICI. B 3aBUCHMMOCTH OT KOH-
KPETHOTO TUTIA KJIETKU U CEKPETUPYEMbIX KOMITOHEHTOB SASP MoxkeT yyacTBOBaTh
B MOJABJIEHUN pa3BuTUs omyxoJjeit [110, 111], a Takke B 3aKMBJIICHUU U pereHepalui
TKaHel — ToKa3aHo, YTO Y MBIIIEH C Ae(UIIMTOM CUTHAJIBHBIX TyTeH, 3ayCcKalouux
KJIETOYHOE CTapeHME, 3aKMBJICHUE TPAaBM COIIPOBOXIAECTCS 3HAUUTEIbHBIM YCHICHUEM
¢ubpoza u dbopmupoBanuemM pyouos [112, 113]. HakoHell, 661710 MOKa3aHO, YTO KJie-
TOYHOE CTapeHNEe HEOOXOMMMO IJISI HOPMAJIBLHOIO IIPOXOKICHUSI OIIpeAeIeHHBIX 3TallOB
sMOpHoHaabHOro passurus [114, 115].
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CTAPEHME CEPAEYHO-COCYAUCTON CUCTEMBI

Hrak, Ha KJIETOYHOM YPOBHE CTapEHKME — B OCOOCHHOCTH B TKAHSIX, COCTOSIIIINX B CBO-
eii Macce U3 HeleSIIMNXCS TTOCTMUTOTUIECKUX KIIETOK, — CBSI3aHO C TTIOBPEXIEHUEM
MaKpOMOJIEKYII, akTuBanueil SASP 1 Bo3pacT-accolmnpoBaHHBIMU U3MEHEHUSIMY KITe-
TOYHOT'O MaTpuKca. B ocHOBe cTapeHUsT TaKMX TKaHEH 1 OPTaHOB JiexkaT ruoelb IIOBpe-
XIEHHBIX KJIETOK, MTOTepsT (PYHKIIMOHAIBHOCTHY CTapelolInX KJIETOK, a TAaKXKe CTapeHue
MeEXKJIETOYHOro Marpukca [116]. HecMoTpst Ha TO, YTO KJIETKM TKAHU, B TOM YKCJIE M-
okKapna, MOTyT OOHOBJISIThCS 3a CUET JIeJIEHUsI CTBOJIOBBIX KJ1eToOK [117], ¢ Bo3pacTom cKo-
POCTb OOHOBJICHUS KJIETOK CHIDKAETCS ¥ He KOMIIEHCUPYeT UX cTapeHue 1 ruoens [ 118].

OrpoMHOE YUCJIO PadOT MOCBSIIEHO CTAPEHUIO CTEHKH COCYIOB — M MHOTHE aCTICKThI
cTapeHus cepilla CBsI3aHbl UMEHHO CO CTapeHUEM COCymucToro pycia. Jlojiroe Bpems
OBIIO TPUHSATO CUNTATD, YTO CTAPEHUE CBSA3AHO C HEN30EXKHBIM ITOBBIIIIEHUEM apTepUalTb-
Horo maBieHus [ 119], omHaKO mocaeTHIe UCCIICIOBAHMS ITOKA3aIH, YTO 3TO He TaK — 110
KpaitHeit Mepe, IJIsl XKUTeNneit N30JIUpOBaHHBIX, TPUMUTUBHBIX coob1iecTB [120]. B 601b-
IIMHCTBE e Cy4aeB C BO3PACTOM IPOUCXOAIT 3HAUUTEIbHbIE (DYHKIIMOHAIbHBIE U3-
MEHEHMS Ha YPOBHE SHAOTEINS, NIAIKUX MBIIIEUYHBIX KJICTOK, a TAKXKE BHEKJICTOUHOTO
Martpukca. Kak u B Ipyrnx opraHax, B COCYIMCTOI CTeHKE C BO3PAaCTOM HaKaIlJIMBAIOTCS
CCHWJIbHBIC KJIETKH. TakK, KICTKW SHAOTEINS IIPY FeMOIUHAMMYECKOM CTpeCcce TeMOH-
CTPUPYIOT YCKOPEHHOE YKOpOoUueHHUe TeJioMep, aktuBauuio DDR 1 moBbIlIeHHBIH YpO-
BEeHb dKCIpeccruu 6eKoB p2l u plé — MapKepoB KIETOUHOTO ctapeHust. CeHUTbHbBIE
SHIIOTEMOLUTHI XapaKTePU3YIOTCSI TTOHMKEHHBIM YPOBHEM TPOAYKIIMY OKCHIA a30Ta
(NO) u3-3a cHmxeHHoM akTuBHOCTH NO-cuHTa3sl [121, 122]. IToMmumo Toro, uro NO
SIBJISIETCSI MOIITHBIM Ba30IMIaTAaTOPOM, Y CHIKEHHE €TI0 YPOBHS BHOCHUT BKJIAJl B pa3BUTHE
TUIIEPTEH3MU, OH TaKKe MOXeT IONaBJIITh CUTHAJ TpaHchopMupyloliero akropa pocta
TGF-, npoBoLMPYIOIIETr0 MPOLIECCHl CTapEeHUSsT KJIETOK M MEXKJIETOYHOI0 MaTpUK-
ca[123, 124]. TGF-p, B cBOI0O 04epeb, CIIOCOOCH YCUIUBATh 9KCIIPEeCCHIo (paKTopa pocTa
coenuuutenbHoit TKanu (CTGF) u MPHK komnarena I u 111 TumoB B sHOoTemonmnTax
U TJIaAKOMBIIIEYHBIX KJIeTKax cocynoB [125—127]. I1pu aToM ¢ BO3pacToM 3KCIpeccus
TGF-f B apTepuaibHOl CTEHKE YCHIIMBACTCS aXKe Y KIIMHUYIECKH 3I0POBBIX HOPMOTEH-
3UBHBIX KPBIC, UTO TIO3BOJISIET MIPEATOIAraTh y9acTe JaHHOTO POCTOBOTO (hakTopa B Ipo-
meccax ctapeHus cocynucToro pycia [128]. IToMumo mpodero, OKMCIMTENBHBIIM cTpece,
TaKKe COMPSIKEHHBIM CO CTapeHUEM, MMPUBOAUT K OKUCIeHNIo KodakTopa BH4, HeoOxo-
JIIMMOTO 1151 paboThl aHAOTeMManbHOM NO-crHTa3bl. Pazo6ieHue padotsl NO-cuHTAa3bl
B OTCYTCTBUE KopakTopa BH4 mpuBOINT K IMpOIYKIIMY CYTIEpOKCHIA 1 IIEpOKCUHUTPHUTA,
KOTOpEIE ellle OOJIBIIIe YCYIMBAIOT OKUCIUTEIbHBIN cTpece, GopMHUPYSI TAKUM 00pa3oM
MOPOYHBIN KPYT ITaTOJIOTUUECKOTO peMonenupoBaHust sHgotenus [129]. Kpome Toro,
MpOoAYLUPYEeMbIe SHAOTEIMEM aKTUBHbIE (POPMBI KMCI0pOAa CIIOCOOHBI aKTUBUPOBATh
TpaHCKpUIIMOHHBII hakTop NF-KB, KOTOpHIii, B CBOIO 0OYepenb, CTUMYIMPYET CeKpe-
LIMI0 KOMIOHEHTOB SASP, neiicTByOIIMX MapaKpUHHO U MTPOBOLIMPYIOIIUX MPOLECCH
KJIETOYHOTO CTAPEHMS B OKPYKAIOIINX KJIETKAaX U MEXKKJIeTOIHOM MaTpukce [130].

I'manxompimeynsie Kaetku (I'MK) cocynoB Takske moaBep:KeHbI IpolieccaM Kie-
TOYHOTro cTapeHus: ctapetomre MK, B ToM yuciie B aTepOCKIEpOTUYECKUX OJISIIKAX,
JIEMOHCTPUPYIOT TIPU3HAKU TTOBPEXIEHUI TeHOMa M TeJIOMep U Apyrvue MapKephl ce-
HUJIBHBIX KIeTOK (pS3, p2l, B-ramakro3mmasHast akTUBHOCTB) [131—133]. CeHUTBbHBIE
I'MK ckioHHBI K nipoaudepany U TUIIePTPOPUN — TTOCTIEIHSIS MOXET ObITh CBSI3a-
Ha cO CHMKEHMEM MHTEHCUBHOCTHU ayTodaruu [134], a Takke 00J1agai0T MOBBIIIEHHOM!
JKECTKOCTBIO ITMTOCKeJIeTa, KOTOPYIO COXPAHSIOT aXke IIPH IIepeHOCEe B KYJIBTYPY — 3a CUET
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MoBbIlIeHHOro ypoBHS 3kcnpeccun TGF-f [135]. B kpynHbIX apTepusix 3TO IPUBOAUT
K YTOJILIEHUIO MeIUM U UHTUMBI, Kyna ' MK crmocoGHbI MUTpHpOBATh IIPU aTePOCKIIC-
pose, Ha 15—40% (rpuyeM ¢ BO3pacTOM TEMIIbl YTOJIICHUS] COCYIO0B YBEJINUYUBAIOTCS)
M YBEJIMYEHUIO KECTKOCTU COCYAUCTOM cTeHKHM [136]. Takke ¢ Bo3pacToM HaOIromaeT-
cs HapylleHue MexaHouyBcTBUTebHOCTU MK cocynoB: crapeHue BiedeT 3a coboit
TUTIEPAKTUBAIINIO MEXaHOUYBCTBUTEIBHBIX KaHAIOB Piezol, 4To BemeT K yCHMJIICHHOMY
Bxoxy noHoB Ca’" 1 HapyIIEHWIO KaIbL1EBOTO CUTHAIMHTA. DTO, B CBOIO OYepEb, Be-
JIET K PEMOJEIMPOBAHUIO aKTUH-MUO3MHOBOTO TtuTocKenera MK, cHikeH1nIo ypoB-
HSI 9KCIIPECCUM COKpaTUTebHOTO 6eka a-SMA (smooth muscle actin) ¥ OBBILLIEHUIO
YPOBHS 3KCIIpeccu Y-SMA, 9TO CITOCOOCTBYET YBETMUCHUIO XKECTKOCTU IIUTOCKEIIeTa
KJIETKU, YXYILICHUIO €€ COKPATUTEbHOI aKTUBHOCTU M MEXaHOUYBCTBUTEJbHOCTH, UTO
B KOHEYHOM UTOTe YXYAIIAeT PETYJSILUIO TOHyCa COCyI0B B MOXUIoM Bo3pacte [137].
Haxkonen, mis cenunbHbIX MK cocynoB BecbMa xapaktepeH SASP, nexaruit B ocHO-
BE TaKOI CBSI3aHHOI C BO3pAcTOM MaTOJIOTMU, KakK atepockiepos. Craperomue MK
CEKPETUPYIOT ITPOBOCIAIMTEIbHBIE U IIPOATEPOreHHbIE MapakpuHHbIe pakTopsl (I1L-6,
IL-8, MCP-1). Ocoby1o posb mpu 3ToM urpaet IL-1a, KoTopslii, AeicTBys ayTo- U mapa-
KPUHHO, YCWINBAET CEKPELMIO IIPOBOCIIAIUTEIFHBIX MEINATOPOB B CTEHKE COCyna. DTo,
TTOMUMO MPOYETO, TPUBOIUT K PEKPYTUPOBAHHUIO MOHOILIMTOB U JIEHKOLIMTOB B UHTUMY
cocyna [138]. B uHTMMe OKMCIICHHBIE B Pe3y/IbTaTe NeiCTBUS aKTUBHBIX (pOPM KHCIIO-
pona JIMIUABI, a TAKXKe MPOAYKTHl He(hepMEHTATUBHOTO ITTMKMPOBAHMS CITOCOOHBI BBI-
3bIBaTh TpaHcpopmanuio Mmakpodaros 1 'MK B nmeHUCTbIE KIIETKU, XapaKTEepHBIE JJIsI
arepockiepotnyeckux onsex [ 139, 140]. HakoHe1, MaTpUKCHbIE METAJLIONPOTEHA3BI
B cocTtaBe SASP CeHMIIBHBIX KJIETOK CTEHKH COCYa CHIZKAIOT CTA0MILHOCTh aTepOCKIIe-
potuyeckux oOjstmex [141].

KoMmnonenTs SASP mpoBoLUpyIOT peMOASIMPOBAHNE MEXKKICTOUHOTO MaTPUKCA
COCYIMCTOI CTEHKHM, U 3[€Ch TAKXKE HEMAJIYIO POJIb UTPAIOT MAaTPUKCHBIE METAJLJIOINPO-
TenHasbl, B yacTHocT MMP-2, a Takke IL-6: B COBOKYITHOCTH 3TO TIPUBOIMT K pas3py-
IIEHUIO 3JJaCTUHOBBIX BOJIOKOH, YCWJIEHHOMY OTJIOXKEHUIO BOJIOKOH KOJIareHa, a Takxke
KaabUU(bUKAIUU UHTUMBI KPYITHBIX apTEPUii, B OCOOEHHOCTH aopThl [ 142—144]. Veenu-
YeHME XKEeCTKOCTU apTepHUaIbHOMN CTEHKH SIBJISIETCSI HE3aBUCUMBIM (DAKTOPOM pHCKa IS
Ppa3BUTUS CEPAEUHO-COCYAUCTHIX 3a00JIeBaHUI U OLIeHKN cMepTHOCTH [145—147]: 6onee
XKECTKME CTEHKHU apTePUii CITOCOOCTBYIOT YBEJIMUECHUIO PA3HUIIBI CUCTOINIECKOTO U 1~
aCTOJIMYECKOTO AaBJICHUSI, a TAKXKe YCKOPEHUIO PAaCIIpOCTPaHEHMS MTyJIbCOBOI BOJIHBI,
YTO BJICUET 3a COOOM MeJIKNe, CyOKIMHNICCKUE TTOBPEXICHMS HIKEJIeXKAIIIIX COCYI0B
B OpraHax ¢ HU3KMM COCYIUCTBIM COTIPOTHBIIEHMEM U MHTEHCUBHOI Tiepdy3ueii (Moa3r,
oYKW, cepaue) [148].

B xapauomuonurax — MeTaboIM4eckyd aKTUBHBIX, COKPAILAIOIIMXCS KIETKaX — BaX-
HYIO POJIb B IIpolieccaxX CTapeHUS UTpacT aKTUBHASI TeHepallvist aKTUBHBIX (DOpM KHCIIOPO-
na [149]. Takke HECMOTPSI Ha TO, YTO OOJIBIIMHCTBO KJIETOK CEPASUHO-COCYAUCTOM CUCTE-
MBI SIBJITIOTCS] TEPMUHAJIBHO T (hepeHIMPOBAHHBIMU ITOCTMUTOTHYECKIMHA KJIIETKAMU,
JIUTIST HUX XapaKTepHO YKOPOUEHUE TeJIOMep IIPU CTapeHUU,, KOpPEIHpYIolee ¢ paclipocTpa-
HEHMEM OIpeie/IEHHbIX BO3paCTHBIX 3a00J1eBaH1I cepaeuHO-COoCyaUCTOM cructemsl [ 150].
ITo Bceit BUTMMOCTH, TeHEpallysl aKTUBHBIX (hOPM KHUCI0POIa IIPUBOAUT K TTOBPEKICHUSIM
TEJIOMEP ¥ TEHOMA, B PE3YJIBTATE YETO B CEPLIE C BO3PACTOM HAKATUIMBAIOTCA CEHUJIbHbBIE
KapauomMuouuThl [151]. KpoMe Toro, crapeHne KaparuoMHUOLIMTOB MOXET OBITh CITPOBOIIH -
POBaHO MapaKpUHHBIM BIUSTHUEM JAPYTUX CEHWJIbHBIX KJIETOK, BBIIESTIOIIX KOMITOHEHTHI
SASP — HanpyuMep, 3HIOTETMOLIMTOB KOPOHAPHBIX cocynoB [152]. YacTb KapaIMOMUOLIUTOB
C BO3pacTOM FMOHYT M 3aMeIal0TCs KOJIIIaTeHOM, TOT/Ia KaK OCTaBIINECs KapIMOMUOIIUTHI
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yBEJIMYUBAIOTCS B pasmepax [153]. Tuneprpodust KapaioOMUOLIMTOB MPU CTAPEHUU OTO-
cpeloBaHa JIeCTBUEM PETyISITOPOB KiieTouyHoro uukia [154]. CeHunbHbBIE KapaUOMUO-
LIUTBI AKTUBHO 9KCIIPECCUPYIOT TaKKe MapKephl CTapeHus Kak pl6, p53 u B-ramakrosuna-
3y [155, 165]. TTocKombKY KapAMOMUOLMTEI — JOJTOXKMBYIIME TOCTMUTOTUYECKUE KIIETKH,
C BO3pacTOM B HUX HAKAILJIMBAETCsI TaK Ha3bIBAEMBII «KJIETOUHBII MyCcOp» — TTOBPEXICH-
HBIe MAKPOMOJICKYJIBI I OpraHeJUIbI, KOTOPHIC B HOPME SJIMMUHUPYIOTCS 3a c4eT ayToda-
ruu. B ceHWIbHBIX KapauoMuonuTax ayrodarus u, B yactHocty, Parkin-obycinoBieHHas
MHUTOGArUs — TO €CTh SJTMMHUHAIIAS MUTOXOHIPUA — TTOHABISIeTCS pS3, B pe3yJIbraTe 4ero
B KJIETKE HaKaruIMBalOTCsl MOBPEXKACHHbIE, TUCHYHKIIMOHATbHBIE OpraHe/UIbl, KakK Ipa-
BWJIO, YBEIMUEHHBIC B pasMepax [157, 158]. [ToBpexxaeHHbBIe MUTOXOHAPUH TTPOOYIIAPY-
0T TOpa3zio OoJIbIIIe aKTUBHBIX (POPM KHCIIOPOa, YEM 30POBBIE OPTraHesUIbl, YTO TOJIbKO
YCKOpSIET TIPOLIecChl KJIETOUHOTO ctapeHusd [159]. HakomneHne nucyHKIMOHAIBHBIX
MMTOXOHIIPMIA CKa3bIBaeTCsl HA XapaKTepe MeTaboIM3Ma B CEHUIbHBIX KApIMOMMOIIUTAX.
3pesble KapIUOMUOIUTHI TTOTYYatOT OOJIBIIYIO YACTh 9HEPTUU 3a CUET OKUCIICHUS KUP-
HBIX KUCJIOT. OQHAKO MPU CTApEHUM HAOJI0JAeTCs CHMKEHUE aKTUBHOCTU (hepMEHTOB,
YYACTBYIOIINX B OKVCIICHUH KUPHBIX KUCJIOT, — HAIIpUMeEP, KapHUTUH-TATbBMATOMIITPAHC-
depasbi-1 [160]. DTO MPUBOAUT K METAOOINYECKOMY CIABUTY B CTOPOHY MCITOJIb30BaHMS
DJTIOKO3BI B KAYECTBE OCHOBHOIO 3HEPreTUYECKOro cyocTpara B Kapauomuonurax [161].
OnHako, 1o Bcell BUIMMOCTH, TAKOU MEPEXo[l CKOpee OTPaXKaeT MeTabOINIeCKYIO Iia-
CTUYHOCTD U aaliTaluio KJIETOK K TTOBPEXICHUSIM, CBI3aHHBIM CO CTapEHMEM, HEXeTn
SIBJISIETCST ABVDKYLLEI CUIION onpsxyieHusT KieTok [162]. HakoHelr, muts craperommx Kapan-
OMUOLIMTOB, KaK 1 ISl APYTUX TUTIOB CEHWIbHBIX KJIETOK, XapakrepeH SASP, oqHako ero
COCTAaB OTJIMYAETCST OT TUITMYHOTO KOKTEMJISI IMTOKMHOB Y XeMOKMHOB. [TOMIMO OOBIIHBIX
711 ceHUNMBbHBIX KJeToK 1L-1a u TNF-a, SASP kapnoMuouuTOB BKIIIOUAET aTUTTUYHBIE
KOMITOHEHTHI, Takue Kak sHnotenuH-3 (EDN3), ¢dakTop pocra muddepeHmmposku 15
(GDF15) u tpancdopmupytoniuii pakrop pocra 6era 2 (TGF-2) [160]. ITocnennuii urpa-
€T 0c000 BaXXHYIO POJIb B CTApEHUHN CEPACTHON TKAHU: IIPOBOLIUPYS TPaHCHOPMAIIIIO
KJIETOK DHIOTEIMUs B pUOPOOIacThl, OH BHOCUT BKJIAI B pa3BuTHe (prbpo3a cepoua [163].
BoinensieMblil CEHUMbHBIMUA KapIMOMUOLIMTAMU Takxke B cocTaBe SASP IL-6 — kak ma-
PaKpUHHO, TaK U B COCTaBe 9K30COM — akTuBUpyeT STAT-3 curHanuHr B pubpobiacrax,
YTO TaKKe TPUBOIUT K YCUIIECHHOMY OTJIOKEHUIO KOJUTareHa BO BHEKJIIETOYHOM MaTpUKCe
muokapza [ 164, 165]. CrapeHne MEXKIETOYHOIO MaTpMKca, ITPOUCXOISIIEe MapalIeTbHO
C KJIETOYHBIM CTapeHUEM, BHOCUT BKJIal B NAaTO(MU3MOJIOTMYECKUE ACTIEKThI CTApEHMS
cepIia Ha OpraHHOM YpOBHe. B mesoM B cTaperoleM cepille, Taxke B OTCYTCTBHE cep-
JIEYHO-COCYIMCTBIX TTATOJIOTHIA, IPOMCXOAUT HAKOIJICHUE KoJUIareHa, MpuyeM colepxa-
HHe KojutareHa I Turia pacret, Torma Kak KojutareHa [11 Tira Bo BHEKIICTOYHOM MaTpPUKCe
CTaHOBUTCSI MEHBIIIE, YTO B COBOKYITHOCTHU MPUBOANT K YBEJTUUYEHUIO KECTKOCTH CTEHKH
KaMmep cepaua [166, 167]. Kpome Toro, ¢ Bo3pacToM B MEXKJIETOYHOM MATPUKCE CEpILa
YBEJTMYMBAETCSI YHUCIIO ITONEPEYHBIX CIIMBOK MEXIY KOJUTareHOBBIMU (pubpririamu [168],
YTO TAKXE BEAET K YBEJMYEHUIO KECTKOCTH TKAHH U IToTepe ee daactuyHoctu [169]. Io-
MepeYHbIE CITMBKU KOJJIATeHOBBIX BOJIOKOH MOTYT TakxKe 00pa30BbIBaThCs He(hepMeHTa-
THBHBIM ITyTEM 3a CUYeT IMKUPOBAHUSI B X0/l peakimu Maiisipa 1 IpUCOeNMHEHUST yKe
00pa30BaBIINXCS KOHEUHBIX ITPOAYKTOB ITMKMpoBaHus (advanced glycation end-products,
AGE) — noBelIlIeHre ypOBHS MOCIIEAHUX B TIa3Me KPOBU KOPPETUPYET C pa3BUTUEM A~
cToNMM4YecKoi AMcHYHKIIMN Y TOXMIBIX toneii [ 170, 171]. YeuneHHOe OTIIOXKEHME KoJiare-
Ha TP y9aCcTUY CEHWIBHBIX (PMOPOOIIACTOB MOXET B KOHEYHOM UTOTe TIPUBOAMTD K pas3-
BuTHIO (prbpo3a cepmua [172], u, 0coOOEHHO B CiIydae 3aMeCTUTEIbHOrO (prubpo3a, Koraa
KOJUTar€HOBbIE BOJIOKHA 00pa3yloTCs ISl 3aMEIeHMST TTOTMOIIMX KapAMOMHUOILIUTOB, 3TO
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MOXET IPUBOIUTH K Pa300OIIEHUIO 3NIEKTPUIECKOM 1IETOCTHOCTU MUOKApAa, YTO CO3MAET
cyoctpar mist pa3sutus aputMuii [173]. ITomuMo npodubpoTudecKnx U3MeHeHU I MUO-
Kap/a, C BO3pacToM, 1axke B OTCYTCTBUE apTepUaTbHOM TUTIEPTEH3UM (M, COOTBETCTBEHHO,
YBEJIMYCHUS ITOCTHATPY3KU Ha JIEBBII XKeTyI09eK), TPOMCXOIUT YTONILIEHNE CTCHKH JIEBOTO
XeJTyao4yKa cepilia, YTo JOTOJHUTEIbHO YBEIUYMBAET €€ XKeCTKOCTh [174] u B KpalitHUX
cITyJasix MOXET BECTH K TUIIepTpoGUM U Pa3BUTHUIO CEpIeYHO HemocTaTouyHocTH [175].
ITomumMo runepTpodUYecKUX U3MEHEHUI B JIEBOM XeyJI04YKe, CTapeHUE TaKXkKe BeAeT
K YBEIIMICHUIO Pa3MEePOB JICBOTO IIPEACEPANsI, CO3IaBast TEM CAMBIM CYOCTpAT ISl Pa3BUTHST
GubpwIsIMY npeacepavii [176]. AHaTormyHble U3MEHEHMS, XOTS U HE CTOJIb BBIPAsKEH-
HBIe, IIPOMCXOMIST B IPaBoii ITojioBuHE cepaua [177].

CrapeHue U3MEHSIET JIEKTPUUECKYIO0 aKTUBHOCTh KapIMOMUOITUTOB — XOTSI KOHKPET-
HBIE MOJICKYJISIPHBIC MEXaHN3MEI, TIPUBOISIINE K STUM U3MEHEHUSM, He BIIOJTHE SICHEL. He-
CMOTPS HA HEKOTOPbIe MEXXBUIOBBIC PA3INYMS, OOJIBIITMHCTBO UCCIICAOBAHNI TTOKa3alu,
YTO CTapeHUe HE BJIMSIET Ha YPOBEHb MOTEHIIMAJIa OKOSI B KAPAMOMUOLUTAX MJIEKOUTa-
IOIIMX U HA aMIUTMTYAY MTOTEHLIMAJIOB ACHCTBUS, OAHAKO BbI3bIBAET YBEJIUUYEHUE WX JJIU-
TEJLHOCTU — KakK B MIPeICcepAHOM paboueM MUOKapIE, TaK U B KeIyIouKoBoM [178—181].
IMomuMo 3TOTO, TIPY CTAPEHUM BO3PACTACT BapUaOEIbHOCTD IJTUTEIEHOCTH IIOTEHITNAIOB
JIeicTBUS B paboueM MMOKapae — Mo KpaliHeit Mepe, B MpeACepausiX, Co31aBasl yCI0BUS
II711 BO3HUKHOBeHUS (puopuyuisaiuu [182]. IIpu a3ToM HEKOTOPBIE MCCIeI0BaHUS TTPOE-
MOHCTPUPOBAJIN CHUXKEHHE CKOPOCTH MPOBeAeHUS BO30YXKIeHus o Myuokapay [183, 184],
TOTINA KaK B IpYTUX OBLIO TTOKa3aHo ee yBenmdeHue [185]. B ocHoBe ommmceiBaeMoro pe-
MOJETMPOBAHUS MEKTPUIECKON aKTUBHOCTU MMOKapIa HEM30eXKHO JiexXaT U3MEHEHNSI
B OYHKIIMOHMPOBAHUY TeX WA WHBIX MOHHBIX TOKOB. [[J1T OBICTPOrOo HATPHUEBOTO TOKA
In,, OOecreurBarolero Aenoapu3aliiio MUOKapaa, Mpy CTapeHU IT0Ka3aHo MO0 CHU-
KeHue aMIuuTyasl [186—188], m1b6o oTcyTcTBUE KaKuX-11ubo u3MeHeHuii [189, 190] —
B 3aBUCMMOCTHU OT BUIa MONEIbHOTO KMBOTHOIO U perroHa cepaua. C Apyroii CTOpoHbI,
JUTSI CTapeIoNIero MMOoKap/a XapaKTepHO yCUJIEHUE TTIO3THETO HAaTPUEeBOTO ToKa Iy, , 3a-
MEIUISIONIETO PEIOISIPU3alliI0 MUOKapIa M CO3MAMOIIETO YCIOBUS 11 BOSHUKHOBEHUS
noctaenoaspusauuii [ 190]. s kaapureBoro Toka L-tuna, popmupytoiiero gasy miato
CepIeYHOro MOTEeHIIMAIA IEHCTBUS M OIPEAEISIONIETO CIITy COKpaIleHUs KapaIuOMUO-
LIUTa, MPU CTAPEHUU KeJTyIOYKOBOro MUOKapaa MpoaeMOHCTPUPOBAHO CHUXKEHUE M-
KOBOI aMITUTYIBI TOKa — OOYCJIOBJICHHOE, 10 BCE BUIMMOCTH, CHIKCHUEM YPOBHS
9KCITPECCUU ITOpoobpasyoleii cyobenrnHULbI KaHaia Cay1.2. DTo MpUBOAUT K CHIDKEHUIO
AMIUTUTYIbI KATBLIMEBBIX TPAH3UEHTOB M CHIDKCHUIO COKPATUMOCTH CEPAIIA B IIEJIOM, UTO
Takke MOXET BHOCUTb BKJIaJ B pa3BUTUE CEPIEYHON HETOCTATOYHOCTU B MPEKJIOHHOM
Bospacre [191, 192]. IToMuMO 3TOTO, TIPY CTAPEHUHN TAKKE IIPOUCXOTUT CHIKCHUE YPOBHS
akcnpeccun Ca>"-ATdPassl SERCA, obecrieunBaronieii 3akauky moHos Ca?* B capkoruias-
MaTUIeCKUI PETUKYIIYM U pacciabiaeHune Kapauomuonura [ 193, 194], a Takke CHIDKCHUE €€
AKTUBHOCTHU 13-3a OKUCJICHUs aKTUBHBIMU (hopMamu kuciopona [195]. B coBokynHocTH
5TO IMPUBOOUT K 3aMeUICHUIO pacciabieHus cepania npu crapeHun. C apyroii cTopo-
HbI, HEKOTOPBIE UCCASTIOBaHMS CBUAETEIBCTBYIOT O MOBBILIEHUN YPOBHS SKCIIPECCUU Ha-
Tpuii-KanbieBoro oomeHHuka (NCX) B MuoKapjie pu CTApeHUU, YTO, C OMHON CTOPOHBI,
MOXET KoMreHcupoBaTh yxyauenue ¢yHkimun SERCA, a ¢ apyroii CTOpoHbI, CO31aTh
PMCK BO3HUKHOBEHMS MTOCTAEIONAPU3ALINIA, TOCKOJIBKY OTKauka noHoB Ca?" B 06MeH
Ha Na* 06MEHHUMKOM CO3/1aeT BXOISALINIA, JeMONspu3ytomii Tok [196]. Ha ceromuami-
HUIA IeHb MaJIo U3BECTHO O BIMSIHUM CTapeHUs Ha GYHKLIMOHUPOBAHUE KaeBbIX TOKOB
B Muokapae. [TokazaHo, 94TO cTapeHHe COIPSLKEHO ¢ YMEHbBIICHUEM aMILTATYIbI TpaH-
3UTOPHOTIO TOKa I,,, 00ecreunBaloIIEero paHHIOK PEMOISIPU3AIMIO B paboyeM MUOKapie
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MJIEKOTIUTAIOIINX, YTO TAKXKE MOXKET BHOCUTD BKJIAJ1 B yUTMHEHME TIOTEHITMAIOB IEHCTBUS
pu crapeHud [197]. Kpome Toro, rmoka3zaHo, 4To cTapeHUe MPUBOIUT K CHIDKEHUIO aM-
utynbl AT®-3aBUCUMOTO KaTleBOro ToKa Iy arp, YTO CHUXKAET CIOCOOHOCTb KAapAUOMU-
OILIMTOB TUIIEPIIOJISIPU30BATHCS B YCIOBUSIX SHEPreTUIECKOTO AehUIIMTA Y COOTBETCTBEHHO
nepexXuBaTh ann30abl uinemMud [198, 199]. [ToMruMo TOMUHAHTHBIX MOHHBIX KAaHAJIOB,
CcTapeHHUe BIMSIET Ha SKCIPECCUI0 M DYHKIIMOHUPOBAHUE KOMIIOHEHTOB 3JICKTPUICCKIX
CHHAICOB B MUOKapae — KOHHEKCOHOB. CTapeHue CBSI3aHO CO CHIKEHUEM YPOBHSI 9KC-
Mpeccur KOHHEKCHHA 43 — IIpruyeM Kak B pabouyeM MUOKapie, TaK 1 B KJIeTKaX MPOBOIS -
et cucremsl cepaua [200—202], yto, mo Bceil BUAMMOCTH, BI€UYET 3a COO0I CHUXKEHNE
CKOPOCTH TIPOBEICHMS BO30OYKICHYS.

DnekTpuyecKas akTHBHOCTb MTECMEKEPHOTO MUOKap/a TakKKe MEHSIETCS: CTapeHUe
COTPSIKEHO CO CHIKEHMEM MaKCUMaJIbHOM YacTOThI cepAeYHBIX coKpameHuii [ 180, 203].
Ha xneTouyHOM 1 MOJIEKYJISIpPHOM YPOBHSIX 3TO CBSI3aHO CO CHIDKEHUEM YaCTOTHI TeHepa-
LIUY TTIOTEHIIUAJIOB ACHCTBUS MeiiCMEKePHBIMHU KJIETKAMU CUHOATPUAILHOIO y3J1a, 4To,
B CBOIO 0Yepe/b, 00YCIOBIEHO CHIDKEHUEM aMITTUTYIBI KAJTBIIMEeBBIX TOKOB L- 1 T-Tuma,
a TaKe aKTMBHUPYEeMOro Tunepnospusanueii Toka I, mpu craperun [203]. CHkeHMe
YacTOTHI TeHEepaIMy BO30YXIEeHNUSI BOAUTEJIEM PUTMa CEPIIla MOXKET ObITh TAKXKe CBSI-
3aHO C TMOEJIBIO YACTU €T0 KJIETOK U 3aMellIeHUS UX KOJJIareHOBBIMU BOJIOKHaMM [187].
AnpeHepruieckasi peaKTUBHOCTB Cep/Ilia B 1IeJIOM 1, B YaCTHOCTHU, TIEHICMEKEPHOTO MUO-
Kapza Takxke MajaeT: CTapeHre MPUBOAUT K YMEHbILIEHUIO 3(hdekTa Kak CUMITaTUYeCKOH
CTUMYJISILIMM, TaK U OJIOKAJbl TApACUMITATUYECKUX BIMSIHUNA Ha 4aCTOTY CEPAEYHBIX
cokpatieHuii [204]. B ocHOBe 3TOro MoXeT JiexKaTh KaK CHIDKeHHE SKCITpeccuu B-aape-
HEPruYecKux peLentopos B Muokapae [205, 206], Tak U UX IeCEHCUTU3ALIMSI U MHTEP-
Hamu3anus [207]. B cOBOKYITHOCTH 3TO 3HAYUTEJIBHO OrpaHMYNBaeT (DYHKIMOHAIBHBIM
pe3epB cepilia U CepnevyHO-COCYAUCTOM CUCTEMBI B 11EJIOM.

CTPATETM1 BOPbBbI C KIETOYHBIM CTAPEHUEM

B HOpMeE X1BBIE KJIETKU CIIOCOOHBI TIPOTUBOCTOSITH MMOBPEXIEHUSIM, BbI3IBAIOIIINM
KJIETOYHOE CTapeHue, U OOJBIIMHCTBO 3TUX MPOLECCOB 3BOIIOIMOHHO ApeBHUE. Hau-
0osiee IPEBHUM CITIOCOOOM OOPBLOBI C MOBPEXICHUSIMU SIBJIIETCS TPOCTOE MUTOTUYECKOE
JIeJIeHWe — MPU 3TOM MOBPEXIEHHbIE MAKPOMOJIEKYJIbl U OpraHeJIbl, €CJIM UX HEBO3-
MOXHO YCTPAHUTb, PACTIPEACISIIOTCS — CUMMETPUYHO WJIM aCUMMETPUYHO — MEXIY
JIByMSI IOYEPHUMU KJIETKAMU U «Pa30aBISIOTCS» 3M0POBBIMU KOMIIOHEHTAMU KJIETKMU.
JlaHHBIM cioco0 00pbOBI CO CTapeHUEM Ha KJIETOYHOM YPOBHE XapaKTepeH i1 OaKTepuit
U IPOXCKEH, a TaKKe JUIST aKTUBHO MPOIU(EPUPYIONIMX KJIETOK MHOTOKJIETOUHBIX Opra-
Hu3MoB [208, 209]. 151 10CTaTOYHO IPOCTO YCTPOSHHBIX MHOTOKJICTOUHBIX JKUBOTHBIX
0€e3 JOITOXKUBYIIIMX TOCTMUTOTUYECKMX KJIETOK, HATPUMEP TUAPOUTHBIX IOJIUIIOB, 3TOT
MyTh OOPBOBI C KIIETOYHBIM CTAPEHUEM SIBJISIETCS OMHUM U3 OCHOBHBIX U 00ECIIEYMBAET
UM ITpaKTUYeCcKU rosiHoe beccmeptue [ 18]. OnHako 1151 00JbIIMHCTBA MHOTOKJIETOYHBIX
OpPraHU3MOB JieJIeHUE KJIETOK OTPAHUYEHO MHOTOUYMCIIEHHBIMU TOYKAMU PETYISIINYU KIle-
TOYHOTO IIMKJIa U alIONTO30M, a BO B3pOCJIOM COCTOSTHUM JUTSI HUX XapaKTEpHO HATU4ue
HEAETSIIIUXCS TTOCTMUTOTUYECKUX KIETOK — 3TO HEMPOHBI, KAPAUOMUOIUTHI, MBIIIIEY-
HbI€ KJIETKHM, HEKOTOPBIE KIETKWM UMMYHHOM CUCTeMBbI. Takue KJIeTKU MPU HAKOTUIEHUH
TOBPEXIEHUM — KaK MPaBWIO, C BO3PACTOM TPU CTAPEHUM BCETO OPTaHM3Ma — MEHSIIOT
CBOI1 (peHOTHUT Ha cTapueckuil, ceHUbHBIN [210]. 151 ycnentHoi 60pbObI CO CTapeHUEM
U [TS1 YIyYIIEHMST KAaYeCcTBa XU3HU B TIOKMIIOM BO3pacTe HEOOXOAMMO MTOHUMAaHME, Kak
9TOT MPOLECC MOXHO PEryIMpPOBaTh U MUHUMU3UPOBATH €r0 MOCAENCTBUS.
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B opranusMe XX1BOTHBIX CYIIIECTBYIOT 9BOJIOLIMOHHO KOHCEPBATUBHbBIE CUTHAIbHbBIE
MyTH, YYaCTBYIOIIME B PETYISLIMU MTPOLIECCOB POCTA U NMpoirdepaluy KJIETOK, a TaKXKe
crapeHus. Haubosee npeBHUM U3 HUX CYUTAETCS ITyTh UHCYJIWHA/UHCYIUHOMOA00OHOTO
¢axropa pocra 1 (MDP-1) (puc. 3), 00HapyKeHHBIN y IPOXKKEN, HEMATOI, HACEKOMBIX
un maexonuTtaiomux [211]. Ponb naHHOro Kackaga B peryasiiuy KJIETOYHOTO cTape-
HUs Obl1a OOHapyXeHa B (pyHIaMeHTaIbHOM uccienoBaHuu Ha HemaTtonax C. elegans,
B KOTOPOM OBUTO TTOKa3aHO, 4TO MyTalus B TeHe Oenka daf-2 (romonor peuenropa
nHcynuHa/VUPP-1 MiekonmuTalommnx) TPUBOAUT K MEPEXOAY B CTAAUIO «CIISIICH»
(dauer) TMYUHKY U YBEJIWUYECHUIO MTPOJOJKUTEIBHOCTH XU3HU B 2 pa3a [212]. B mpu-
porne ¢hbopMUpOBaHUE TaKOW TUYMHKU MO3BOJSIET HEMAToAaM MEePeXUTh BPEMEHHBII
HEI0CTAaTOK MUTATEIbHBIX BEIIECTB 32 CUET CHUXKEHUSI MTHTEHCUBHOCTH MeTaboIu3ma,
YBEIMYEHHOM CTPECCOYCTOMYMBOCTU 1 OTKa3a OT Pa3MHOXEHUSI — TO €CTh aKTUBALIUS

IGF1

l

IGFIR

PI3K

PIP, PIP,

@
I T® o

|
L D

Puc. 3. Cxema, oTpaxaroliasi B3BAMMOOTHOIIIEHISI OCHOBHBIX CUTHAIbHBIX KACKAJIOB, PETYTUPYIOIINX
MPOLIECCHI KIIETOYHOTO cTapeHus (1o [66, 214])

Fig. 3. Schematic representation of the interactions among major signaling cascades regulating cellular
senescence processes (adapted from [66, 214])
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myty nHeyanHa/ MUDP-1 cmoco6CcTBYeT KIIETOIYHOMY POCTY, MpoIrdepanuy 1 pa3MHO-
XKEHUIO B ylIepO MPpOJOIKUTENLHOCTY KU3HM [213]. UTOroM akTMBallMi CUTHAJILHO-
ro kackana nHcynuHa/MU®P-1 saensaercsa dochopunrpoBanue TpaHCKPUITIIMOHHBIX
dakropos cemeiictBa FOXO (Forkhead box O), ux akcTpy3us U3 sgapa U IogaBicHue
FOXO-3aBucumoii axcpeccuu reHoB, U HampOTUB, Tpu ero nogasaenuu FOXO 3amy-
CKaIOT 9KCIIPECCHUIO psiia TEHOB, YIACTBYIOIINX B ayTOMaruu, 3TMMAHAIINA aKTUBHBIX
¢opm kucnopoaa u penapauuu JHK. Tpanckpunuuonusie pakropsl FOXO sBis-
IOTCSI LIEHTPAJBHBIMU TUPUKEPAMU B PETYISIIUKM pOCTa M CTapEHUs KJIETOK, Ha HUX
CXOMISITCSI HECKOJIBKO CUTHAJbHBIX MYyTel, MHTETPUPYIOLINX MHGOPMALIMIO O JOCTYII-
HOCTH TIMTATCIbHBIX BEIIECTB M SHEPTETUUECKOM cTaryce KieTKn: AM®-3aBrcumas
KWHa3a, aKTUBMpyeMasi yBennueHueM cooTHoueHuss AM®D/AT®, cupTyuHbI, aKTUBU -
pyeMble noBEIIeHUeM ypoBHSI HAJl+ B KieTke, a Takke TOR (target of rapamycin),
SIBJISTIOIIMIACS YHUBEPCATbHBIM CEHCOPOM POCTOBBIX (haKTOPOB M MUTATEIBHBIX BE-
mwectB [214, 215]. CooTBeTcTBEHHO, ycuieHue akTuBHOcTH FOXO 3a cuet nmogaBieHUs
mytu uHcynuHa/ UPP-1, curtnama mTOR 1 akTMBamy CUpTYMHOB MOXET CIIOCOOCTBO-
BaTh 3aMeNJIEHUIO MPOLECCOB KJIETOYHOIO CTAPEHUS U YBEIWUYECHUIO MPOIOIKUTEb-
HocTH Xu3HU. Ha ceromHSAIIHWI TeHb yXe IMOKa3aHo, 9YTO ITOAaBJIeHUEe aKTUBHOCTH
TOR panamMUIIMHOM YBEJIMYMBAET MPOOOKUTEILHOCTD XKU3HU U yIydlllaeT ee Kadye-
CTBO B IPEKJIOHHBIC TOOB — KaK Y OMHOKJIETOYHBIX OPTaHM3MOB, TaK U Y MJICKOITH -
Taromux [216, 217]. Enie onnum cnoco6om aepenpeccunt FOXO sBisgeTcss CHUXKEHUE
aktTuBanuu Iyt nHcynmnHa/UDP-1 3a cuer orpaHUYEHUS TMOTPEOICHNS KaJTOPHUIA.
B paborax Ha caMbIX pa3IMYHBIX MOIEIbHBIX OPTaHM3MaX, OT APOXKEN 10 MIECKOIH-
TaIOIINX, BIUIOTH IO IIPUMAaTOB, OBIJIO ITOKAa3aHO, YTO OTpaHMYeHNE KAJJOPUIHOCTH
paLuoHa gaxe Ha 15—20% npuBOIUT K YBEIMYEHUIO IIPOAOKUTEIbBHOCTU U Ka4eCTBa
Xu3Hu [218—222]. B uccnenoBaHusX Ha JIOASX YAAJIOCh IMOKa3aTh, YTO OrpaHUYEHUE
KaJJOPUITHOCTH pamioHa BOCCTAaHABIWBAET BRI3BAHHOE CTAapEHUEM OCIa0JICHHE Bere-
TaTUBHOM PEryJsiiuu CEPIeYHO-COCYAUCTOM cuctemsl [223].

Hcnonp3oBaHre aHTUOKCUIAHTOB IJI SIMMUHAIIAM aKTUBHBIX (DOPM KHCIOPOIa
U, TIPENNOJIOXKUTEIbHO, TPEAOTBPAIIEHUS] OKUCIEHMST U TTOBPEXIECHUI MaKpOMOJIEKYT
B KJIETKaX He OIPaBIaio ceOsI KaK CPEICTBO IIPOTUB CTapEHUS: M3-3a MHOXECTBEHHOM
pPOJIY aKTUBHBIX (hOopM KMCJIOpOaa B KJIETKaX He TOJIbKO KaK MoBpexaaioliero akropa,
HO 1 KaK CUTHaJIbHbIX MOJIEKYJ [224], aHTUOKCUAAHTBI MPAKTUUECKU HE BJUSIOT HA ITPO-
TIOJKUTEBHOCTD KU3HU, a B HEKOTOPBIX YCIIOBUSIX YKOpauMBaroT ee [225, 226].

IlepcniekTrBHOI cTparerveit 60pbObI CO CTApEHUEM OpraHM3Ma SIBJIsIeTCS U30upa-
TeIbHAS SJIMMUHALINS CEHIWIBHBIX KJIETOK € TIOMOIIBI0 (papMaKOJIOTUIECKIX areHTOB —
CEHOJINTUKOB. DTO IMO3BOJIUT HUBEINPOBATh UX HETATUBHOE BIVSTHIE Ha OKPYKAIOIIHe
TKaHU M KJIeTKU nocpenctBoM SASP. Cpenu MHOXeCTBa COCOIMHEHMIA, TIpemiaracMbIX
B KQUeCTBE CEHOJIMTUKOB JUIS1 BBEACHMS B KIMHUUYECKYIO TTPAKTUKY, MOXXKHO BBIACIUTH
3 IIaBHBIX HATIPABJICHUS IEHCTBUS: 1) CeIeKTUBHAS MHIYKIIMS alloNTO3a B CCHUITBHBIX
KJIETKaX; 2) CTUMYJIUPOBaHNEe UMMYHHOTO OTBETa HAa CEHUJIbHBIE KIETKU; 3) MogaBJieHHE
SASP — Takue coenuHeHus] Ha3bIBalOT CEHOMOp(MUKaMU, K HUM OTHOCUTCSI, HAIIpUMED,
MmeTdopmuH [227, 228]. JleiicTBUe OOJIBIIMHCTBA U3BECTHBIX HA JAHHBIIT MOMEHT CEHO-
JIMTUKOB HampaBJIeHO MPOTUB aHTUATIONTOTUYECKUX OesikoB ceMeiicTBa BCL-2, a Takke
MMPOTUB CUTHAJIBLHOTO MyTU (hochonHo3uTua-3-3aBucumoii knHassl PI3K/AKT. Tak
paboTaloT, HalpuMep, Ja3aTUHUO W KBEPUETUH — CEHOJIIMTUKU, TIPOXOIIINNe Ha JaH-
HBIIA MOMEHT KJIMHWYECKMe MUCIBITaHuS [227, 229]. OmHaKo HYXHO OTMETHTb, 4TO
B HEKOTOPBIX CIIyJastx, KOTIa CEHWIbHBIC KJIETKA CTPYKTYPHO BaXXKHBI M 3aMECTUTh MX
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HEBO3MOXHO, JIMMUHALINS OJPSIXJIEBIINX KJIETOK C TIOMOIIIBIO CEHOJTMTUKOB OKa3hbIBaeT
KpaitHe HeraTUBHbBII 3((EKT U MPUBOAUT K pa3BuTHIO (prbpo3sa [230].

Ele onviH MoTeHIMATBHBIN CITOCO0 00PaTUTh CTapeHKE KJIETOK BCIISATh — SITUTEHE-
THYECKOe perporpaMmmupoBanue. [loteps smureHeTHYecKoit MHDOpMAIIK, TaK Ha3bI-
BaeMblIil 1pUGhT METUIIMPOBAHUS, MOXKET ITPEIIIECTBOBATh MPOYUM IPU3HAKAM CTapEeHUS
KJIETOK ¥ OpTaHM3Ma; BO3pacT-creln(pruaHoe METUIMPOBAHUE OTIPEIeIeHHBIX CaliTOB
JISTJIO B OCHOBY Pa3paOOTKU SIUTeHETUIECKOM IIIKAJIbl CTAPEHUST — U, XOTSI He BITOJTHE
SICHO, KaK MIMEHHO 3TIUT€HETUYECKUE MPOLIECCHI PETYIUPYIOTCH B XONE CTAPEHUs, Me-
trnmmpoBanue JIHK sBisieTcst Xop oM IMpeauKTOPOM acCCOIIMMPOBAHHBIX C BO3PACTOM
3aboneBanuii [231—233]. ITpu aTom npoduns metunupoBanus JHK 1 Mogudukaimii
TYUCTOHOB, B OTIMYME OT MHOTMX IPYTHX OMOMapKepOB CTapeHMsI, MOXKHO MEHSTh 1 00pa-
IIATh BCITSITh — BIIEPBBIEC 3TO OBLIO ITOKa3aHo B padboTte Takahashi m Yamanaka, KoTopsiM
yIAJIOCh BBI3BIBATH Aean (b hepeHIIMPOBKY KJIETOK B KYJIBTYPE Y MPeBpalleHNe UX B TTI0-
punoTeHTHBIE cTBOJIOBBIE KJIeTKH (iPSC) [234]. BBemeHme Tak HA3BIBAEMOT'O «KOKTEMIIST
SIManaku» 13 TpaHCKPUIIIIMOHHBIX hakTopoB Oct3/4, Sox2, KIf4 u c-Myc ¢ momoiiibio
TeX MWW WHBIX TCHETUICCKUX KOHCTPYKIMI BEI3BIBACT N3MEHECHUE SIMUTEHETUTICCKOTO
JaHnmadTa KJIETOK, B YaCTHOCTH, BO3MOXHO M3MEHUTD Ipo b MeTuaupoBanus JJTHK
cTapelolyX KJIeTOK U BOCCTAHOBUTH UX DYHKIIMOHAIBHOCTD, IPUYEM HE TOJIbKO B KYJIb-
Type: SIUTEHETHYECKOE PEITPOrpaMMIPOBaHIE TTIO3BOJIMIIO BOCCTAHOBUTD 3pEHUE Y CTa-
PBIX MbIIIEI Y B MBIILIMHOI MOAENN r1ayKoMbl [235]. OgHako nmepcrneKTUBLI BHEAPEHUS
SIUTEHETUYECKOTO PEelPOTPaMMUPOBAHNS B KIIMHIYIECKYIO TIPAKTUKY TTOKA OCTAIOTCST
OTIAJICHHBIMU B CBSI3M ¢ HEOOXOMMMOCTBIO Pa3padbOTKM 6€30IaCHBIX METOIOB YaCTHY -
HOTrO pernporpaMMHpPOBaHUsI, KOTOPbIE CITOCOOHBI OMOJIAXKUBATh KJIETKU, HE BbI3bIBas
ITOJTHYIO IOoTepIo MNP PepeHIINPOBKH — U, COOTBETCTBEHHO, (PYHKIIMOHAIBLHOCTH U 11e-
JIOCTHOCTH TKaHU — 1 He TIPOBOLIMPYsI 00pa3oBaHue oryxosei [236]. HeManoBaxkHbIMU
BBI30BaMU OCTAIOTCSI KOHTPOJIb TTPOIIeCcCcoB AeandhepeHIIMPOBKH U TOCTaBKa (haKTOPOB
SIMaHaku B yCIIOBUSIX in Vivo.

HakoHe1, 0THOCUTEIbHO HOBBIM IMOIXOIOM B IMMOMCKAaX BO3MOXHOM Tepamnuu isl
OOPBOBI CO CTapeHUEM SBJISICTCS UCTIOIB30BaHKE ACTICILTIONIPHU30BAHHOTO MEXKKIICTOU -
Horo MaTpukca. Crapeounii MeXKIeTOYHbI MAaTPUKC IMPOBOIIMPYET CTapeHNE KOHTAK-
THPYIOIIUX ¢ HAM KJIETOK, M HAIIPOTUB, «MOJIONOM» MEXKKIETOUHBI MATPUKC, CUHTE-
TUYECKHI MM ayTOJIOTUYHBIN, TTOJYICHHBIN OT TKAHU TOTO K¢ THIIA, MOXET YCTPaHSITh
HEKOTOpbIe MPU3HAKU CTapeHUs KJIETOK B KyJIbType [237, 238]. leuemtoasspu3oBaHHbIi
MEXKJIETOUYHBI MaTPUKC COXpAaHSAET TPEXMEPHYIO CTPYKTYPY Y MOJICKYJISIPHEIN COCTaB
(6enKu, MTUKO3aMUHOTJIMKAHBI, IIPOTEOINIMKAHBI), XapaKTePHBIM 7151 TOM I MHOM TKa-
HU, HO HE COIEPKUT KJIETOK; 3TO ITO3BOJISIET BOCIIPOU3BECTH €CTECTBEHHOE MUKPOOKPY-
JXeHME KJIETOK B TKAHU M CO3IATh UIeaTbHbIC YCIOBUS IJISI MX aATre3uH, IIpoIrudepann,
Murpaiuu u nuddepeHmposku [239]. B HacTos1iee BpeMs: MaTepuajibl HA OCHOBE Jie-
LIEJUTIONIIPU30BAHHOTO MEXKKIICTOYHOTO MAaTPUKCA MCITONIB3YIOT B JIA00PaTOPHOM ITPaKTH-
Ke JUTISI TKAHEBOM MHXXEHEPHH, B 001aCTH peTeHepaTUBHOM MEIUIIMHBI 1 TIACTUICCKOM
xupypruu [240, 241]; npuMeHSIIOT TpU 3aMeHe aopTaJbHOIO KJanaHa [242], a Takke ecTb
CBUIIECTEILCTBA, YTO IIPUMEHEHNUE MEIEUTIOSIPU30BAHHOTO MEXKKIETOYHOTO MaTprKca
yCKOpSIET 3aXKMBIIEHNE 001acTH MH(apKTa y CBUHE# 1 KpoJuKoB [243]. OgHako repcrnek-
TUBBI IELEJUTIONIIPU30BAHHOTO MEXKIIETOUHOTO MaTpUKca isl 0OpbObI CO CTapeHUEM
CepIeYHO-COCYINCTOM CUCTEMBI I MUOKAp/a, B YaCTHOCTH, ITOKA HAXOMSITCSA Ha CTaaIuM
HM3y4YEeHHS B KIIETOUHBIX KYJIbTypax.
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3AKJIIOYEHUE

CrapeHne — KaK Ha KJICTOYHOM, TaK M Ha TKAHEBOM M OPTAaHN3MEHHOM YPOBHE — SIB-
JISIeTCs CJIOXKHBIM, MHOTO(aKTOPHBIM MPOLIECCOM, KOTOPBIA, C OMHOI CTOPOHBI, BKJTIOYAET
TeHETUYECKME TIPOTPAMMBI IIJIST 3aIUTHI OT ITOSIBJICHUS MYTalIMSI M OITYyXOJIeit, a ¢ IPyroit
CTOPOHBI, peryJupyeTcsl BHELIHUMHU (pakTopamu. HekoTopble TpUYMHHO-CIEACTBEH-
HBIE CBSI3M IIPOLIECCOB CTAPEHUSI CePACUHO-COCYIUCTON CUCTEMBI OCTAIOTCS HESICHBIMMU,
W POJIb OTIPeNeICHHBIX (PepPMEHTOB WIN TePaIleBTUYECKIX COCTMHEHUM B UX PETYIISIINN
OCTaeTCs «<4EPHBIM SIIIUKOM». TeM He MeHee UMeIolecs 3SHAaHMS yKe TTO3BOJIMIIM HAUTU
BaXXHBIC TOYKHU PETYISIUU IIPOIIECCOB KICTOYHOTO CTAPEHUSI, 1 HEKOTOPHIE ILTOIBI 3THX
TPYIOB MPOXOAIT CTAANIO KIIMHUYECKUX UCTIBITAHUI. B mepcrnekTuBe 3To MO3BOIUT, €CIIU
He YBEJIUYUTh MPOAOKUTEIbHOCTh YEJIOBEYECKOI XKU3HU, TO O KpaitHeil Mmepe oTcpo-
YUTH pa3BUTHE BO3PACTHBIX 3a00J1cBaHMIA. TeM He MeHee B CBSI3U C BEICOKOI pacIipocTpa-
HEHHOCTBIO CepAEYHO-COCYIUCThIX 3a00JIeBaHU ¥ JIIO[El cTaplliero Bo3pacTa KpaitHe
BaXXHBIM OCTAaeTCSI M3YICHUE CIIeIIN(UKHN MyTeil CTapeHUsI UMEHHO KJIETOK MUOKapma
U COCYIMCTOI CTEHKU — BO3MOXHO, C Y4eTOM KOHKPETHBIX BO3PACTHBIX MATOJOTUI — /15
pa3paboTKu 0oJiee MPULIETbHBIX CPEACTB TEPAITHM.
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