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ATepock/iepo3 — 3T0 CJIOXKHbIM natodusmonormye-
CKUIM NPOLECC, B OCHOBE KOTOPOIO NEXUT HapyLleHune
NMNMAHOro obmeHa, ConpoBoXAaloLleecs Moanhu-
KaLyen NTMNoNpoTenaoB, U XPOHMYEeCKOoe BOCNaneHme,
3anyckaloLLee Lienbln psag naTtonorMyeckmx NpoLeccos.
Ba>kHasa pornb BOCManeHus MOATBEPXKAAETCA HaNMYM-
eM LMPKYNMPYIOWMX B KPOBWM MPOBOCHANNTENbHbIX
MapKepOB, MOBbILLEHHbIA YPOBEHb KOTOPbIX acCoL-
NPOBaH C yBEIMYEHMEM PUCKA CEPAEYHO-COCYANCTbIX
OCNoXHeHUN. OgHMM K3 TakMX MapKepoB ABSETCS
docdonmnasza A2 — hepMeHT, OTHOCALLMINCS K KNac-
Cy MMApPOoNas M UrpatoLLMn LeHTpanbHYylo ponb B MeTa-
bonumame dochonmnuaos. Docdonmnasa A2 katanu-
3MpYeT sN-2 3PUPHbIE CBA3U MNLEPOPOCHONNNUL0B.
CemenctBo ocdonmnas A2 cOCTOUT U3 CEKPETOPHBIX
(hepMEeHTOB, BbIOENSIOWMXCSA B MAa3My M BO BHeKe-
TOYHOE MPOCTPAHCTBO, N LNTO30MbHbIX, TOKANM30BaH-
HbIX B LiTOMasMe knetok. CekpetopHasa pocdonmna-
3a A2 rpynnbi 1A (cekPNA2-1IA), aBAAOLLAACH OAHUM
13 chepMeHTOB cemMencTBa occonnnas A2, cekpetu-
pyeTcsi B OTBET Ha NPOBOCMANUTENbHbIE CTUMYIbI U BO-
BfieYeHa B pasfinyHble hr13nonornyeckme 1 natonorn-
yeckne npouecchl. CekPI1A2-1IA nrpaet BaxxHyto ponb

Ha pa3HbIx CTagmsax BocnaneHus. Mpu BocnannTens-
HbIX MpPOLIeCCaXx, BbI3BaHHbIX DakTepusiMn, cekDJTA2-
IIA y4acTBYyeT B NepBMYHOW 3aLLMTE OpraHM3Ma OT 3TUX
NnaToreHHbIX MUKpPoopraHmamMoB [1]. lMoka3aHo, 47O
y NauUMeHTOoB ¢ BakTepranbHbIMU MHGMEKLMSMA B Cbl-
BOPOTKE KPOBW COOEPXUTCA BbICOKAsA KOHLLEHTpaLMs
cek®IA2-1IA [2]. Hannume aktmBHoCTU cekKDITA2-1IA
B C/1e3ax UM CEMEHHOW Mfla3Me, KOTopble MOTyT BCTY-
MUTb B KOHTAKT C GakTepuanbHbIMU NaToreHaMu, Tak-
Xe npepgnonaraeT nepBUYHbIE aHTMOaKTepUanbHble
CBOWCTBa 3TUX (pepMeHTOB. Kpome Toro, B psge UC-
cnefoBaHui in vitro 1 in vivo nokasaHo, YTo Kio4e-
Bas ponb cekPJTA2-IIA 3akno4aeTcs M B pas3BUTMMK
atepockneposa, Tak Kak OHa, Mo-BMOVMMOMY, Urpaert
BaXXHYIO POJib B Ka4eCTBe HEOTHEMEMOTO MOLYNATO-
Pa Ha HeCKOMbKMX 3Tanax ateporeHesa. B apTepuanb-
Hon cteHke ceK®JIA2-IIA MoXeT oka3blBaTb npoare-
pOreHHble 3PdeKTbl N0 HECKONbKMM MexaHu3Mam [3].
Cex®NA2-1IA cnocobctByeT MOAMMDUKALIMM NMNONPO-
TenmoB HM3Kom nnotHocTu (JTHI), Tak kak dochonu-
nnabl, BXOASALWME B UX CTPYKTYPY MOIYT ABAATHCS 014
Hee cybcTpaToM. bbino mnokasaHo, 4to cek®D/1A2-1IA
cnocobHa rugponmnsoBath hocdhonunuasl JIHM, Haxo-
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[SCb KaK B Mla3Me KpoBW, Tak 1 Oyay41 NIokanv3oBaH-
HOW Ha NpoTeornnkaHax [4-8]. B pe3ynsrate Takoro r-
Jponv3a obpa3yoTcs MeHbLUve No pa3Mepy U bonee
NAoTHble Yactuubl JIHI, KoTopble, B OTNM4YMe OT Ha-
TMBHbIX JTHT1, MoryT 06pa3oBbIBaTh arperatbl UV CJiv-
BaTbCA APYr C Apyrom [9-11]. ArpermpoBaHHble Ui
cnmBLIMecs Yactuubl JTHI B3aumMoaencresyeT ¢ Mone-
KyJioV npoTeornvkaHa bonee nNnoTHoO, YeM eAUVHNYHbIE
vactyubl JIHTT [11,12]. B pe3ynsrate Takme 4actuLbl
JTHIM ynep>xmBatoTcs BO BHEKIIETOYHOM MaTpukce 6o-
nee ONNTENbHOE BPEMsi, YTO CMNOCODCTBYET pPa3BUTUMIO
MNnOHbIX nateH. Kpome 1oro, MOANMULMPOBAHHbIE
JIHIT moryt 3axBaTbiBaTbCs MakpodaramMy nocpen-
CTBOM CBSi3bIBaHWA CO CK3BEHIXep-peLenTopoM. Ta-
Ko nyTb 3axBaTa JIHI makpodaramm NpUBOAUT K ak-
KYMYJIALUMM COOEPXaLLUMXCA B HUX NUNULO0B B Meaumn
apTepunt, GOPMUPOBAHMIO MEHNCTIX KIIETOK 1 Havany
ateporeHesa [9, 13,14].

B otnndme ot JIHI, aHTMaTeporeHHble nmnonpore-
Nabl BbICOKOW NnoTHocTu (J1BIM) B HOpMe He paclie-
nnsotcs cek®I1A2-1IA, ogHako Npu onpeaeneHHbIX
ycnosusx JIBM, nogobHo JTHM, Takke mMoryT nongep-
ratbCa Moamdukaunmm. NokasaHo, 4to JIBl1, nonyyeH-
Hble M3 Mna3Mbl KPOBW MaLMEHTOB BO BPEMS OCTPOU
pasbl BOCManeHus, HaMHOMo Nnyylle MOLBepratTcs
rmaponusy cek®PITA2-1IA, vyem JIHM [7]. Moaundumka-
ums JIBI nprBOOUT K HAPYLUEHUIO UX DYHKLMN U Me-
Tabonusma [15]. Bo Bpemsa ocTpol a3kl Bocnane-
HVA ypoBeHb JIBIT B nna3me KpoBWM MOXET MOHU3UTL-
Csl, 4TO, OTYACTK, MOXET ObiTb BbI3BAHO YBESINHEHN-
eM ypoBHS umpkynupyiowen cek®1A2-11A. B nonb-
3y 3TOTO MPEANONOXeHNA CBUAETENbCTBYIOT OaHHbIe
3KCMepUMEHTanbHOro UCCNefoBaHus, B KOTOPOM Mo-
BblleHHas akcnpeccns cekDITA2-1IA y TpaHCreHHbIX
MblLLEN Jaxe B OTCYTCTBME CUCTEMHOrO BOCMaNeHus
NPWBOLMNG K YMEHbLLEHWIO KOIMYeCTBa LMPKYNMpPYIo-
wyx JIBT 3a cHeT yBenmM4eHns CkopocTu katabonmsma
anonunonpoTtenHa A-1 n 3dnpoB xonectepurHa [16,
17]. HatmeHble JIBM cnocobHbl npepoxpaHate JIHM
OT okucnenus [ 18], B TO BpeMs Kak MOANDULMPOBaH-
Hble JIBIT yTpa4mBaloT 3Ty CNOCOOHOCTb MOJ, BNUSHN-
em cek®J1A2-11A [19]. Ncxonsa m3 aToro, cekDITA2-11A
MOXeT MpPeTeHA0BaTb Ha POnb OLHOMO M3 BedyLX
epMeHToB B MOANMDUKALMU NINNONPOTEUOB, HAaKO-
nfieHre KOTOPbIX B CTeHKe COCya BeLeT K Pa3BuTUIO
aTepocKnepoTnyeckmx nopaxeHunn [15, 20, 21].

Cek®JIA2-1IA HaxoamUTCA B OCHOBHOM B [afKO-
MbILLEYHbIX KIETKaX HaTMBHbIX YenoBeYeckux apre-
pui [22,23], B TO XXe BpeMsl, B aTepoCkiepoTn4eckmx
Ondwkax hepMeHT 0bHapyXMBAETCS B JIUMULHOM
anpe, B boratbix MakpodaraMm y4acTkax 1 BO BHeKJ1e-
TOYHOM MaTPUKCE MOBPEXAEHHON UHTUMBI U, KPOMe
Toro, cek®J1A2-1IA nMeeT TeCHYI0 NPOCTPAHCTBEHHYIO
CBAi3b C KOJNareHOBbIMW BONIOKHaMK [22]. Dkcnpeccums
cek®JTA2-1IA B 3TUX KNETKaxX perynmpyeTcs in vitro He-
CKOSTbKVIMU LLUTOKMHaMM, MPUCYTCTBYIOLLMMUN B aTepO-
CKNepoTMYECcKnX OnsLikax OoNMbHbIX aTePOCKIIEPO30M,
B TOM YMCIe VHTepPRenKnHoM- 18, hakTopom Hekpo3sa
Onyxonu-a 1 NHTepdepoHoM [24-27].

Pesynbratbl, MOMy4YeHHble Ha MOLENAX >XXWBOT-

HblX, CBWOETENbCTBYIOT, 4YTO MPOBOCMNANUTENBHASA
cek®J1A2-1IA yy4acTByeT B pas3BUTUM aTepoCKIepo-
TMyeckon Onsawku. LOns 3Toro ObiIM MCNONb30Ba-
Hbl TPAHCrEHHbIE MbILLIK C MOBbILLIEHHOW 3KCNpeccuem
cek®JTIA2-1IA Makpodaramu, ABASIOLLMMMNCS OCHOB-
HbIMM nocTaBLUMKamMu cekDJTA2-1IA B aTepockiepo-
Tn4eckon bnswke [29]. y 3TUX 3KCMEePUMEHTaNbHbIX
KMBOTHbIX HADMOAANOCh MHTEHCMBHOE Pa3BUTME aTe-
POCKEPOTUHECKMX MOPAXKEHNI COCYAOB BHE 3aBUCU-
MOCTW, COOEPXanncb I OHW Ha aTeporeHHow Aue-
Te, N NpuHUMann obbidHyto nuuly [28]. bonee Toro,
Ha MOAENM 3TUX XMBOTHbIX ObINO MNOKa3aHO yBenu4ye-
HVe B 2,3 pa3a pa3mMepa aTtepoCKiepoTnHeckoro no-
PaXkKeHUs 1 KONMYeCTBa KosnareHa B bnsilike no cpas-
HEHWMIO C KOHTPOMBHBIMM XMBOTHBIMW, HE 3KCMpeccu-
pytowmmm  cek®JTA2-11A [30]. MNMatomopdonormye-
CKWI aHanm3 atepocknepoTnyeckon ORALIKK B OaH-
HOM MCCNeLOBaHNN BbIABWN yBeN4eHmne MHPUIbLTpa-
Ta Makpogaramm B MOPaxKeHUSX Y Mblle C NOBbI-
eHHon cek®JTA2-1IA aKTUBHOCTbIO. B TO XXe Bpems,
Apyrve M3MeHeHus, Takme Kak anonTtos, HeKpos, yBe-
nYeHne KonmyectBo T-NMM@OLMTOB, He DbV BbIsB-
neHbl. Mlcxops 13 3TMX OaHHbIX, aBTOpbl CAenanu 3a-
KntodeHne, yto cekDITA2-11A aBngeTca ogHNM 13 pe-
rynATOPOB PAa3BUTUA aTEPOCKIIEPOTNHECKOIO NOpaxe-
HUS 1 BIWAET Ha yBENMYEeHMe KONM4eCTBa Konnare-
Ha. AHaNOMMYHbIM CBOMCTBOM aKKyMysaLM Kofnare-
Ha 1 o0bpa3oBaHua hrbPO3HOM TKaHW BRsALKM obna-
Jaet nn3odochaTnamnxonunH, npoaykr cek®1A2-11A.
OTcytcTBME peuentopa And nm3odocdatugnnxonmHa
Y TPAHCreHHbIX MbILLEeN NPUBOAMIO K 3HAYUTENTbHOMY
CHV>XKEHMIO KONM4YEeCTBa AENOHVMPOBAHHOIO KonareHa
B OnsiLLike MpuW pa3BUTUM aTepockneposa [31]. Jlnso-
dochaTnaAnNXoNnNH, CBA3bIBAACL CO CBOMM peuenTo-
POM, 3aMycKaeT PasfinyHble CUTHANbHbIE MEXaHW3MbI
B KJ1eTKax MpOaTepoOreHHON MHTVMbI, YTO BbI3bIBAET Ta-
K1e KIIeTOYHble OTBETbI, KaK XeMOTakcuc, nponmdepa-
LMIO, MPOBOCMANUTENIbHYIO aKTUBHOCTL U 0bpa3oBa-
HMe NeHUCTbIX KneTok. Takum obpaszom, cek PNA2-1IA
BOBJIEYEHA B Pa3BUTME aTepoCKIepoTnyeckon onsu-
KW, KaK NpsMO, TaK 1 ONOCPeLOBaHHO MPW MOMOLLM
NPOAYKTa ee peakuunm n13ohocdatnannxonmHa.
HecmoTps Ha TO, 4TO ONpedeneHHbIA Bkag B ate-
poreHe3 BHOCUT BCe CeMencTBO docdonunasbl A2,
N3MepeHMe ee KOHLeHTpaLMK B KPOBW OrpaHuye-
HO onpefeneHneM TOMbKO YPOBHSA M30(epmMeHTa
cek®JTIA2-1IA. Bbicokmin ypoeHb ceKDITA2-IIA cym-
TaeTCs NPeAVKTOPOM BO3HWKHOBEHWUS Hebnaronpu-
ATHBIX CEPAEYHO-COCYAUCTBIX COOLITWI Yy MaLMeH-
TOB CO CTabubHbIMM (hopMamMKn CTeHoKapaun [32]
N ee HecTabUNbHBIMK opmMamn [33]. MOMUMO KOH-
ueHTpaumm cek®JIA2-11A, HemanoBaxHoe 3Hadye-
HMe VMeeT U ee aKTMBHOCTb, TakKXe CYMUTAIOLLAN-
CSl NMPEAVKTOPOM BO3HMKHOBEHUS HebnaronpusaTHbIX
CepaeYHO-COCYANCTbIX COOLITUM Y MALIMEHTOB.
BaxxHoe 3HauyeHue ypoBHA cekDJTA2-1IA B onpe-
JeneHnn AanbHenwero NporHo3a yaanocb NokasaHo
Kugiyama v coaBT. y NaumMeHToB C OCTPbIM KOPOHap-
HbIM CMHAPOMOM [33]: KoHUeHTpaumsa cekDNTA2-11A
OblNa OOCTOBEPHO BhIlE Y MALUMEHTOB C HeCTabunb-

HOW CTeHOKapAMen No CPaBHEHNIO C DOMbHbIMM CO CTa-
OUNbHLIM TeYeHMeM ulleMuYeckon bonesHn cephua
(MBC) 1 KoHTponbHOW rpynnow. Mpr NOMOLLM MHOMO-
(hakTOPHOro aHann3a aBTOPbl ONPEAENNSIN, YTO KOH-
ueHTpauma cexk®JTA2-1IA aBnseTca He3aBUCUMbBIM
NpeanKTopoM BO3HMKHOBEHMS MOBTOPHbIX KOPOHap-
HbIX COOBITUI Y NALMEHTOB C HECTAabWITbHOWM CTeHOKapP-
OMen He3aBNCMMO OT ApYyrMx akTopoB pmMcka, BKIIO-
Yas ypoBeHb C-peakTmBHoro beska (CPB).

B uccnenosaHum GRACE w3 rnobGanbHoro peru-
CTPa OCTPbIX KOPOHAPHbIX CODLITUI, B KOTOPOe ObIno
BKMo4eHO 446 GONbHbIX C OCTPbIM KOPOHAPHbLIM CUH-
apomom (OKC), Obifio BbIABNEHO, YTO aKTUBHOCTb
cek®JIA2 Obina cBsizaHa C PUCKOM CMEPTU U MHbap-
KTa Muokapaa (M) B TedeHune 7-Mecs4HOro nepmo-
Ja HabnogeHnsa [34]. AkTMBHOCTL ceKPJTA2 Nonoxm-
TenbHO Koppenuposana ¢ ypoBHeM CPb 1 KoHLEeHTpa-
upnen cek®J1A2, KoTopas B JaHHOM MUCCefoBaHMUN He
Obina He3aBUCUMbIM MPEAMKTOPOM BO3HWUKHOBEHNS
MOBTOPHbIX KOPOHAPHbBIX COOBITUN.

3T pe3ynbraThl NOATBEPANINCE B UCCEA0BaHUM
FAST-MI, B koTOpOe 6biN10 BKIIIOHeHO okomno 1029 na-
umeHToB [35]. lNoBbIWeHMe YPOBHA akTUBHOCTU Cek-
ONA2 6bIIO CBA3aHO C PUCKOM CMEpPTU OT BCEX MPW-
YKH, NOBTOPHOIO VM, MHCYSIBTa, 1 3Ta CBA3b COXPaHU-
nacb NOCNe NOMPaBKM C YH4ETOM M3BECTHbIX (HakTOPOB
pucka, CPb, v neyeHns, Bkodaa CTaTUHbI. B COBOKYM-
HOCTW 3TW pe3ynbTaTbl MOATBEPXKAAIOT POfb aKTUBHO-
ctn cekDJTA2 B NpOrHo3nMpoBaHum HeGNaronpusTHOro
ncxopda y oonbHbix ¢ OKC.

AHanorunyHble AaHHble, MOATBEPXAAloWMe Bax-
Hyto ponb cekDJIA2 B nporHo3e 3abonesaHus, Gbinn
NoJyYeHbl U B MCCNedoBaHNAX CO CTabuibHbIMK hop-
mamu UBC. MepBoe Hebonblloe nccnenosaHmne (142
naLumeHTa) BKJIIOHaNo NaumMeHToB C aHrorpachuieckm
noaTeepxaeHHom ctabunbHol MBC [36]. KoHueHTpa-
una cekPIA2-11A 6bina Bbille y BOMbHBIX, 4eM Y L,
KOHTponbHOM rpynnbl (93 Yenoseka). Kpome Toro, no-
BbllleHe ypoBHst ceKPJTA2 ObINo He3aBUCUMO CBS-
3aHO C HebGnaronpPUATHbIMK COBLITUAMM (KOpOHapHas
cMepTb, IM, KopoHapHas peBackynsapusaums).

B Opyroe mccieqoBaHWe BKIIOYEHbI CTabuibHble
KOpOHapHble naumeHTbl (247 0OonbHbIX), NepeHec-
LLINe YPeCKOXHOE KOPOHapHOoe BMeLlaTensbcTso (YKB).
B Te4YeHVe ABYXJIETHero nepnoda HabnoaeHus, noebl-
LLeHHbIN ypoBeHb ceKDI1A2 nocne YKB, kypeHue 1 ca-
XapHbI Anabet, ObiNn He3aBUCUMbIMKU akTopamMu
prcka Ansa NocsIeAyoLLMX KOPOHAPHBIX COObITUI Y Na-
umeHtos c MUBC [37].

KpynHenilee uccnenoBaHve, B KOTOPOM obpa-
TUAINCb K MNPOrHOCTUYECKoW 3HadmMmocTn cek®S1A2
B ycnoBusax crabunsHom WBC, Gbino nccnenoBaHme
PEACE [38]. ABTopbl 0BHapPYXUIM, 4TO NOCe MHO-
roakTopHOro aHanusa, KOTOpOoe BKJIIOYANO YPOBHMU
NNNONPOTENH-aCCoLMMPOBaHHOM docchonmnasbl A2
(JIn-®NA2) n CPB, noBbllleHNe YPOBHS akTUBHOCTM
cek®J1A2 BbINO HE3aBUCUMO CBSI3aHO C MOBbILLEHHbIM
PUCKOM cepe4HO-cocyamncTon cmeptn, UM unm mH-
cynbra. AKTMBHOCTL ceKPJ1A2 ymMepeHHO Koppennpo-
Bana ¢ yposHeM CPB (r=0,26, p<0,001) u oTcyTCTBO-

Bana koppensuma ¢ ypoHemM JIn-DJIA2. lMpu 3ToM
ypoBeHb CPB, Takxe kak 1 ypoBeHb JTn-DJ1A2, He Gbin
aACCOLMMPOBAH C PUCKOM Cepae4HO-COCYANCTON CMep-
™, M vnu nHcynsra. OrpaHnyeHeM JaHHOMO nccse-
OOBaHWS, O KOTOPOM 3asIBUAIV U CaMK aBTOPbI, ABIS-
€TCs OTCYTCTBME BO3MOXHOCTM ONpeaeneHms KOHLEH-
Tpaumn cek®/1IA2 B paHHoM pabote. Tem He MeHee,
cnepoyet OTMETWUTb, YTO Pe3ynbraTbl OAaHHOIMO mccne-
[l0BaHUs, NonyYeHHble Ha DOMbLLOW KOropTe naumeH-
T0B (3708 naumeHToB C NepuodoM HabnoaeHna 0o 5
neT), TaK e KaK W npeaplayLime NCcnegoBanHmns, nof-
TBEPXIAOT pofb akTMBHOCTM ceKDJTA2 B mMporHo3u-
POBaHUW PUCKa CEPAEYHO-COCYANCTbIX CODLITLN Y Na-
LMeHTOB co ctabunbHom NEC.

Eule aBa nccnenoBaHus, BbIMOMHEHHbIE MO OAHOMY
IOM3alHy BKNoYanu B cebs onpeneneHie Macchl 1 ak-
TMBHOCTM CeKDJTA2 y GornbHbIX B paHHME CPOKM nocne
nepeHeceHHoro M mnu peBackynspusaumm, 1 No3T1o-
MY K UCCnefoBaHusaM Npu cradbunbHom MBC 1x MOXHO
OTHECTV BeCbMa YCJTIOBHO.

B ogHO M3 HuX, uccnegoBaHe KAROLA, Obino
BknodeHo 1012 OonbHbIX B TeyeHMe 3-X MecsLeB
nocne nepeHeceHHoro VM wmnu peBackynsapusaumm
[39]. Mepuop nocnenytollero HabnioaeHUs CoCTaBU
8 neT. y BCex NauMeHTOB onpeaensny Maccy 1 akTue-
HocTb cekpeTopHon DJIA2-1IA B cpedHem 4Yepes 43
OHS nocne nepeHeceHHoro IM mnmn pesackynapmsa-
unn. lMoBblilleHHas KoHUeHTpauma cek®DJIA2 pocTo-
BEPHO KoppenupoBana ¢ HebnaronpusTHbIMU MCXOAa-
MU, B TO BPEMS KaK MoBblLLIeHNe akTUBHOCTU cekDJTA2
OOCTOBEPHO He acCoLMMPOBANOCh C YyBeNNYeHUEM
CepaeYHO-CoCYAMNCTON CMEPTHOCTU.

B Opyrom wmccneqoBaHWMM KOHUEHTpauus W ak-
TMBHOCTb ceKDJ1A2 Obinu n3mepeHbl y 1024 6onb-
HbIx MBC B Bo3pacte 30-70 net [32]. KoHUeHTpaums
cek®@NA2-IIA Takxe, Kak 1 B uccrnegoBaHn KAROLA,
nposiBMna cebs Kak NyyLnin NpedmkIop, Yem aKTuB-
HocTb cek®JIA2, ogHaKo, 1 Macca U akTMBHOCTb Cek-
®JTA2 nokasanu cTaTUCTUHeCKM 3Ha4yMMoe MOoBblLLe-
HVe p1CKa A9 BTOPUYHbIX CePAEYHO-COCYAMCTbIX CO-
ObITN (CepaedYHo-cocyamcTas cMepTb, HedaTabHbIN
MM, HebaTanbHbI UHCYNLT) HE3aBUCMMO OT Pasfny-
HbIX (hakTOPOB PUCKa, BKIOYas Mapkepbl BOCMANeHNs,
QYHKLMIO MoYeK 1 reMOAMHAMMYECKUIA CTpecc, Aaxe
eCcnn X paccMaTpmMBaTb OAHOBPEMEHHO. Takxke ObINo
MoKa3aHo, 4YTO YPOBEHb 1 aKTUBHOCTb cekPJ1A2 Gbinu
CBS13aHbl CO CTeMeHbIO BbIPaXKEHHOCTM aTepOCKIepo3a,
DT1 noka3aTtenu ObINK Bbillie y NaumeHToB ¢ bornee -
XemnbIM MOopaXeHMeM KOPOHAPHOIo pyciia Nnpwv pasge-
NEeHNY MAUMEHTOB Ha OAHO-, ABYX- W TPexcocyancroe
nopaxeHne KOPOHaPHbIX apTepUN.

CnenyeT OTMeTUTb, 4To cekpeTopHas PIIA2 MoxeT
obrnamgatb onpeaeneHHor 3Ha4YMMOCTbIO B MPOrHO3N-
POBaHUM HebNaronpusTHbIX CepaeYHO-COCYONUCTbIX
COObITUI He ToNbKo Yy OonbHbIX MBC, HO 1y NpakTnye-
CKUW 300pOoBbIX Ntogen. Tak, B ABYX AoKNadax 13 uccne-
noBaHusa Hacenenus EPIC-Norfolk 6bino paccmotpe-
HO 3Ha4eHKe Macchbl cekDSTA2-1IA nnu oblLuen akTnBs-
HocTn cek®@JIA2 B nporHo3snposarHun MBC [40,41].
B AlAHHOE NPOCNeKTUBHOE NCCIeAOBaHME BKIOYAIUCh
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MPaKTUYHeCKM 300POBbIE MY>XXUYMHbBI 1 XKEHLLMHbI B BO3-
pacre oT 45 no 79 neT. bbina BblaeneHa rpynna 41ciom
1105 — 370 nauWeHTbl, Y KOTOPbIX B Te4eHWe nepuo-
Ja HabnogeHus (4 roga) passunacs MBC. Ipynna KoH-
Tponst n3 2209 4enoBek Oblna CONOCTaBMMa MO BO3-
pacty v nony. AKTMBHOCTb cekpeTopHon PJTA2 Gbina
B 3Ha4YUTENbHOW CTENeHM acCoLMMpPOBaHa C TPaGMULM-
OHHbIMW CepAEeYHO-COCYAUCTbIMU (DaKTOPaMm pUCKa,
B TOM YMCIe C BbICOKOYYBCTBUTENbHbBIM C-peakTUBHbIM
6enokom (B4-CPB), 33 NCKITIOYEHMEM CaxapHOro Ama-
Oeta. Kak Macca cekpetopHon DJIA2-1IA, Tak 1 ee ak-
TUBHOCTb OblIM B 3HAYUTENbHOM CTEMeHW CBs3aHbl
C MosiBNeHVeM MePBOro KOPOHAPHOTO COBLITUS Mpu
JanbHenwemM HabnoneHnn. YposHu cek®DJTA2 Gbinn
3Ha4YUTENbHO BbILLE B rpynne ¢ pa3suBLluenca NBC, yem
B KOHTponbHou rpynne. CyliecTBoBana LOCTOBEPHas,

HO cnabas koppensauns mexay maccor cekPITA2-11A
N aKkTMBHOCTbIO ceKDJTA2, ¢ BonblUMM NPOrHOCTNYe-
CKMM 3Ha4eHVeM A1 NoCSIeHero.

3ak/ilouyeHmne

[laHHble KNNHNYECKMX NCCNefoBaHMI NOKa3bIBaOT
B3aMMOCBA3b YPOBHA 1 akTMBHOCTU ceKDJTA2 ¢ BbIpa-
>KEHHOCTBIO KOPOHAPHOMo aTepockneposa 1 AoKasbl-
BaloT BO3MOXHOCTb cek®DJIA2 BbICTynaTb B Ka4ecTe
JLOMONHUTENBHOTO MPEeAVKTOpa Pas3BUTUS Hebnaro-
NPUSATHBIX CEPAEYHO-COCYANCTbIX COOBLITUM, TakMX Kak
HecTabunbHas cteHokapaus, UM 1 cmepTb y BonbHbIX
NBEC, a TakXe ABNSeTca He3aBUCMMbIM NPeaVKTOPOM
Pa3BUTUSA CePAEYHO-COCYAMCTbIX 3a00neBaHn y 300-
POBbIX NLL.
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