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Pestome

Bseaenne. Aopraabubiii ctenos (AC) — TpeThs IO 9acTOTe IMPUYMHA CMEPTH OT CepPAEIHO-COCYAUCTHIX 3aboaesanmit. AC sBAseTcs
MyAbTU(PAKTOPHEIM 3a001eBaHMeM, IPU HTOM AUCAUTIMAEMUS — OAMH U3 BO3MOKHBIX STHOIIaTOTeHeNMIeCKUX MeXaHI3MOB ero PasBUTIL.
Cewmeitnas runiepxoaecrepunemus (CI'’XC) npeacrapasier coboii reHeTHYecKoe 3a001eBaHe ¢ IIOBBIIIIeHeM YPOBH:I OOIIIero XoecTepyuHa
(OXC) 1 x0aecTepuHa AUTIOIPOTENHOB HU3KOM 1aoTHOCTU (XC AHIT) ¢ poxxaenns.

Ilean: npoaHaan3nposaTh BKAa AVCAUIIMAEMUN U IIOBBIIIeHHOTO YpoBH: /r1(a) B popmuposanne AC y nanmentos ¢ CI'XC.

Martepuaast n MeToabl. O6caesoBano 134 maruenra ¢ rereposurotHoit CI'XC (cpeanmii Bozpact 52,943,2 aet, my>xunH 85 (63,4%)),
u3 nux y 10 (7,46%) nanuentos seisisaen AC. CI'XC auarnocrtuposaaack 1o kpurepusam Dutch Lipid Clinic Network. Konnenrpammio
aunornporenga(a) (Arm(a)) mamepsiau ¢ IIOMOIILIO TYPOOMETPUYECKOro MeToa.

PesyabraThr. ¥ maumentos ¢ CIXC u AC srrasaensr 60aee seicokue yposuu OXC (11,88+1,83 mMoan/a o cpasaeHmio ¢ 9,85+1,47
Mmoab/a 6e3 AC, p<0,01); XC AHIT (9,24+1,2 MMoab/a 110 cpaBHeHUIO ¢ 7,23+1,34 MMoab/a 6e3 AC, p< 0,001). Yposens TT nossimaer OIII
AC B 2 pasa (OIII 1,97 [1,33; 2,87], p=0,0007). YBeanuenne Ar(a) Ha 1 equanity usmepenns (1 r/a) mpusoanrt k nossimenuio OIII AC 5 10,6
pas (OIIAC =10,5 [5,0; 21,9] p=0,0017).

Buisoapr: [Tospimenne yposus OXC u XC AHIT, TI, Arn(a) accouymupyercs ¢ passutreM AC y nmanuenTos ¢ CI'XC.
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Summary

Introduction. Aortic stenosis (AS) is the third leading cause of death from cardiovascular disease. AS is a multifactorial disease, and
dyslipidemia is one of the possible etiopathogenetic mechanisms of its development. Familial hypercholesterolemia (FH) is a genetic disorder
characterized by elevated total cholesterol and low-density lipoprotein cholesterol levels from birth.

Aim: to analyze the contribution of dyslipidemia and elevated Lp(a) levels to the formation of AS in patients with FH.

Materials and methods: 134 patients with heterozygous FH were examined (mean age 52.9+3.2 years, 85 (63.4%) men), of which 10
(7.46%) patients were diagnosed with AS. FH was diagnosed according to the Dutch Lipid Clinic Network criteria. Lipoprotein(a) (Lp(a))
concentration was measured using the turbometric method.

Results. In patients with FH and AS, higher levels of total cholesterol were detected (11.88+1.83 mmol/l compared with 9.85+1.47 mmol/l
without AS, p<0.01); higher levels of LDL cholesterol (9.24+1.2 mmol/l compared with 7.23+1.34 mmol/l without AS, p<0.001). An increase
in Lp(a) by 1 unit of measurement (1 g/1) leads to a 10.6-fold increase in the OR for AS (OR = 10.5 [5.0; 21.9] p=0.0017).

Conclusions: Increased levels of total cholesterol and LDL cholesterol, Lp(a) are associated with the development of AS in patients with FH..

The role of extraoral TAS2Rs and mechanisms of its regulation remain uncertain, that requires further research, including the field of
respiratory pathology.
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Dyslipidemia as a cause of aortic stenosis. Review of literature and own experience

of monitoring patients with familial hypercholesterolemia

Crenos aopraassHoro kaanana (AC) — nauboaee
gacToe 3a001eBaHIe KAaIllaHHOTO allllapaTa cepAlia
[1]. AerenepaTUBHBIN CTEHO3 a0OPTaAbHOIO KAallaHa
(AK) — TpeThs 110 yacTOTe NpUYMHA CMEPTH OT cep-
A€JHO-COCyAUCTHIX 3a00aeBannii (CC3). 3a mocaea-
Hee JecATU/eTHEe JacTOTa pa3BUTH 3a00AeBaHM
HeYyKJAOHHO pacTeT. B cBs131 ¢ BrICOKOI pacnpocTpa-
HEHHOCTBIO 4aHHOTO 3a001€BaHNs Y ANL] ITOXKIA0TO
BO3pacTa (4acToTa gereHepatusHoro AC cocrapasier
4-5% y aun crapiue 65 aet, a y an1 crapire 80 aeT
15-20%) [2, 3] n oTcyTcTBMEM DPPEKTUBHOTO MeA M-
KaMEeHTO3HOTO AeYyeHNsI Ha HACTOSIIUIT MOMEHT [4]
npejroaaraeTcs 3Ha4MMBbIil pOCT 4aCTOTHI BCTpeva-
€MOCTU AaHHOTO 3a00/1eBaHUsI.

/JlereHepaTuBHBIN KaAbllMHUpOBaHHBI AC He-
3aBMCHMO OT CTEIIeHM €ero TSIKeCTM HIPUBOAUT K
IIOBBIIIEHHOMY PUCKY pa3BUTUsA MHPapKTa MUO-
KapJ4a, HapyIIeHUIO MO3TOBOTO KpOBOOOpaIleHms,
cepAeyHOll He40CTaTOYHOCTH U BHE3alHOM cMep-
TH, ABASACH KU3HEYTPOXKaAIOIIUM COCTOAHMEM [5].
B cBs3M ¢ ®TUM BBISIBA€HNE OCHOBHBEIX (PaKTOPOB,
CIIOCOOCTBYIOMINX Pa3BUTHUIO U IPOrPeCCUPOBAHNMIO
AC, xpaiiHe Ba>kHO.

B HacTosmee BpeMs Ha Begylllee MeCTO cpeau
npuunH pa3putns AC BLIXOAUT gereHepanis (Kaab-
IMHMpPOBaHMe) CTBOPOK HOPMaAbHOTO TpeXcTBopya-
TOTO aopTaAbHOro KaanaHa (AK), Ha 40410 KOTOpOII
npuxoaurcsa nodtu 80% caydaes. PeBMaTnyeckas
BTUOAOTUSA BCcTpedaeTcs cero y 10% 60apHBIX €O
CTEHO30M YCThsl aOpThl, HpUYeM yallle BCero B Ta-
kux caydasax AC compoBoXgaercs HOpa’keHueM
MUTPaAbHOIO KJallaHa, T. €. He ABASETCS M30AU-
pOBaHHBIM [6].

DTHUoIaTOreHeTU4YecKme
acnekTol passutusa AC

AC aBasiercss MyabT¢aKTOPHBIM 3a001€BaHIEM,
MMEIOIIMM CXO>KI/e MeXaHM3MBI Pa3BUTH C aTepo-
CKAepOTHNYeCcKOl KOpOHapHOI 60Ae3HbIO cepalia [7].

/JloKazaHo, 4TO KAallaHHBIN KaAbLIMHO3 ITPeCTaB-
AsteT co0OI aKTUBHBIN MaTOAOTMYECKUI Ipoliecc,
BKAIOYAIOIIUIl XpOHMYeCKOe BOCHaleHue, AUINA-
HyI0 MHQUABTpauuIo [8], oOpa3oBaHMe KaAbIIVIEBBIX
AETIO3UTOB, aKTUBAIIUIO PeHNH-aHIMOTeH3MHOBO
cucremsl [9]. LlenTpaapHpiMK B 11aT0$PU3NOAOTUN
pas3BuTUs gereHepaTuBHoro creHosa AK sapasiorces
MeXaHM4YeCKIil CTpecc 1 oBpexxgeHne cTopok AK
[10]. TemoauHaMM4ecKuit cTpecc IPUBOAUT K MO-
BpeXAeHnIO 1 AMCPYHKIIUN DPHAOTEAUS B CTBOPKaXx
KJAamnaHa. Jasee IpOMCXOAUT aKKyMyAAL M AUIIN-
A0B B 004acTy BocnaAeHns, npenMyiectseHHO XC
AHIT u An(a).

ITponecc popmuposanusa AC MOKeT OBITh YCAOB-
HO pa3Je/eH Ha ABa ®Talla: HadaabHYIO a3y, Koraa
MpeBaAUpYyIOT AUNUAHAs NHPUABTpAINs, ITOBpe-
JKAeHMe U BoCIaldeHMe B KaallaHe, U (asy IIpo-
rpeccMpoOBaHMs, KOIja aKTUBUPYIOTCA ¢aKTOPHI
npokaasnudukanum u mnpoocreoreresa [11], gro

COIIPOBOKAAETCA YTOAIIEHNEM CTBOPOK, MX CKAe-
posupoBaHMeM, KaAbUMUIIMKaLeil 1 IoTepeit
MMOABVKHOCTH; B CTBOPKaX OTKAAaABIBAIOTCS AUIINA-
HBIE A€TIO3UTEI, PAAOM C KOTOPBIMU (POPMUPYIOTCS
MuKpokaapumHatsl [12]. Cunraercs, uro ¢popmu-
poBaHIE MUKPOKAaAbLIMHATOB CBA3aHO C KJA€TO4Y-
HOIT TM0eAbIO, BBHICBOOOKAEHMEM allOITOTUYECKUX
Teaer], MOP(POAOTUIECKN CXOXKUX C MAaTPUKCHBIMIU
Be3UKyJlaMU KOCTeJl, COoAep>KaIlMMM KOMIIOHEH-
THI, HeOOXOAMMBIE 4451 0Opa3oBaHMA KaAbIIMEBBIX
KPUCTaAA0B: KPUCTAAAbl IMAPOKCHANaTUTa MOHEI
KaAbLNs U HeopraHn4deckoro ¢pocdara [13].

Aeno3uTe Iujpokcmamnarura IIpOBOLUPYIOT
IIPOBOCHAaANTEABHEIN OTBET MaKpodaros, co3Aasasd
IIOPOYHBII KPYT «KaAbIM(PUKaUI-BOCIIaleHIE» B
aebioTe saboaesanus [14]. B pase nmporpeccuposa-
HIA AUNNAHAS MHPUABTPpaUUs U A0KaabHOE BOC-
ITaJleHNe OTXOAST Ha BTOPOII I14aH, YCTyIIas MeCTO
mporeccaM akTupHOV occuukanun. IIpm AC
Ko//areH Hakanansaetcsa B AK, cosgaBast ycaosus
AAs AOMUHUPYIOIIEN B II0CAeAyIOIeM KaAbIlupu-
Kanuu. Otu GudbpoTUIecKe IPOLecCH B KAallaHe
IpoTeKaloT Ha OHe ITOBPEXAEeHNs DHAOTeAN: [16]
U CHVDKEHUS IMPOAYKIIMI OKCUAa a30Ta, aKTUBU3a-
nuu PAAC [17]. lokaabHO B KAamlaHe IIPOMUCXOAUT
mpeobpaszosaHue aHrnorensnHa I B anrnorensus II,
oKaszbIBaomuil mpodpudpormdecknit apdexr [18].
B xaap1iMHMPOBAHHEIX KAallaHaX IIpeo01ajaeT DKC-
Ipeccust peLenTopos 1 Tulla, YTo CIIocoOCTBYeT pas-
BUTHIO pUOpOTIIECKNX ITponeccos [18]. AkTusupo-
BaHHas1 PAAC Ha cucTeMHOM ypOBHe CITOCOOCTBYeT
BOBHIKHOBEHMNIO U IIePCUCTUPOBAHUIO apTepualb-
HOJI TUIIEPTEH3UM C IOBBIIIEHVEM MeXaHUYeCKOIl
Harpysku Ha aopTaabHbIN KaamaH [19]. Ocreono-
PpO3 He3aBMCUMO OT BO3pacTa IaljieHTa, HOBbIIIa-
eT PUCK Pa3BUTU COCYAUCTON KaAbUUPpUKAIINU U
CIIocoOCTBYeT yXYAIIEHUIO ITPOTHO3a, CBI3aHHOTO C
CepAeIHO-COCYANUCTHIMU 3ab0aeBanuamu [20].

KonkpeTHble TeHeTHYeCKMEe TIPEAUKTOPH Kalb-
uuduKauMy HeM3MeHEeHHOIO a0pTaAbHOIO KAallaHa
B HacTosIIIee BpeM:I He M3BecTHHI. OIICaH «I'eH Kaa-
nanHo Kaapnudukanun» NOTCHI B xpomocome
9q34-35. MyTauus B 9Toi 004acTU CIIOCOOCTBYeT
¢popmuposanmio kak asycrsopuyatoro AK, Tak n
yCKOpeHHON Kaapnudukauuy HopMmaabHoro AK
[21].

B monyasnum OGOABHBIX KaAbIVMHMPOBAHHBIM
Iopa’keHleM aOpTaAbHBIX CTBOPOK BBIABAEHO IIO-
BBIIIIEHE CpeAHNX 3HAauYeHNII OoDIIero xoaecrepu-
Ha (OXC), xoaecTepuHa AUNONPOTENHOB HU3KOM
naotHoctu (XC /HII), tpurannepugos (TT) u
aunomnporenHa(a) [22]. Ilpuuem yposenr OXC oka-
3aAcCs BBIIIIE, YeM Yy OOABHBIX NIIIeMUYecKol 00aes-
HbIO cepana. DtuorponHas poab XC AHII B mossI-
IIeHNM pUCKa pa3BUTHU KAallaHHOTO KaAbIIMHO3a
npogemoHcrpuposana B Cardiovascular Health
Study [23], a TakxXe TOATBep>KJ€eHa B pside Uccae-
AoBaHui [24-26]. Aucannuaemus MoXeT paccMa-
TPUBAThCs KaK CBA3YIOIIee 3B€HO MeXXAy IoTepert
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KOCTHOJ TKaHM M KAaIlaHHOW KaAbLMQUKaIMel:
IalyeHTh ¢ D0Aee HM3KOM IIAOTHOCTLIO KOCTHOM
TKaHM ¥ OCTEOIIOPO30M CTpajaloT DoAee TAKeABIM
aTepoCcKAepOo30M U KAallaHHBIM KaAbIIMHO30M [27].
B ®xcmepumeHTe Ha JKMBOTHBIX ITIOKa3aHO, YTO I'-
nepaunuiemMnus Ha ¢QoHe TUIIEPXOAeCTepPUHOBON
AVeTBl YyCUAMBaeT OKMCAUTEABHBIN CTpecc B DHJ0-
TeAUM CTBOPOK KJAallaHa, IIPUBOAS K IOBBIIIEHUIO
cogep>kanms okucaeHHsix /IHIT 1 BocrnaauteapHoM
MHQPUABTpAIIUM TYYHBIMU KAeTKaMU, MakpodaraMm
u T-aumdonunramu [28]. Kanunueckas accormanys
AHII n xkaap11MHO3a aOpTaAbHOTO KAallaHa OILleHe-
Ha B uccaegosanu CHARG [29], rae reHeTuueCcKu
o0ycaosaennoe nossimtenne XC AHIT npusoaunao
K yBeAMYEeHMIO YacTOTHl KakK KaapnmuHosa AK, Tax
" KaAbLIMHMPOBAHHOTO aOpTaabHOTO CTeHOo3a 3a 15
aet HabawoaeHus. Poas XC /BI1 B popMuposanun
KaapuHUposaHHoro AC TpeOyeT yTouHeHUs. AH-
THaTepOTeHHbIe I IPOTUBOBOCIaAUTeAbHEBIe CBOJI-
crBa XC /BII npensarcrsyior ¢popMUPOBAHUIO U
IporpeccupoBaHnIo 3aboaeBaHUs. YCTaHOBAEHO,
yro yseanuenue coornomenust OXC/XC ABIT u
HU3KUI ceiBOpoTOuHH yposeHb XC /BII cBa3a-
HBI ¢ ObicTpBIM HIporpeccuposanneM AC [30]. bo-
Aee TOTO, B YeA0BeYeCcKMX KJAallaHaX, IOpa’keHHbIX
KaAbLIMHO30M, cogep:kanue /IBII cuuxeno [31].
INTotennnaasHas npotekTusHas poas XC /ABII npu
AC MOKeT peaan3oBaThCs yepes peAyInpesKeHne
okucaenus XC /AHII, akTusanmuio skcrpeccum Mo-
A€KyA aare3myl, yBeAMdeHNe IPOAYKIIUM OKCHAA
asoTa 1 MHTMOMpoBaHue artonTo3a [16]. Tem He me-
Hee, ApyTUe MCCAe]OBaHUs CBUAETEALCTBYIOT, YTO
yposenb XC /IBII moxeT crtoco6cTBOBAaTh Pa3BUTUIO
AC. B yaaaeHHBIX BO BpeMsI ollepaluii aOpTaabHbIX
JeA0Be4YecKMX KAalaHax aroaunonporenH Al, co-
aepxammniica 8 XC /IBIl, aokaansoBaacst BHYTpHU
KaAbLIMHATOB ¥ MHMULIMMPOBAaA MPOAYKUIUIO aMMU-
A0MJa, KOTOPHI CIIOCOOCTBOBaA TpaHCchOpMaLuu
MHTEePCTUIMAABHBIX KJA€TOK B ocTeoOaacTel [32].
Vccaegosanus, nposegeHHble Ha KpOAMKax C I'U-
IepxoJdecTepuHeMueli, IOKa3aal, YTO BBeJeHUe
cTuMyasTopa anoAl BeI3bIBaeT KaAblMPUKAIIIIO
AK u ¢popmuposanue AC, mpu TOM IPOUCXOAUT
KaK yToAIlleHle CTBOPOK, TakK I Cy>KeHle IIpocBeTa
kaanaHa [33]. B gonnoanenne x xoaecrepuny /1HII
U AUTIOIIPOTENHY (a) CYIeCTBYIOT ApyTue GpaKTOPHI,
Takue KakK BO3pacT, apTepuaaAbHas TMIIepTeH3s,
IpONPOTEMHKOHBepTa3a CyOTUAN3UH/KEeKCUH 9-TO
tuna (PCSK9) n tpuranuepmuabl, KOTopble MOTYT
criocoocTBoBaTh passutuio AC [4].

ITospimennst yposens TI' m pemHaHTHOTO XO-
JAecTepuHa CBsi3aH, B TOM YlMCAe M TeHeTU4ecku, C
MOBBIIEHHBIM pucKoM passutnsa AC, 4To gaet 0o60-
CHOBaHMe poAM NOBbIIeHHbIX ypoBHeit TT. Huskui
yposens XC /1HII, BeposiTHO, yMeHbIIIaeT pa3BUTHE
AC, a Takxe 1 ullieM4eckoii 0oaesHu cepaiia [34].

®axTopn! pucka, cesazanHsle ¢ AC, MOXXHO pas-
AeAUTh Ha TPpU TUIIA: gereHepaTUBHbLIe, TeMOMHa-
Muueckue u metaboanmyeckue [4].

B nocaeanune roasl aKTUBHO 00CY>KAaeTCsA CXOA-
CTBO ITPOLIeCCOB, IPUBOAAIINX K CEHUABHOMY (BO3-
pactHOMy) KaabpuuHo3y AK c arepockaepo3oM n
ocreoreHe3oM. Kaapnudukanus nponcxoaur B pe-
3yAbTaTe reHeTU4eCK) AeTepMIUHNPOBaHHOIO ayTo-
MMMYHHOTO BOCIIa/€HILs1, KOTOpOe COITPOBOKAaeTcs
HapyllleHreM OadaHca MeXAy oOpasoBaHeM U pas-
pylIeHneM BHYTPUKJAETOYHOTO MaTpuKca (4e30p-
raHM3anus KoaAJlareHa, parMeHTanus 5AacTHHa,
¢pubposuposaHne, sKTONMYIECKas KaabIUPUKAIVI
KJAaIllaHHBIX CTPyKTyp). Ilpu ®TOM ®aacTmueckas
MeMOpaHa CTBOPKM IIOrpy>kaeTcs B ee O0oaee ray-
OoKue cA0M U IPOMCXOAUT paspylleHne DHA0Te AN
IyTeM alloITo3a, YTO, T0-BUAMMOMY, yKa3blBaeT Ha
reHeTUYeCcKyIo Ipe oI peleAeHHOCTb 9TUX IIpoljec-
coB. B MecTe mopakeHus: HauMHaeT yCUAMBATLCS
KAeTOYHasl MHPUABTpalMs HpyU aKTuBuzauum T-
aumdonuros (T-xearepos), KoTopsie BeIpabaThIBa-
10T Y-MHTepQepOoH. YBeANdnBaeTcs CHHTe3 KoAAare-
Ha, DKCTPaleAAl0AspHOTO MaTPUKCa, a TaKXe CUH-
Te3 MapKepoB I1a4KOMBIIIIEYHBIX KA€TOK (-aKTUHA I
AecMuHa. B gaapHerimeM Ha Makpodarax, OCeBIIIX
Ha CTBOPKaX, CMHTe3MPyeTCs OCTeOIIOHTHH, peryAu-
pYyIOIINIi Iporeccs occupUKaINMy U KaAbIIMHO3a
[35, 36].

MHoro o0111ero nporieccs! KaabIuQuKanum cTBO-
pox AK umeror u ¢ atepockaeposom. Kak u npn
popMupoBaHN aTePOCKAEPOTUIECKUX OAAIIEK, B
MecTe OTA0XKeHMUs KaAblUs OOHapy>XXMBAIOT aTepo-
reHHbIe AUIIOIIPOTeN ALl I MeAMaTOPHl BOCIIaAeHNs
(makpodarnu, T-aum¢onutsr). Kpome toro, npu ru-
CTOAOTUYECKOM MCCAeAOBaHUM CTBOPOK KaAbIIMHY-
posanHoro AK 05140 BBISIBA€HO, 4TO UX CTPYKTypa
MMeeT HeKOTOPOe CXOACTBO C aTepPOCKAepOTUIeCKON
6aamkoii. OgHaKO MHeHM:A aBTOPOB Ha DTOT CYeT
pas3AmndaioTcs, HeKOTOpble M3 HUX I0AaraioT, 4To
CXOACTBO C aT€pPOCKAePO30M OIpaHMYMBAETCs Pas-
puBatomumcs npu AC socriaseHueM, OTA0XKeHUeM
AununAoB u Kaasiudukanuen [35-36]. Kak u npu
aTepoCKAepo3e KOPOHapHBIX apTepuil, UHULIIUUPY-
omuM MexaHusMoMm ¢popmuposanusa AC saBaser-
csl PHAOTeAnaAbHasA AMCPYHKINS C IT0CAeAYIONUM
Ccy0®HAOTeAMaAbHBIM HaKOILAeHMeM OKMCAEHHBIX
AUINNAOB ¥ AMIIONPOTENAOB (IIpeuMyIecTBeHHO
Xo/ecTepuHa AUIIONPOTEUAOB HU3KOM ITAOTHOCTY
(XC-AHII) n aunonporenga(a) (Am(a)), mpusoas-
mex K MEuAbTpanun mMakpodaramu u T-kaet-
KaMM, C IIOCAeAyIOIIMM BOCIIadeHMeM, a TakxkKe C
peMogeanpoBaHleM BHEKAETOYHOTO MaTpuKca U
Kaapuudukanuei [37-39]. Boraeaensr obmne ¢ax-
Topsl pucka (PP) AC 1 KopoHapHOIO aTepoCcKAepo-
3a: BO3pacT, My>KCKOJ1 1104, KypeHue, apTepuaibHas
runepronus, yposenb XC/AHII, u aunonpoTtena(a)
[40]. Oanako xaaprmepukanus crsopok mnpu AC
COIIPOBOXKAAeTCsA IIOBLIIIEHMEeM MX >KeCTKOCTH, B
IIPOTUBONOAOXKHOCTL DTOMY IHIpPU KOPOHAPHBIM
aTepoCKAepo3e KAIOUeBBIM MOMEHTOM SBASIeTCs
paspbIxJeHle, HeCTaOMABHOCTh aTepOCKAePOTIUYe-
CKOT1 OASIIIKM.

34 NEW ST.PETERSBURG
MEDICAL RECORDS

Ne1[104 | 2025 | 32-43

HOBBIE CAHKT-TIETEPBYPTCKIME
BPAYEBHBIE BEAOMOCTIU



OB3OPLI ANTEPATYPHL
LITERATURE REVIEWS

Dyslipidemia as a cause of aortic stenosis. Review of literature and own experience

of monitoring patients with familial hypercholesterolemia

Ha ceroagnsammnmnii geHs gokasaHa poasb /rm(a) B
passutun AC [41-42]. iaTepecHo, 4TOo cienuduye-
ckoit poanu Ar(a) B passutun AC y malimeHTOB € yKe
nmerotnericst VIBC He BoisiBAeHO [7]. Ali(a) cocTonuT 13
AHII-togo6H01 yacTuiel un arrodeaka(a) (aro(a)),
KOTOpPHIi HeceT Ha ceOe 3HaUMTeAbHOE KOAUMIECTBO
MIPOBOCIIAANTEABHBIX OKMCAEHHHIX (POCcPOANIINAOB
[42, 43]. Ano(a) npeacTaBasieT coboit OeA0K, KOAU-
pyeMblit reHoM LPA, roM0A0r1MyHEIN I1Aa3MMUHOTe-
Hy [43]. TouHbIN TaTOPU3MOA0IMUECKIUIT MEXaHU3M
aTeporeHe3a U PasBUTUA aOPTaAbHOTO CTE€HO3a Ha
¢omne Bricokoro /l1(a) Hen3BecTeH. ATEPOTreHHOCTb
An(a) B mects pas poimre, yem XC AHII, n moxer
OBITH OIOCpesOBaHa He TOABKO €ro yCKOPeHHBIM
HaKoOIlJ1eHleM B aTepOCKAePOTUYECKON OAsIIKe,
HO U ydacTueM B KJAeTOYHOII Iepejaye CUTIHAAOB
[44]. Kpome TorO, Am(a) ycmansaeT aKTUBHOCTD
XPOHIYECKOTO CyOKAMHMYECKOTO BOCIaJAeHMsI U
IIporpeccupoBaHms pocTa aTepoCKAepOTHIeCcKOil
0ASAIIKM, B TOM 4MCA€e 3-3a €r0 B3aMOAENCTBIS C
okncaeHHBIMU Ppochoannngamu [43]. OxucaeHHbIe
docPoannuasl nepenocarcs /m(a) IocpeicTBOM
KOBa/ZeHTHOIO IIpUCcOejNHeHNs K arno(a), mogaep-
JKIBas XpOHMYECKOe BOCHaldeHUe, aTeporeHe3 I
poreccel Kaapuudukanuu [45]. Yactuisr sToro
AUIIONpOTEeMHA IPOHUKAIOT Yepe3d MHTUMY CTBO-
POK aopTaAbHOIO KAallaHa, BBI3bIBas BOCIladeHMe
U KaApIupUKaINIO ¢ IocaeAyIoleil sepopmMariyernt
CTBOPOK [45].

B 6oaee panHux pekoMeHJalMAX ¥ KOHCEHCYC-
HBIX 4OKyMeHTaX IIOPOTOBBIM 3HaueHMeM YPOBH:I
/l11(a)B CHIBOPOTKE KpOBU cIUTaACA ypOoBeHb 50 mr/
AA MAU BpIle, MoBbIMaomtero 10-aetumit puck [44].
Ocenpio 2022 r. EAS ony641KoBaA0 coriacuTeasb-
HBII AOKYMeHT O poau /1i(a) Kak B IIOBLIIIIeHUI PU-
cka ACC3, tak 1 aopTaabHOTO cTeHO3a [44]. Kon-
ceHcyc EAS 2022 r. onpegeana MOporosoe 3HaYeHNe
An(a) aas «uckaodenns» pucka CC3 menee 30 mr/
AA [42]. B kanHngyeckux pekoMeHdanusax Poccuii-
CKOTO Kapauoaormyeckoro oodmectsa «Hapyre-
HUS AUNINAHOro obMeHa» 2023 r. Tak>ke oTaeAbHOe
BHMMaHUe yJe/AeHO InIepAnIionporenseMun(a) u
€ro IIOPOTOBBIM 3HauYeHUAM AAas1 onpegeaennus CCP
U M0AX04aM K KOPpeKIMM AaHHOTO HapyIleHN:d
[46]. Ananazon snauennit An(a) mexay 30 mr/aa
n 50 Mr/aa ABAseTCS «Cepoii» 30HOM, KOrja cae-
AyeT y4UTBIBaTh BO3MOSKHBINM PUCK, CBSI3AHHBIN C
An(a), a takxe apyrue ¢pakropsl pucka CC3 [42,
46]. Ilpu snauenun An(a) >180 mr/aa puck CC3
9KBMBaJeHTeH PUCKY HaIMeHTOB C IeTepO3UTIOT-
HOIl ceMerliHOl runepxoaectepuHemuenn (CI'XC)
[46]. Konnentpauus /m(a) B KpoBU reHeTUYeCKN
o0yca0BAeHa U coXpaHseTcs Ha O4HOM ypOBHe B
TedeHMe BCeil JKM3HU YeA10BeKa, 04HaKO BO3MO>KHEI
He3HauylTeAbHble KOAe0aHIs ero YpOBH:.

Poap /m(a) kak gaxropa ra00aapHOTO cepAed-
HO-COCYyAMCTOIO pICKa IIpejcTaBAeHa Ha PUCYHKe.

He asnaeTca OP

YposeHs /in(a) BEHO3HbIX TROMBO30B

reHeTHU4ecKkn
neTepMHHWpOBaH

|

Nn(a) >50mr/an
He3aBMcumMblil OP ACC3

ACC3 — aTepocknepoTuydeckne cepaedyHo-cocyaucTole 3abonesanus, Nin{a) — nunonpoTtenn(a), PKIM — paHoomusnpo-
BaHHble KNMHMYeckne nccnegoeaHna, CCP — cepgedHo-cocyaucTeii puck, @P — dakTop pucka

Nn{a) ponxeH BeiTe OLEHEH
MUHKUMYM pas B XW3HK
= Y BCEX B3POCNbIX

WuTtepnpetayua yposHs Nn(a)
NPOBOOWTCA B KOHTEKCTE
obujero CCP

DoKyC Ha YyNpaBneHWe U3BECTHBLIMI
®P: koppekuua obpa3za XKM3HK
W MeMKaMeHTO3Han Tepanua

Cneundyeckan hapmakoTepanusa
runepnunonpoTenHemimm(a)
HaxoauTtea B dhazax [/l PKK

Pucynox. Aunonpomeur(a) kax paxmop 2a00arvH020 cepdeuro-cocyducmozo pucka cozaacto Creative Commons Attribution-
NonCommercial NoDerivs License (https://creativecommons.org/licenses/by/4.0/) (yum. no E. A. Iloasikoea [45])
Figure. Lipoprotein(a) as a global cardiovascular risk factor according to Creative Commons Attribution-NonCommercial-
NoDerivs License (https://creativecommons.org/licenses/by/4.0/)
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OB3OPHI A TEPATYPHI
LITERATURE REVIEWS

ITockoapky kaapriuHMpoBaHHLI AC B O0ABIINHCT-
Be cAydJaeB pa3BlUBaeTcsa Ha GOHe IMIIepANTINAEMIN,
OTUYHO IPeAIIOAOXKUTE, YTO MeAMKaMeHTO3HasI KOp-
peKUs HapyIeHniT AN AHOTO 0OMeHa Moraa OBl 3a-
MeAANUTH IporpeccrupoBaHue 3a00.1eBaHIs UAN AaKe
BBI3BATh €O perpecc, 4To HabAI04aeTcsl, HalpuMep,
Ha (pOHe MPUMEHEeHISI CTaTNHOB IIPY aTePOCKAEPO3e.
CymiecTByIOT IPOTUBOpEYNBbIEe AAHHBIE O BAVSHUU
Tepanuu cTaTMHaMU Ha cogep:kaHue /lm(a) B CbIBO-
poTtke Kposu [48]. B HecKOAbKUX DKCIepUMeHTaAb-
HBIX JCCAeAOBaHUAX OBLAO IPOAEMOHCTPVPOBAHO,
9YTO CTAaTUMHBI CIIOCOOHBI OAOKMPOBaTh CUTHAABHBIE
MOA€KyAbl, MHUIuupyomue GopMUpoBaHIie yIacT-
KOB KOCTHOM TKaHM B Kaamase [11]. IIpumenenue
VMMEHHO CTaTMHOB Ha PaHHUX CTaAVIX KaAbLVHUPO-
BaHHOTO AC momoraao orcpounts GOpMUpPOBAHNIE
aopTtaabHOro creHosa [49, 50]. OaHako cymiecTByIOT
JaHHBIEe ITPOCTIEKTUBHBIX I11a11e00-KOHTPOAMPYEMBIX
MCCAeA0BaHMIA, CBUAETEABCTBYIONME 00 OTCYTCTBUA
¢ PexTa Tepannu cTaTMHAMU IIPY KaAbBIIMHUPOBaH-
nom AC [51, 52].

He noaydeHo Takke gaHHBIX O CIIOCOOHOCTH 3€-
TuMMOa cHY>KaTh yposens /ii(a) [53].

PCSK-9 rapreTtnas Tepanus IpogeMOHCTpUpPOBa-
/1a BO3MO>KHOCTB CHIKeHM:1 ypoBH: /11(a) Ha 25-30%
[54-56].

ITockoabky cunTes u cekperius PCSK-9 obnapyxe-
HBI B TKaHAX cTBOpoK AK, mHrnbmposaHme 4aHHOTO
¢epmenTa MOXeT MpeACTaBAATh COOOM TepaneBTu-
yeckyto crpareruio npu AC [57].

Koppekuust o6pasa X13Hu He IPUBOAUT K CyIIIeCT-
BEeHHBIM M3MeHeHUAM /lm(a). B HacTos1ee Bpems He
CYIIeCTByeT JAeKapCTBEHHEIX IIperapaTos, 0400peH-
HBIX A/ 11eA€BOT0 BO3AeMCTBI:A Ha YpoBeHb /11(a), Ho
uayt uccaegosanmst 11 u III ¢pas HOBEIX mpenapaTos
(HammpuMep, meAaKapceH, OANacypaH, MyBaJaIlAVH )
[58, 59]. [IpoaemoHCTpMpOBaH BKAaj aazMadepesa
B cHYKeHue yposHs ii(a) [60].

byaymue mccaesoBaHms ornpeseaeHHO AOAKHBI
OLIeHUTDb B3aMMOCBs3b MexXay /r(a) M cKopocThIo
nporpeccuposannsa AC, a Taxke OTBeT Ha criennudu-
4ecKylo Tepaluio, CHIKaIoIyIo yposens /r(a) [61].
Pemaromas poas Ar(a) MoxxeT OOBACHUTH OTpaHU-
4eHHYIO 9(PPEeKTMBHOCTD TepaIny, CHIKaIOIIEe ypo-
BeHb xoaectepuna npu AC [62-63].

IToMnMO MMPOKO M3BECTHBIX MOANPUIINPYEMBIX
¢axropos pucka CC3, B 1mocaeanee BpeMsi aKTUBHO
U3y4JaeTcs POAb reHeTNIecKNX (paKTopoB, IIPOBOCIIa-
AUTEABHBIX aT€HTOB, MapKepOB ayTOMMYHHBIX 3a00.1€-
BaHUI, U Ap. [64].

AC y nanueHTOB ¢ ceMelHOi
TUIepxoaecrepuHeMmen

CI'XC sBAsteTCsl ayTOCOMHO-AOMMHAHTHBIM 3a00-
AeBaHMeM, 00yCA0BAeHHBIM HaAdueM MyTall/ii B Te-
Hax pellenTopa AUIIOIIPOTENAOB HU3KOM IIAOTHOCTU
(LDLR), annobeaka B (APOB), PCSK9, a B ayTocomHO-
perieccuBHOM popMe — B reHe OeaKa-aganTepa periern-
TOpa AUTIOIPOTeNA0B HI3Kou naotHocT (LDLRAPT),
COITPOBOKAAIOIIMXCS 3HAYMMBIM IIOBBLIIIIEHI €M YPOB-
Ha XC ZAHIT c poxxaenns [65]. B 3aBucumMocT oT Hacae-
AOBaHM: pa3AMYalOT IeTePO3UTOTHYIO 1 TOMOBUTOTHYIO
¢opmsr CI'XC. Hanboaee Tsxeasm BapuanTom CI'XC
SABASIETCSI TOMO3UTOTHas POPMa, SABASAIOMIAsICA PeAKIM
(opdannbIM) 3a001€BaHIEM U BCTPeYalOIIascs B IIOIIy-
Asuyn y 3—6 yeaosek Ha MAH [66]. Yposens XC /IHITy
nanuenTos ¢ romo3urorHont CI'XC moxkeT gocturath
12-14 MMOADB/A C POXKAEHUS], B CBSI3U C YEM PUCK pas-
sutnst CC3 KpaiiHe BBICOK y>Ke B 4eTCKOM U MOAOAOM
Bo3pacte [67, 68]. I laTOrHOMOHMYHBIM IIPU3HAKOM I'O-
moszurotHol CI'XC siBasieTcs mopaskeHne KOpH:sI aOpThI
I aOpTaAbHOTO KAaraHa, BcTpevaroruecs B 63-100%
caydaes [67], a Kaabl¢UKaLVsL aOpTaAbHOTO KAaITaHa
aocturaet 100% [69, 70].

I'eteposurornas popma CI'XC (reCI'’XC) Bcrpeuaet-
Cs1, COTAACHO NOCAeAHUM BIIAMMOAOTMIeCKIM OLleH-
KaM B Mupe, c yacrtoroin 1:313 yeaosex [72], B Poccun
—1:173 [73]. ITpu reCI'’XC mo:keT BrstBAsITBCL AC ¢ ua-
CTOTOI, MpeBbIIaoIell O0IIeNoNyAAIMOHHYIO. Tak,
AaHHBIe rccaeAoBateabckoli mporpammbel SAFEHEART
IIPOAEMOHCTPUPOBAAH, YTO YaCTOTa IIPOTE3MPOBaHNS
AK 65122 B 4,36 pasa Boite y nariueHTos ¢ CI'XC, uem
Y 340POBLIX poAcTBeHHUKOB. CpeAHss yacToTa Ipo-
tesuposanua AK y manmenros c CI'’XC cocrasuaa 1,7
cay4das Ha 1000 rmanmeHTOB B rog, 110 CpaBHEeHMIO C CO-
OTBETCTBYIOIIIel YacToTOM B 7,7 pasza mpu CC3 [62].

Ha ceroausmnmii AeHb 445 AMaTHOCTUKU FeTepo3u-
rotHoi1 CI'’XC mmpeA103KeHO UCII0AB30BaTh KpUTEPUN
lNoaaanackux AMOUAHBIX KAMHUK (TabA. 1).

Tabauma 1

Kpurepum anaraoctuxu DLCN [74]
Table 1

DLCN diagnosis criteria

Moodupuyuposannvie l'oarandckue duaznocmuyeckue xpumepuu CI'XC

Cemetinolii aHamHe3

baaant

Hazanune y poacTBeHHIKa IIepBOI CTeIIeHN POACTBA PaHHETo (y My>K4MH paHee 55 €T, y JKeH-
muH paHee 60 aeT) CC3 aTtepockaeporudeckoro renesa (MbC, areporpoMOOTIUeCKIIi UITIeM M- 1
gecknit mHCyasT, TVIA, nepudepraecknii aTepoCcKAepo3 ¢ aTepOCKAEPOTUIECKUMM DAAIIKaMIA,

CTEHO3UPYIOUUMU IIPOCBET cocya 250%)
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OB30OPH AMTEPATYPHL Dyslipidemia as a cause of aortic stenosis. Review of literature and own experience
LITERATURE REVIEWS of monitoring patients with familial hypercholesterolemia
PoacTBeHHIKa [1epBOIT CTEIIEHN POACTBA € KCAHTOMAMIU CYXOXKMAUIL Y/UAY AUTIOUAHOM AYTHU 2
porosuiisl uau getu moaoxe 18 aet ¢ XC AHII >95-ro nepiieHTnAs ¢ ydeToM 1104a U BO3pacTa
Ucmopus 3a60re6anus
Pannssa VIBC (y my>xama <55 2eT; y >xeHITuH <60 aeT) 2
Pannee (y My>xuuH <55 aeT; y >kKeHIIuH <60 1eT) opaskeHne MO3IOBBIX UAN ITepudepUIecKix
apTepmit: aTepOTPOMOOTIYECKII UIITeMUIecKuil MHCyAbT, TVIA nan mepudepudeckuii atepo- 1
CKAepo3 C aTepOCKAEPOTUYECKIMMN OASIIIKaMI, CTEHO3UPYIOIIMMH IIPpOCBeT cocyAa = 50%
DusuxarvHoe 00caedosatie
KcanTomsl cyxoxmans 6
/nnongnas Ayra poroBMIIbl y IalllIeHTOB MOAOXe 45 aeT 4
Aabopamopnas duazmocmuxa ( npu HopmarvHoix sHavenusx TI)
XC AHIT 28,5 mmoab/a (2328 mr/aa) 8
6,5-8,4 MMoab/a (251-327 mr/a4) 5
5,0-6,4 mmoab/a (193-250 mr/a4a) 3
4,0-4,9 mmoab/a (155-192 mr/a4a) 1
TI'enemuueckoe o6caedosanue
Obnapy>kenne ¢pyHkrmonaasHex MyTanmii LDLR, APOB nan PCSK9 8
Auaznos CI'XC
OrmpeseaeHHbIIN >8 Daaa0B
BepositHblit 6-8 6aaa0B
BoamoskHbBII 3-5 6aaaoB

Hammn nposegeHo mccaeaoBaHMe, B KOTOPOM MBI
IIpOoaHaAM3NpPOBaAll BKAa AVCAUIIMAEMUN U IIOBBI-
menHoro yposus /All(a) B popmuposanne AC y ma-
nuenTos ¢ CI'XC.

Obcaeaosano 134 nanmenra ¢ reCI'XC (cpeannii
Bo3pact 52,9+3,2 aet, my>xumH 85 (63,4%), n3 Hux y 10
(7,46%) narnenTos BoriBaeH AC. CI'XC guarnocrupo-
Badack 1o kpurepusaM Dutch Lipid Clinic Network.
ITpoanaan3upoBaHbl ITOKa3aTeAN AUIIUAHOTO CIIeKTpa,
yposens /l11(a). Bcem nmaryienTam 6511 BHIIIOAHEH OOITINIA
aHaAm3 KPOBY, a Tak>Ke onpeeaeH yposeHb OXC, Tpu-
raunniepuaos (TT'), XC ABII, xonnentpanusa XC AHII,
TaK>Ke OBLA paccuMTaH ypoBeHb KoppurnposanHoro XC
/HII, yanTBIBaIOIIEro X0AeCTepUH, BXOASAIINIA B COCTaB
An(a): XC AHIIxopp = XC AHIT — 0,3x/111(a)/38,7 (rae
/ln(a) KOHIIeHTpaIusI AuTIonpoTensa(a) 8 Mr/a4). Kon-
LIeHTpaluio AunonpoTrena(a) usMepsAu C TIOMOIILIO
TypOOMETPIUIECKOTO MeTOAA.

Mmemnueckas 604e3ub cepania (MIBC) B anaMHese
6511a y 9-tn (90%) mmanuentos c AC, y 65 (52,4%) Ge3
AC. Mudapkr muokapaa (VIM) B anamHe3e 6514 y 6-T1
(60%) marimentos c AC ny 38 (30,6%) 6e3 AC. Kcanro-
MBI BEIIBAEHH! Y 9 (90%) manmenTos c ACuy 19(16,7%)
6e3 AC, p<0/001.

ViccaeaoBanme Op110 BBIIIOAHEHO B COOTBETCTBUU C
npuHIUIamMy XeAbCMHKCKOI AeKAapaliiy, A0 BKAIOUe-
HIs B IcCA€e/0BaHMe y BCeX MalieHTOB ObLA0 IT0Ay4eHO
mcpMeHHoe MHpOopMMpoBaHHOe coraacue. Viccaeao-
BaHIe 0400PeHO A0KaAbHBIM DTUYECKUMM KOMUTETOM.
Bcem manmenTaMm 65141 BBHIITOAHEHBI TPaHCTOPaKalb-
HOe DXOKapauorpaduieckoe M AOINAEPOXOKapANO-

rpa¢gudeckoe mccaejosanue (ammapar Vivid 7). AC
AVaTHOCTUpPOBAaACs Ha OCHOBaHMU pPeKOMeHAalui
ESC, 2021 [75]. AC paclieHMBaAM Kak Ts>KeAblil HpuU
cpeaHeM rpaaueHTe >40 MM PT. CT., IMKOBasi CKOPOCTh
24,0 M/ceK, ma0IIaAM aOPTaABHOTO KAamaHa <1 cm?
(mam £0,6 cm2/m2).

Y 6-tu (60%) marneHTOB ObIA BBISIBAEH TSKEABIN
AC. 4-M manmeHTaM BBIIIOAHEHO OIlepaTUBHOE Je-
yenne. CraTuyeckast 06paboTka pe3yAbTaToOB IIPOBO-
AMAach ¢ IIOMOIIBIO MporpaMMul Statistica 10. breran
OlleHeHbl JOCTOBEPHOCTh pa3AMuMil IOKa3aTeaell
AUIIMAHOTO CIleKTpa y nainneHTos ¢ AC, OTHOIIeHN
ma"cos (OI) passutusa AC, BanusiHMe Ha OTHOIIEHMS
ma"cos (OI) passutusa ACy naninentos ¢ CI'’XC nio-
KazaTe/ell AUIUAHOIO crieKTpa 1 yposH: /1i(a).

Pe3syabTaTnl

ITarnentsr c reCI'XC u AC 65141 cTapie (Bo3pacTt
60,8+11,7 aet) ann 6e3 AC (48,72+ 13,99) (p=0,0049).
ITokazaTean AMINMAHOTO CIIEKTpa IIpeACTaBAeHHBI B
tabaurne 2. Y nanmentos ¢ reCI'XC u AC a0 Haua-
a TUMIOAUIINAEMIYECKO TepaIlny BBIABAEHBI 00-
2aee Beicokue yposHn OXC (11,88+1,83 mmoan/a 1o
cpasHeHHIO € 9,85+1,47 MmMoab/a 6e3 AC, p<0,01); XC
/HIT (9,24+1,2 MMoAab/2 110 cpaBHeHMIO ¢ 7,23+1,34
Mmoas/a 6e3 AC, p< 0,001); XC ne/BII (10,33+1,91
MMO4b/4 1O cpaBHeHHNIO ¢ 8,19+1,68 MMoab/a Ge3
AC, p<0,001). Koanuecrso 6aa408 1o mkaie DLCN
y mannenTos ¢ AC 14,39+ 5,32, 6e3 AC - 10,21+3,98
(p=0,0019).
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AucanmmaeMns Kak IpUYMHA pa3BUTIA aOpTaAbHOTO cTeHo3a. O630p AnuTepaTypsl OB30OPH ANMTEPATYPHL
1 COOCTBEHHBI OIBIT HaDAIOAeHMS AIleHTOB C CeMelHO IuIepXo.ecTepuHeMueit LITERATURE REVIEWS
Tabanmma 2

Kaunuko-aaboparopHbie nokasaTteau nmamyeHTosB ¢ TeCIXC 1 aopTaabHBIM CTEHO30M

Table 2

Clinical and laboratory parameters of patients with heterozygous familial hypercholesterolemia and aortic stenosis

ITokaszaTean IlammenTer ¢ [lanyentst Ges /locToBepHOCTD
AC (n=10) AC (n=124) p

Mean +StD Mean + StD P
Bospacrt, aet 61,3x11,5 48,81+13,78 <0,05
OXC a0 Tepammu, MMOAB/A 11,88+1,83 9,85+1,47 <0,01
XC AHII po Teparmy, 9,24+1,2 7,23+1,34 <0,001
MMOAB/A
XC ABLI a0 Teparmy, 1,52+0,23 1,51+0,44 >0,05
MMOAb/A
TI, MMoab/a 1,62+0,73 1,48+0,32 >0,05
XCre /BIT a0 Teparuy, 10,33 + 1,91 8,17+1,68 <0,001
MMOADB/A
An(a), r/a 1,13+0,71 0,35+0,41 <0,001
I'210K03a, MKMOADB/A 5,33+0,81 5,13+1,74 >0,05
DLCN, 6aaast 14,39+ ,32 10,22+3,98 0,0019

[Tpu 60anmem yposrne OXC B 2,1 nossrmaercst OIL
AC mpu CI'XC (OMI 2,09 [1,38; 3,10], p<0,001). ITosnI-
mennsiii yposenb XC ZHIT 5 2,8 pas nossimaer OLI
AC mpu CI'XC (OII 2,8 [1,59; 4,79], p=0,0003). Ypo-
seHs 1T mossimaer OI AC B 2 pasa (OHI 1,97 [1,33;
2,87], p=0,0007). Ilpn anaamu3se BAMAHNA OKa3aTeAen
/n(a) na OII passutusa AC npu CI'XC BbLsiBA€HO, YTO
yBeandenne Am(a) Ha 1 eanamity nsmepenns (1 1/a)
npusoaut K nossimennio OLI 5 10,6 pas (OLIAC =
10,5 [5,0; 21,9] p=0,0017).

Haanane VIBC u VIM npu CI'’XC mossimraer puck
passutns AC (aasa VIBC OI 8,61 [1,07; 69,11], p=0,043;
aas VIM OMI 3,92 [1,09; 14,37], p=0,035). CoueTtanne
VIM n Hapy11eHms MO3roBOro KpoBooOpareHst 5 4,92
pas mosbimaer puck passutua AC (OII 4,92 [1,22;
19,61], p=0,021). Haamnune cyXo>XXnAbHBIX KCAHTOM 3Ha-
gnMo BanseT Ha passutue AC (OII 50,3 [6,02;413,00],
p<0,001).

OOGcyxaenne

OcHOBHBIM OrpaHMYeHUEM JaHHOTO MCCAe0Ba-
HUS IIpeACTaBAAeTCA Pa3HBIN BO3pacT IAIlMeHTOB B
IpyIIIax CpaBHeHNs, KOTOPHIN BAUSET Ha YPOBHI XO-
JAecTepyHa B CTOPOHY yBeAUYEeHNs TaKOBBIX B D0aee
crapiei rpymie. Kpome Toro, HeMHOTOUMCA€HHOCTD
rpyrms nanuentos ¢ CI'’XC u AC, npeacrasasemast B
1CCAeAOBaHMM, TAKKe MOTAa SIBUTCS OrpaHIYeHreM
UCCAeAOBAHMSL.

AC npeacraBasteT co00¥ MHOTO(aKTOPHBIN IIPOoIiece,
IIpY 5TOM CAeAyeT IIOMHITE, YTO YaCTOTa PeBMaTIIeCKOI
stnoaorvu mpu AC Ha CeTOAHAIIHMIL A€Hb COCTaBAsSEeT
menee 10%. CreHO3 aOpTaAbHOTO KAallaHa SBASETCS
CA€/CTBVIEM CA0XKHOTO 3a001€BaHIsI C TEHETUIeCKIIMU I
HereHeTIIecKMM ¢pakTopamu prcka. CpeAn HUX Takue
antiansle PpakTopsl, Kak XC AHITn An(a) [22].

Ilo saHHBIM HaIllero MCCA€AO0BAHMSI, TIOBBIIIEHHBIN
yposenn OXC B asa pasa nossrmaet Ol passurus AC
rpu CI'XC a noseimennsri yposens XC AHIT -5 2,8 pas.

B aurtepatype aktusHO 06cy>)aaetcst poas TI' B (pop-
muposaHnu AC, 04HaKO IOAydeHHbIe pe3yAbTaThl He OA-
HOBHAYHBI, 4TO TpeOyeT ITPOAO0AKEHIS M3yIeHI AaHHOTO
sorpoca. [Toppirennsit yposens TI' 1 peMHaHTHOTO XO-
JecTepyHa CBA3aH, B TOM 4JIC/Ae VI TeHEeTIYEeCKH, C TIOBbI-
IIIeHHBIM prIcKoM pas3suTiet AC, 910 gaeT 000CHOBaHIEe
poau nosbieHHbIX yposHeit TT [34]. Hamu Taxoke BbI-
SIBAEHO BAVISIHYIE TIOBBIIIIEHHOTO YpoBH: TI'y naryeHToB
CI'XC; OII passutist AC yBeAndnBa0ch B ABa pasa.

B Hammem mccaeaosanmm rnokasaso, 9to /() sisasier-
Cs1 3HAYMMBIM (PaKTOPOM, orpeaeasionium pazsurie AC
ripu CI'XC. ITpu anaause BavsiHILS TIOKaszaTeaeit /ln(a) na
OI paszsutnsa AC rmpu CI'XC nmoaydeno, 4To yBeAudeHme
/n(a) Ha oAHy eAvHuITy sMepeny (1 /1) mpuBoAUT K
nossimenyio O s 10,6 pa3. D1u gaHHbIE TIOATBEPXKAAIOT
pesyabrathl Haba0AaTeapHOM ITporpamMmel SAFEHEART
y narmenTos ¢ CI'XC [62]. Tounsi matodpusmoaormde-
CKIMII MeXaHM3M aTeporeHe3a ¥ PasBUTILI aOPTaAbHOTO
cTeHO3a Ha (poHe BbICOKOTO /111(a) HemsBecTeH. BozMosKHO,
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BAvsHYe A11(a) Ha popmuposanye AC cBs3aHO C ero 3Ha-
9IMOIJi aTepOTeHHOCTHIO, a TAK’Ke ITPOBOCTIaANTeAbHBIM
AEVICTBIIEM.

B uccaegosanun P. Mata He nmpogemMoHCTpupoBaHO
BAVAHIE IPOAOAKUTEABHOCTM IIpMeMa CTaTHHOB Ha
passutne AC [76]. PesyabraTsl nccaeaosanus P. Mata et
al. (2021) moryT IpyBeCTM K HOBOJI ITapajurMe BeAeHUs
nanyenTos ¢ CI'’XC, HarrpasAeHHOI Ha ITpeAOTBpallieHye
passuTist AC myTeM orpeeAeHnst OOIIel MHTeHCUBHO-
CTU 1 BpeMeHN BoaJelicTsust Ha yposeHs XC /IHIT, mossI-
mrenHoro /lri(a) [76].

B cBsasu ¢ 9TMM IpakTHMyeckoMy Bpauy BaskKHO 00-
palarh BHMMaHVe Ha AUCAUIIMAEMUIO, B TOM 41cae U
regeTiraecku ooycaosaeHHy1o (CI'XC), u ymeTs ee aAnar-
HOCTHpOBaTh. Pe3yabTaThl Halllero uccaeA0BaHIs], IIPo-
BeeHHoro y nanyeHTos ¢ CI'XC, mpogeMoHCcTpupoBaan,
gro y nariueHTos ¢ reCI’XC n AC 20 Havaaa rMIIoANIIN-
AEMITIeCKOi Teparily BLLIBAEHbI 00.1ee BRICOKIE YPOBHM
OXC u XC ZAHIT. Haanane MIBC 1 VIM mpu CI'’XC 1ioBEI-
maao puck passutist AC.

BuiBOABI

Takum 06pa3oM, KaallaHHBIN KaAbLIMHO3 IIPeACTaB-
AsieT coOOV aKTUBHBIN [1aTOAOTMYECKII IIPOIIECC, B OC-
HOBEe KOTOPOTO HECKOABKO MEXaHN3MOB: IeHeTIJIecKas
HpeApaclIOA0KEHHOCTb, TeMOAVHAMMYECKUIT CTPecc,
HOBpEXXAeHIE U AVICPYHKIIVIS DHAOTEAVIS], XPOHIIECKOe
BOCIIadeHue, u Apyrue. HemMaZ0BasKHYIO poAb MMeeT
AUTNVAHAA MHPUABTPAIS C aKKYMYASLINI AUITUAOB B
CTBOpPKax KaarlaHa. B Harrem mccaeA0BaHNMM IIOKa3aHo,
yro nossimeHne yposas OXC u XC AHIT, TT, Am(a) ac-
COLIMUPYETCsI C Pa3BUTUEM aOPTaABHOIO CTEHO3a Y IIa-
nmenrtos ¢ CI'XC.
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