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Bosmoxxnast ponb mHQEKIIMU B pa3BUTHH aTepOCKJie-
po3a paccmarpuBanach Oonee 120 mer Hazax B pabore
A. Gilbert u G. Lion [1]. Beenenne HHQEKIIMOHHBIX TaTO-
IEHOB B a0pTy KPOJIMKAa BBI3BIBAJIO Pa3BUTHE aTE€POCKIIE-
poTuueckux mn3MmeHeHui. B mocnemnune 10—15 mer o6-
cyxnaaercs 3HaueHue xponudeckoro remnatuta C (XI'C) B
MPOTPECCUPOBAHNH aTepocKiepo3a [2—7] u noxsepraeTcs
COMHEHHIO TOYKA 3PEHHSI O TOM, YTO HAJINUNE BUpyca rema-
tuta C (HCV) MOXeT CHMKaTh PUCK Pa3BUTHSI CEPIEUHO-
COCYIUCTBIX 3a00JIeBaHUI, B YaCTHOCTH M3-3a Onaromnpu-
SITHOTO BJIUSIHUA HA JIMMIUIHBIA CIIEKTP. Y4acTHe B maTore-
He3e aTepOoCKIIepo3a CBOMCTBCHHO HH(EKIINIM, HMEIOIIUM
0COOBIN TPOMHU3M K KJIETKaM COCYJUCTOW cTeHKH. Hampu-
mep, Chlamydia pneumoniae cnocoOHa WHPUIMPOBATH
SHJOTEIHAIbHBIE M TJIAJKOMBIIICYHBIE KJIETKH COCY/OB,
B TO BpeMs KaK ITUTOMETraJOBUPYC U BUPYC MPOCTOTO rep-
reca CrocoOCTBYIOT Y4acTHIO MOHOLMTOB/Makpodaros u

T-xnetok B moBpexaenun cocynoB. HCV ob6mamaer oco-
ObIM TPOIM3MOM K KJIETKaM COCYJUCTOH CTEHKH, YTO, IO-
BUJUMOMY, TTO3BOJISIET €My BIHSATH Ha MPOrPECCHPOBAHHE
arepockiieposa [8, 9].

B fInoHum nmpoBeAEHO HCCIEAOBAHUE YAaCTOTHI aTepo-
ckiepo3ay 4784 yenoBek B Bo3pacte oT 24 10 86 jeT 3a me-
puon ¢ 1994 mo 2000 r. Ha OCHOBAaHUH U3yYCHUS TONIIHHBI
KOMIUJIEKCa HHTHMa — MeANa COHHBIX aptepuit [8]. Ilpu-
3HAKW aTepOCKJIEPO3a B COHHBIX apTepHsIX OOHAPYIKEHBI
y 1070 (22%) o6cnenoBanubix. [Ipy Hanuuum atepockJe-
poTuyeckux Onsmex B COHHBIX apTepusx HCV-unpexuns
BBISIBJIsLIIach vatie (3,7%), 9eM y MarieHToB, Y KOTOPHIX HE
ObL10 U3MEHEHMH B cOHHBIX apTepusx (1,7%). IIpu MHOTO-
¢akTopHOM aHanuze Hanuuue aHTUTen k HCV okazanock
HE3aBUCHMBIM ()aKTOpOM pHCKa (OPMHPOBAHHS aTepo-
CKIIEPOTHYECKUX OJsIeK B COHHBIX apTepusax (p = 0,002)
Y YBEIIMUEHUS TOJIINHBI KOMILIEKCa MHTUMa — MeHa Co-
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cynoB (p < 0,00001). ABTOpPHI caiemany BEIBOI O POIH XPO-
Huueckoid HCV-undexnnn B maToreHe3e aTepockieposa.

B uccaenoannu M. Boddi u coart. [3] PHK HCV 06-
Hapy)XeHa B TKAaHHU aTE€POCKIEPOTHYECKUX OJSAIIEK COH-
HBIX apTepuii. MI3BEeCTHO, 9TO HEKOTOpPHIE OCIKH BUpYyca
CIOCOOHBI BBI3BIBATH OKCHUAATHBHBIA CTPECC C JIOKAJIBHOM
BBIPAaOOTKON peaKTUBHBIX (HOPM KHCIOPOIHBIX PallKaJIOB.
HCV norennupyer okuciaeHue JUMHUIOB U B UTOT'€ MOXKET
BHOCHUTH BKJIAJ] B pa3BUTHE aTepockieposa [3, 10, 11].

C. Vassalle u coasr. [12] nmpoBenu cpaBHUTENBHBIN aHa-
JIM3 JaHHBIX o0cienoBaHusa 491 GOJIBHOIO MINEMUYECKOU
6onesnpio cepnua (MBC) ¢ mOKyMEHTHpOBaHHBIM CTe-
HO30M Oosiee 50% KOpoHapHBIX apTepuid U 195 GONBHBIX
C HEKOPOHAPOTeHHBIMH IMOPAXEHUSIMU cepaua (IIOPOKH
cepiua, apTepuajbHas THIEPTeH3Hs, KapJUOMHOIATHH)
0e3 MaToJOrMYeCKUX U3MEHEHUH KOPOHAPHBIX apTepuid TI0
JaHHBIM aHruorpaduu. B 1-10 (OCHOBHYIO) TpyIITY BOILLIH
399 my>xuuH U 92 xeHIIKUHBI (CpenHUN BO3pacT 66 1eT), BO
2-10 (kOHTpoOdbHAs Tpynmna) — 115 MyxunH u 80 KeHIIH
(cpennuii Bozpact 61 rom). HacToTa BBISIBJICHUS aHTUTEI
k HCV y 6onbnbix UBC cocraBuna 6,3%, B KOHTPOJILHOM
rpynne — 2% (p < 0,05). OTmedeHa npsiMas Koppessuus
MEX]1y 4acTOTOH BhIsiBIIeHHs XpoHuueckor HCV-undekimu
1 KOJINYECTBOM MOPa’KEHHBIX KOPOHAPHBIX apTepuil: y ma-
OHUEHTOB 6€3 mpu3HaKoB cTeHo3a aHTUTeNna K HCV BEISBIIS-
11 B 2% HaOIIOACHUIA, IPU CTEHO3€ OTHOM KOPOHAPHOH ap-
Tepun — B 4,5%, nByX aprepuii — B 6,6%, Tpex — B §,4%.

Hapsny ¢ TpaguiioHHBIMU (paKTOpaMH PUCKA, TAKUMH
Kak Myxckoit mon (p < 0,001), Bo3pact (p < 0,001), caxap-
HbI nuadet (p < 0,001), mucnmunupemus (p < 0,001), ycra-
HoByieHO 3HaueHne HCV-uHpeknum Kak He3aBUCUMOTO
¢axropa pucka passutus UBC (p < 0,05).

Crearo3 me4yeHu, MO0 COBPEMEHHBIM IPEACTABICHUSM,
SBJISIETCSI OTHAM M3 KOMIIOHEHTOB METa0O0JINUeCKOro CHH-
JpoMa, JIeXKaIlero B OCHOBE MaToreHesa cepaeyHo-cocy1u-
cThIX 3aboneBanuii. Kpome TOro, B psijie ciiyuaeB cTeaTos
TIEYEHN ACCOIMHUPYETCS C MOBBIMICHHBIM YPOBHEM MapKe-
pos BocnianieHus (C-peakTuBHbI 6eok — CPB, nntepneii-
KUH-6, (aKTOp HEKpO3a OMyXOJIeH Ol U IHJIOTEIHAIBHOM
muchynkuueit). [Ipu xpoHrn4eckol akTHBaLIMM HMMYHHOT'O
OTBETa CO3JAI0TCS YCIOBUS IS THIIEPIPOAYKIIMH TTPOBOC-
MaJIMTEIBHBIX MUTOKWHOB M OTHOCHTEIIFHOW HEJ0CTATOY-
HOCTU CHHTE€3a HIPOTHUBOBOCHAIUTENBHBIX MEIHAaTOPOB.
MHorne “MMYHOJIOTHYECKHE MapKephl aTepocKiepo3a —
Oenku OoCTpoil (a3bl BoCHANCHUsS, MPOBOCHIATUTEIbHBIC
LIUTOKHUHBI, KJIETOYHBIE MOJIEKYIBl aJre3un — OTpaxka-
0T TEUeHHE XPOHHUYECKOrO BOCHAJIMTEIBHOrO Ipolecca
U OIHOBPEMEHHO SIBISIOTCS (PaKTOpaMH PUCKA Pa3BUTHUSA
arepockiiepo3a [13—17]. KiroueBoe 3BeHO B HapyIIeHUU
JIUTIATHOTO M YTJIEBOJHOTO OOMEHa NMPUHAJICKHUT Teue-
HU, KOTOpas BMECTE C TEM SBJISETCS U OIHUM U3 IJIaBHBIX
OpraHOB-MUIIIeHEeW MeTaboinueckoro cuuapoma [18—20].
VY gactu 6onpHEIX XI'C ompenensieTcss cTearo3 NMEYCHU B
COUETAaHWH C WMHCYJIMHOPE3UCTEHTHOCTBHIO M CaXapHBIM
nuabetrom 2-ro tumna. L. Adinolfi u coaBr. [21] uzyuanu
CTeaTo3 Me4YeH! Kak (pakTop pUCKa pa3BUTHUS aTEPOCKIEPO-
3a mpu XI'C. O6cnenoano 326 6onpabIx XI'C B Bo3pacte
ot 22 o 70 et (cpexnuii Bo3pacT 54 rona), u3 HuXx y 175

MAIUCHTOB HAOJIOJaCsl cTearo3 NeueHH. KOHTpOIbHYIO
rpynmny cocraBuin 292 o6cieoBaHHBIX 0€3 cTeaTo3a Ie-
4yeHH U 185 OONBHBIX C HEATKOTOJIBHOM )KHPOBO O0JIE3HBIO
ME€YeHH, COMIOCTABUMBIX I10 TIOJIY ¥ BO3PACTY C MallUeHTaMH
¢ XI'C. B xaxmo#t rpynne u3ydeHbl WHIIEKC MacChl Tela,
nanekc HOMA, TonmuHa KOMIUIEKCa HHTHMa — MeJaua
COHHBIX apTepuil. YacToTa aTepockiiepo3a COHHBIX apTe-
puit y 6onpubix XI'C coctaBuna 53,7%, 4TO 3HAUUTEIHHO
TIPEBBIIIAET [TOKA3aTeNN B KOHTPOJIbHOW rpynne — 34,3%
(p < 0,0001). B rpynme 6onpabix XI'C 0e3 cTearosa me-
YeHW TaKXe OTMEYEHO IpPEeBajMpOBaHHE aTepOCKIIEPO3a
COHHBIX apTepUil B CPaBHEHHUHU C TMOKa3aTENISIMH B KOH-
TponbHOM rpymnre (26 u 14,8% coorBeTcTBeHHO; p < 0,02).
VY 6oapabIXx XI'C CcO cTeaTo30M MEeYeHH 4acToTa BHISBIIE-
HUS aTepOCKIIEPOTHYECKUX OJsmiexk Obuia Haubojee BbI-
coKoii (77,7%) 1o cpaBHEHHUIO ¢ MOKa3aTeNAMH Y OOIBHBIX
C HEaIIKOTOJIFHOW XKUpOBOW Oone3npro meueHu (57,8%,
p < 0,0001). Kpome toro, y maruenToB ¢ XI'C B Bo3pacre
MmeHee 50 JIeT 0 CpaBHEHMIO € IIOKa3aTeIsiMU B KOHTPOJIb-
HOU TpyIIe Takke JOCTOBEPHO yalle IMarHOCTUPOBAJ-
cs arepockiepos (34% mpotus 16%; p < 0,04). Cpenuss
TOJIIIMHA KOMITJICKCA UHTUMa — MeJUa COHHBIX apTepHid
B rpymnmne 0onbHbIX XI'C cocraBuna 1,04 MM, B KOHTPOJIb-
Hoii rpynme — 0,89 MM (p < 0,001). ATepockiepos varie
Bcrpevasics pu XI'C ¢ BBICOKOW BHPYCHOW HAarpy3kou W
MOBBIIIEHHBIM yPOBHEM (DUOPHHOTEHA B CHIBOPOTKE KPO-
BU. ['eHOTHI BUpYca HE BIUAT Ha 4YaCTOTY aTepOCKJIEPO3a.
ApTepHuasibHas THIIEPTEH3Us, KypeHHe, CaXxapHbIid 1uader,
YPOBEHb TPUTITUIICPHIOB, & TAKIKE TOKA3aTEIIN BOCIIAJICHUS
(dubpunoren u CPb) u runeproMoIUCTENHEMHS acCOLU-
MPOBAJHCh C BBICOKMM PHCKOM Pa3BUTHUS aTePOCKIIEPO3a.
HezaBucumpiMu (hakTOopaMu pucKa pa3BUTHS aTE€POCKJie-
po3a ObLIN BRICOKAas BUPYCHAs HATPy3Ka H CTEaTO3 MEUYSHH.
Kpome toro, HCV-acconnnpoBaHHBIi cT€aTO3 MEYEHU CO-
YyeTaeTcs ¢ IUI0aJAuINOHEKTHHEMHUEH, TOBBIIIEHUEM YPOB-
HS HUTOKHHOB U OKCUAATUBHBIM CTPECCOM.

M3BecTHO, YTO KaXKABIH M3 KOMIIOHEHTOB METalOJIH-
YECKOT0 CHHJAPOMA, BKII0Yash WHCYJIWHOPE3UCTEHTHOCTH,
ABJIIETCS 3HAUMMBIM (AaKTOPOM pHCKa Pa3BUTHS aTepo-
CKJiepo3a. SIMOHCKHE aBTOPHI M3YUWIIN CBSA3b MEXKIY HH-
CYJIMHOPE3UCTEHTHOCTBI0O W YMEPEHHBIM aTEpOCKIIEPO-
30M B runeparaeMudnoM o HCV pernone Snonnu [22].
B rpynmne 6onpHbix XI'C (n = 40) mokaszarenu WHJIEKCa
HOMA 6b11t1 noctoBepHo Beime (3,0 + 0,39), yeM y HeuH-
¢unupoBanueix (n = 1780) 3mopossix mroxeit (1,3 + 0,03)
i y ironed ¢ tpanzutopnoir HCV-undexuneii (n = 88), y
koTopbix uHIekc HOMA cocrasun 1,5 + 0,14 (p < 0,001).
WHpekc mMacchl Tena OB 3HAYUTENBHO HUXKE Y OONBHBIX
XTI'C, yeM y 00ciieoBaHHBIX OCTABHBIX MOMYJISIIHOHHBIX
rpynir. Pe3ynbraThl HccaenoBaHus MO3BOJIUIIN CIEIaTh 3a-
KJIFOUEHUE O TOM, 4To xpoHudeckas HCV-undexuus co-
MPOBOXKJAETCA BBIPAKEHHONH HMHCYTWHOPE3UCTEHTHOCTBIO.
OO0cy>XIeHBl MOJICKYJISIPHBIC MEXaHU3MBI Pa3BUTHS HHCY-
JUHOPE3UCTEHTHOCTH y 60sbHBIX XI'C: nHaKTHBaNUS CyO-
CTpaTa IOJIOBUHBI HHCYJINHOBBIX PELIETITOPOB IO BIHUSIHU-
em HCV. Cnenyet o0paTuTh BHUMaHHUE HA TO, YTO KIUPEHC
HCV-undekuuu B pe3ynbraTe IPOTHBOBHPYCHOH Teparuu
BOCCTAHABIIMBAET HKCIPECCHIO CyOCTpaTa MOJOBUHBI WH-
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CYJMHOBBIX PELENTOPOB Ha TEMaTONUTAaX U YIYUIIAeT MO-
Ka3aTelld HHCYJTHHOPE3UCTEHTHOCTH.

Hns xponmueckoit HCV-umHpexnnu xapakTepHbl He
TOJIBKO MOpa)keHHe MEeYeHH, HO M BHEMEUCHOYHBIE MPOSB-
JIeHUs, B OOJIBIICH CTENICHN Y KEHIIMH CPETHETO U MOKHU-
noro Bo3pacra [23—26]. Haubonee 9acTsIM BHETIEYEHOU-
HbIM nposiBneHneM HCV-un(peknnu sBageTcs cMellanHas
kpuorioOynuHemus tumna I, koropas HadmogaeTcs y 20—
50% GonbHbBIX [27—29].

B mocienHue Tonmbl MojydeHbl YOCTUTENBHBIC JaH-
HbI€, YKa3bIBAIOIIKME HA BBICOKYIO YacCTOTY aTepOCKIEpO-
38 M CepACYHO-COCYIUCTHIX OCIOKHEHHUH y MalueHTOB C
ayTOMMMYHHBIMH 3a00JICBaHUSIMH, BKIIFOYAs CHCTEMHBIC
BackynuThl [30—33]. ¥V 10—30% 6onpabIXx XI'C € KpHO-
rII00YJIMHEMUEH BBISBISIIOTCS CHMITOMBI KPHOTIIOOyTHHE-
MHYECKOT0 BAaCKyJINUTa — OJHOTO U3 3HAYMMBIX (PaKTOPOB
MOBPEXJICHHUS COCYTUCTON CTEHKH; MPH 3TOM XapaKTEPHO
TIOpaKEHNE COCYI0B MEJIKOTO Kanuopa [26].

KpynHble KIMHHMKO-3MHAEMHOIOTHYECKHE HCCIIeq0Ba-
HU4, TPOBEACHHBIC B IOCIEAHHE TOBI, TAK)KE IOKA3bIBAIOT
pimusiare X1'C Ha pa3BUTHE aTEPOCKIEPO3a U CMEPTHOCTH
OT CepIeYHO-COCYAUCTHIX 3a0oneBanuii. B 2009 r. 8 CIIIA
obcnenoBanbl 82 083 BeTepaHa BOIH ¢ MPU3HAKAMU XPOHH-
yeckoit HCV-undexuuu u 89 582 Berepana 6e3 MapkepoB
HCV [5]. HCV-unpumpoBaHHble BeTepaHbl 110 CpaBHE-
HUIO C BETepaHAMHU KOHTPOJIBHOM T'PyTIITBI OBIITH MOJIOXKE, Y
HUX pexe HaONIoganuch TUIEPIUIINIEMHUs, apTepHabHas
TUIEPTEH3US U caxapHblid quadet. B To jxe BpeMs manu-
enTsl ¢ HCV-uH(peknueit yame ynorpeoisuim ajJkoroib U
HAapKOTHKHA W CTPaJaiy MOYCUYHOW HEOCTATOYHOCTHIO H
aHeMmueil. bonee HM3KUIl ypOBEHb JIMIIUIOB OOBACHSICA
cnocobHocThi0 HCV Hapymarh cOOpKy JHIONPOTEHHOB
OYCHb HU3KOW TUIOTHOCTH B T'eIaTOLUTAaX, YTO OOYCIOB-
JICHO WHTHOMIIMEH MHKPOCOMAIBHOTO TPaHCIOPTHOTO
Oenka W cBsA3pIBaHMEeM Komiuiekca HCV-numnonporenHoB
HU3KOH MIoTHOCcTH ¢ C-penentopaMy Ha IOBEPXHOCTH
TelaToNUTOB JUIsl IPOHUKHOBEHHS BHpYCa B KJIETKY. [Ipu
MHoroakTopHoM aHanuse y uHpuuuposasHeix HCV Be-
TEpPaHOB OTMEYEHA BBICOKAsl BEPOATHOCTh Pa3BUTHS HILeE-
Muyeckoit 6omnesnu cepaua (MbC), HecMoTpst Ha MOJIOAOM
Bo3pacT W Ooinee OJATONPUATHBIA MPOPHIL (HaKTOPOB
pHCKa pa3BUTHS KapIAHOBACKYJSPHBIX 3a0oieBaHuil (OT-
HOCUTENBHBIA puck 1,27, 95% noBepuTenbHBIH HHTEPBAI
1,22—1,31; p < 0,05). [Ipu 3ToM B 00eHX HUCCIECAYEMBIX
rpymnmnax BO3pacT, apTepuaibHas THIIEPTCH3US, CaXapHbIi

IuabeT W THIEPIUNUICMHAS acCOIMHPOBAINCH C Oolee
BBICOKUM puckoM pa3putus UBC. YBennueHne TONIUHBI
KOMIIJIEKCa MHTUMa — MEAHMa COHHBIX apTepuii 6osnee 1 MM
oTMeualnock 3HauuTeNbHO 4amie (p < 0,001) y OONbHBIX C
HCV-ungexkiueii, uem y nanuentoB 6e3 HCV-undexumu,
COIIOCTAaBUMBIX 110 Bo3pacty [2, 5]. bonsnsle IBC ¢ xpo-
Huueckod HCV-undeknneldr mo cpaBHEHHIO ¢ OOJIBHBIMH
NBC 6e3 HCV-undexnuu umenu 6oee BHICOKYIO YacTOTY
TOCHUTAH3AINH H PUCK CMEPTH OT CEPIIEIHO-COCYANCTHIX
OCJIOKHEHHUM.

B peTpocnekTuBHOM KOTOPTHOM HCCIIEIOBAHUH, IIPOBE-
nenHoM B 2008 r. B CILIA u Bkirouasmiem 21 018 moHopos
KkpoBH, ¥ 10 259 u3 KOTOpbIX OBl BHIABIEHA XPOHUYECKAS
HCV-undekmusi, ObLIO YCTAHOBJIEHO TPOCKPAaTHOE IMOBHI-
IIEHHE IToKa3arels oo1el cMmepTHOCTH y 601bHBIX XI'C 1o
CpPaBHEHHIO C TAaKOBBIM B o0Ouiel momymsiiuu [4] (cM. Tabd-
nuny). Hapany ¢ oxxugaeMbIM poCTOM CMEPTHOCTH OT 3a-
0OJIeBaHU TEYEHU BBISIBICHO JIOCTOBEPHOE IMOBBINICHHE
YacTOTHl JIETAJIBHOI'O MCXOJa OT CEpIeYHO-COCYIHCTHIX
3a00JeBaHU. ABTOPBI 00CYXIAI0T BKJIaJ aTepOCKIepo3a
B Pa3BUTHE CEPAECYHO-COCYIUCTHIX ocioxHeHuil y HCV-
WHOUIIMPOBAHHBIX JOHOPOB.

Amnanornunele ganHbie nmonydens J. Tsui u coasT. [33]
npu obcnenoBanuu 981 maumeHTa; u3 HUX 84 (8,6%) ume-
1y B kpoBu antutena k HCV. Y HCV-unpunupoBaHHbIX B
TIEpHOJT HAOIIONIEHUST OTMEYAIHCH 00Jiee BHICOKHE ITOKa3a-
TEJIH CMEPTHOCTH, YaCTOThI CEPAECYHO-COCYTUCTBIX OCIOXK-
HEHUM, CepIeyHON HEeIOCTATOUHOCTH M T'OCHHUTAJIU3AIIUM.
[lpu MHOTO(MAKTOPHOM aHaJIM3€ YCTAHOBIICHO 3HAUCHHE
HCV-undexuuu xak He3aBUCUMOTo (aKkTopa pucKa pa3BH-
THSI Cep/ICTHO-COCYUCTHIX 3a0oneBanui [33].

B peTpocnekTUBHOM HCCIENOBAHHWH, NMPOBEACHHOM B
2013 . L. Adinolfi u coaBr. [34], comocTaBieHbI JaHHbIC
78 60mnbHBIX ¢ XI'C 1 742 o6cnenoBanubix 0e3 XI'C, cpas-
HUMBIX I10 TIOJTY ¥ BO3pacTy. YCTaHOBIIEH Oosee BHICOKUH
puck pas3sutus ocnoxseHudt MbC npu Hannmuum HCV-
uHpexnuu (22% npotus 13%; p = 0,031). B atom xe uc-
CJICZIOBAaHUM BBISBIICHA OYEHb BBICOKAS YACTOTa BO3HHK-
HoBeHUs uHCynbTa Y HCV-uHQUUIUPOBAaHHBIX MAallMEHTOB
(26,8%) O CcpaBHEHHIO C TOKa3aTejleM B KOHTPOIBHOU
rpynne (6,6%; p = 0,0001). Hokazano 3Hauenme HCV-
WHPEKIIUU KaK HE3aBUCHMMOro (akTopa pUCKa BO3HHK-
HOBEHHSI WHCYJbTa (OTHOCHTENBHBIN puck 2,04, moBepu-
TeJIbHBIM mHTepBan 1,609—2,46; p = 0,0001). Pesynprarer
JIPYTUX HCCIICOBAHHUN TaKXKe MOATBEPKAAIOT MOBBIIIE-

OcHoOBHbIe Npu4uHbl cMepmu y doHopoe kpoeu e CLUA (1991—2003 22.)

MpuunHa cMepTi _HCV+ _HCV- OTHoleHne 95% noBepuTenbHbIN
(n=10259) (n=10759) LUaHCOB WHTepBan
3aboneBaHus nevyeHn 90 2 45,99 11.33, 186.74
OHkonorunyeckve 3abonesaHus 56 53 1,09 0.75, 1.58
CeppeyHo-cocyaucTele 3abonesaHus 60 28 2,21 1.41, 3.46
3aboneBaHuns nerknx 8 7 1,18 0.43, 3.26
TpaBma/cymung 106 36 2,99 2.05, 4.36
HapkoTukun/ankoronb 64 10,81 4.68, 24.96
UHdekuna 23 1,73 2.77,49.77
Opyrne/Hen3BecTHblE NPUYMHBI 33 4,23 1.95,9.15
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HHE prcKa BO3HUKHOBeHUs uHCynbTa mpu XI'C [35, 36]. ¥V
60xpHBIX ¢ HCV-nH(DeK1ue 1o cpaBHEHHIO C MAlMEHTaMHA
6e3 XI'C WHCYNBT MPOUCXOAHUT B 0OJIEe MOJIOJIOM BO3pac-
Te, HE CBA3aH C IOJIOM, YPOBEHb IPOATEPOT€HHBIX JTHITHIOB
6osiee HU3KUHN M peke BCTPEUACTCs apTepHasbHAs THIEP-
TeH3us. BMecTe ¢ TeM B psiie HcceIoBaHUi He BBISIBJICHO
ces3u XI'C u UBC, B wactHOCTH MH]apkTa MUOKapaa [37,
38]. Tlo nauubIM Z. Younossi u coaBrt. [39], HCV-undekius
SIBJISIETCS. HE3aBUCHMBIM (DPaKTOPOM PHCKA Pa3BUTHS XPO-
HUYECKOW cepaedHoil HepoctaTouyHoctH, HO He BC.

B nonw3y yuactus HCV B passutuu UBC cBuperens-
CTBYIOT JaHHBIE O MPOTrPECCHPYIONIEM KOPOHApHOM aTe-
pPOCKJIEpO3€ W CHUXCHHU BBDKHBAEMOCTH DELUITHEHTOB
HCV-undunnpoBaHHOTO TpaHCIIAHTATa CEPALIA UITH MTOYEK
[40—43]. L. Gasing u coaBT. [43] mpoBeny aHaIU3 MYJIETH-
LIEHTPOBOTr'0 KOTOPTHOTO MCCIIEAOBAaHUS UCXO/1a TPAHCILIAH-
Taruu cepana y 10 915 noxunsix manueHToB. CMEPTHOCTH
OT CEepIEYHO-COCYAVCTHIX OCIIOXHEHHH ObIjia BBIIIE B TOM
rpynme, B KOTOpOi JoHOpHI Obuin mHGUIIMpoBaHEl HCV
(n = 261), u cocraBuna 16,9% B Teuenue 1 rona, 41,8% ue-
pe3 5 net u 50,6% uepe3 10 neT HAOMIOACHUS, YTO CTaTH-
ctuyecky 3HauuMo (p < 0,001) ominyanocs OT mokasarenen
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