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ITATOTEHETUYHA POJIb TEHOTUITIY HCV TA
IHCYJITHOPE3MCTEHTHOCTI B PO3BUTKY CTEATO3Y TA ®IbPO3Y
IMEYTHKN Y XBOPUX HA XPOHIYHUI T'EITATUT C

O.B. Pab6okons, B.O. Tymancskuii, 10.10. Pa6okons, O.0. Oypux

3anopisbkuii fep>KkaBHUI MeIUIHNI yHiBEepCUTET, 3allOPiXIKA, YKpaiHa

Y mocnifkeHHsA BKIIOYEHO 78 XBOpMX Ha XpoHiuHmi1 rematnt C 3 MOpQOIOrivHOI0
Bepudikauiero crazii Gpibposy mediHky Ta CTyIeHA BUPa3HOCTi cTeaTo3y nevinku. Ilo-
Ka3aHo, 1[0 y XBopyX iH¢pikoBanux 3 renorunom HCV vacrimne BusAB/IABCA cTeaTos Ie-
ginku S2-3, HiX y nanienTis iHdikoBaHux 1 resorunom HCV, 3a BigcyTHOCTI cTaTnc-
TWYHO 3HAYYLIOl pisHMIIi CTYIeHs BupasHOCTi Gpibposy neuinkm npu iHpikyBaHHi pi3-
Humu resotunamy HCV. IHcyniHOpe3cTeHTHICTD, AKa HiATBepyKeHa MiBUIIEHHAM
HOMA-ingexcy, 3adikcoBaHo y 84,6 % xBopux. HasaBHicTb iHCyniHOpe3ncTeHTHOCTI
He 3anexxana Bij renotuny HCV, npore ii cTyniHp BUpasHOCTI MaB IPsIMUIL 3B 530K 3
nporpecyBaHHAM (pibpo3y Ta HaABHICTIO BUPA)KEHOTI'O CTEaTO3y NEeYiHKIL.

Kniouosi cnosa: xponiunmii renatut C, iHCylTiHOpe3UCTEHTHICTD, MOPQOIOrivyHi
3MIHMN.

ITATOTEHETUYECKUME OCOBEHHOCTW PA3SBUTHUA CTEATO3A I
OVIBPO3A ITEYEHH Y BOJIbHBIX XPOHNYECKUM I'EITATUTOM C

E.B. Psg6oxkons, B.A. Tymancknit, }0.10. Psa6okons, E.A. ®ypux

3amopo>KCKMil TOCYHApCTBEHHBII MEAUIVHCKUI YHUBEPCUTET, 3alOpOXKbe,
Ykpanna

B pabory Bk/moueHO 78 60/IbHBIX XpOHUYecKUM renaTutoM C ¢ MOpgonorndeckn
BepuUIMPOBAHHON cTafyei pubpo3a ImedeHy U CTENeHbI0 BBIPAKEHHOCTY CTeaTo-
3a nevyenu. [TokasaHo, 4To y 60/1bHBIX, MHOUIMPOoBaHHBIX 3 reHoTnioM HCV wame
BBIABJIAICS CTEATO3 MedeHy S2-3, 4eM y IMaleHTOB MH(PUIMPOBAHHBIX 1 TeHOTUIIOM
HCV, npu oTcyTcTBUM CTAaTUCTUYECKN 3HAYMMOI pa3HUIbI CTENIEHN BRIPA>KEHHOCTI
¢ubposa nevenu npu nHupoBanuu pasubiMu resorunamu HCV. Muacynunope-
3MICTEHTHOCTb, NOATBepKieHHaA nospimenneM HOMA-nHeKca, saperncTpupoBaHa
y 84,6 % 6onbHbIX. Hanmumume MHCYIMHOPE3UCTEHTHOCTY He 3aBUCENIO OT TeHOTHUIIA
HCV, ognako crenenbp ee BBIpaKEHHOCTH MIMe/Ia IPAMYIO CBAA3b € IPOTPeCCUPOBAHN-
eM ¢ubpo3a nedeHy U Hamu4yeM BBIPaKEHHOTO CTeaTo3a IeYeH.

Knrouesvie cnosa: xponndeckuii renatut C, MHCYINHOPE3UCTEHTHOCTD, MOp¢O-
JIOIMYECKINE N3MEHECHIA.
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PATHOGENETIC ROLE OF HCV GENOTYPE AND INSULIN RESISTANCE
IN THE DEVELOPMENT OF LIVER STEATOSIS AND FIBROSIS IN
PATIENTS WITH CHRONIC HEPATITIS C

E.V. Riabokon, V.A. Tumansky, Y.Y. Riabokon, E.A. Furik

Zaporizhzhya state medical university, Zaporizhzhya, Ukraine

The investigation included 78 patients with chronic hepatitis C with morphological
verification of the stage of liver fibrosis and degree of liver steatosis. It has been shown
that in the patients, infected with 3 genotype HCV, liver steatosis S2-3 was detected
more often than in the patients infected with 1 genotype HCV, in the absence of
statistically significant difference of the degree of expression of liver fibrosis in case of

infection with different HCV genotypes.

Insulin resistance, confirmed by increased HOMA-index, was observed in 84.6%
patients. The presence of insulin resistance did not depend on HCV genotype,
however, its degree of expression had a direct correlation with fibrosis progression and

the presence of evident liver steatosis.

Key words: chronic hepatitis C, insulin resistance, morphological changes.

Bcryn. Xponiunanit renmatut C (XI'C)
€ HaJlaKTyaJ/IbHIIIOI IPo6IeMOolo cyJac-
HOI iH¢eKTOMOrii, 1110 06YMOBJIEHO TIPO-
rpecyBaHHAM (¢i6po3y mediHku 3 mo-
JA/IbIIVM PO3BUTKOM LIMpPO3y Ta rela-
Toue/TosIpHOl KapuyHomu [1]. ITpore
IIEBHOI0 OCOOMBICTIO MOPGOIOriYHNX
3MiH B nediHui y xsopux Ha XI'C € cTea-
TO3 IE€YiHKY, AKUI PEECTPYETHCA 3a fla-
HUMU Pi3HUX AocnigHukiB Bif 30 % pgo
73 % Iali€HTiB, IPUIOMY YaCTOTa JO-
IO PO3BUTKY CYTTEBO BUILA, HDK IIPH iH-
VX 3aXBOPIOBaHHX MeviHku [2, 3]. Ha
CbOTO[IHI PO3INIANAETbCA [I€KiIbKa Me-
XaHi3MiB PO3BUTKY CT€aTO3y IEYiHKM Y
xBopux Ha XI'C. Hacamnepen, 1e cro-
cyerbesi Oesnocepennboi yuyacti HCV
B JIOTO PO3BUTKY — BipyCIHZYKOBaHMII
CTeaTo3 IeYiHKI, 10 € HalOiIbII Xapak-
TepHUM JyIs1 XBOPUX, iH(pikoBaHMX 3 re-
HoTunoM HCV Ta nosicHio€eTbCA iMOBip-
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HUM BIUIMBOM crenydiyHNX MOCTizoB-
HocTell core-nnporeiny HCV renorumny 3
Ha IIpOLeCU [EIOHYBaHHA JIIJIiB B Te-
rnarouurax [4, 5].

[HIIMM (akTOpOM PpO3BUTKY CTea-
TO3y IediHku y xBopux Ha XI'C € iHcy-
ninopesuctenTHicTh (IP) 71 moB’s3aHa 3
Hero MeTabojIiuHa XX1poBa iHdinbTpaLis
IevyiHKu. B po3BUTKY BipycCiHIyKOBaHOI
IP obroBoproerbcsi ponp JiabeToreH-
Horo edekTy Aii crenudivyHnX CUKBEH-
ciB HCV. B pocnimkenHi [6] mokasaHo,
1O COre-IPOTEIH 3MaTHNUI BTPYYaTUCA Y
BHYTPIIIHbOK/IITUHHUI LIIAX Iepefadi
incyniHoBoro cursany. Emigemionoriu-
Hi JOCIIPKEHHA MiATBEPIKYIOTD, 110 Y
xsopux Ha XI'C, Ha Bigminy Big HCV-
HeTaTMBHMX MAalliEHTIB 3 IHIIMMM 3a-
XBOPIOBaHHAMM IIEYiHKY, B 3 pasy 4dac-
Tillle peecTpyerbcs rimepriikemisn [7].
B cyuacHiit niTeparypi 06roBOpHOETHCS
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BIUIMB OKpemux reHorumnis HCV Ha pos-
BuTOK IP. ¥ XBOpUX Ha IiyKpoBuMii niabet
2-ro Tuny B noenHanHi 3 XI'C BUAB/IAB-
ca HCV 2a renorun y 21 % nporu 3 %
XBOpMX KOHTponbHOI rpymu. Ha gymxy
aBTOPiB, Ll CBINYNTb Ha KOPUCTb Hia-
OeroreHHOro edexTy gii cnenudiyHNx
cukBencoB HCV [8]. Y mamienTiB 3 3a
resorunom HCV morke BKIIO9ATUCA JIO
BHYTPIIIHbOIIEYiHKOBOIO  IHCY/IIHOBO-
rO KacKafly 3a JOIIOMOTOK IPUTHi4eH-
HA TIEPOKCUCOMAJIbBHOTO Y-pelenropa
akTyBauii i1 npomidepanii [9]. Opgnak
JOTENEpP 3aNMMIIAETbCA BiIKPUTUM M-
TaHHA: 4M XapakTepHa [P mia Bcix re-
notumniB HCV. BipycingykoBanuii renes
posButky IP y xBopux Ha XI'C migrBep-
IPKYIOTD TAKOXK Pe3y/IbTaT! IPOTUBipycC-
HOTO JIKyBaHHA: YyT/IMBICTb O iHCY-
JiHY BIpOTiZHO IOKPAIIYETHCA IIPYU He-
ratuBanii HCV RNA. ITpn 36epexxenHi
BipycHoI periikanii y xBopux Ha XI'C
YYT/IMBICTD O IHCYIiHY He 3MIHIOEThCH,
He3Ba)Kalo4ul Ha 3HIDKEHHA iHJIeKCy Ma-
CM TijIa B IpOLeCi MPOTUBIPYCHOIO JIKY-
BaHHA [10].

Merta pocnigxkenns. IIpoananisysa-
TV 0COOMMBOCTI POPMYBaHHA CTEATO3y
IIeYiHKM y XBOPUX Ha XPOHIYHMI rela-
it C 3 ypaxysanuam resorury HCV ta
HasBHOCTI IHCY/IIHOPE3UCTEHTHOCTI.

Marepianu Ta MmeTomiL. Y JOCTiKeH-
HA Oyno BKMOYeHO 78 xBopux Ha XI'C 3
MOPQOIOTiYHNM TiATBEPPKEHHAM [iia-
rHo3y. licromoriune mocmimpKeHHA rema-
TOOIONTATiB, OTPUMAHMUX IUIAXOM dYe-
pesiIKipHOi NYHKIiTHOI TpemaHobioncii,
HPOBeMIeHOI 3aBimyBadeM Kadempu IMaro-
JIOTiYHOI aHATOMii 3aIIOPi3bKOTO JEeprKaB-
HOTO MEIVMYHOIO YHIBEPCUTETY M.MEJ.H.,
npodecopom B.O. Tymancbkum. Bupas-
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HicTb iOposy mediHKM OILiHIOBa/M 3a
mkanoro METAVIR [11], a cTymisb cre-
aTo3y IEYiHKM OLIHIOBa/IM 3a KibKICTIO
renaTolMTIB 3 MMigHMMM BK/TIOUEHHSIMMN
[12]. Y Bcix xBopux BusHavanm HCV-RNA
B KpoBi Ta rerorun HCV meromom momi-
MepasHoOi JIaHIIOroBoi peaxiiii. IH}iky-
BaHHA 1 reHoTHIIOM 6Y710 Y 45 (57,7 %) TIa-
1ieHTiB, 3 reHoTHIIOM - ¥ 31 (39,7 %) XBO-
pux,y 2 (2,6 %) Bussneno 2 resotun HCV.
IP mifgTBeppKyBany IIAXOM 3aCTO-
CYBaHHA METOJly ‘TOMEOCTAaTUYHOI MO-
meni (HOMA IR), pospaxoByBamm Ha
i CTaBi MOKa3HMKIB IHCY/IIHY W IJIIOKO-
3u B cuposarii Kposi [10]. BmicT incy-
JiHY Y CUMpOBAaTLi KPOBi JOCIIKyBalIn
METOHOM iIMYHO(EpPMEHTHOIO aHaji3y
3 BukopucTaHHAM ELISA-nabopiB s
KinbkicHoro BuMipy (DRG, Himeuunna).
CratuctuuHy o6po6Ky OTpMMaHuX
pe3y/IbTaTiB JOCTi/)KEHb 3MiMICHIOBAIN
Ha IIepCOHAJIBHOMY KOMITIOTepi 3 BU-
KOopucTaHHsAM cdopMmoBaHoi 6asu [a-
HUX 00CTe>XeHUX MAI[iEHTIB B mporpami
«STATISTICA for Windows6.0» (StatSoft
Inc., Ne AXXR712D833214FANS).
Pesynprarm Ta iX OOroBOpeHHA.
AHajmi3 CTyleHd BMPAa3HOCTI CTeaTo3y
nedinky y xpopux Ha XI'C mokasas 3a-
JIeXHICTD Bix iHQiKyBaHHA pi3HMMMU Te-
Hotunamu HCV. Tak, Bucoxuii cryninp
CTeaTo3y NeviHKu S3 peecTpyBaBCA M-
IIe y XBOpuX iH(}ikoBaHUX 3 T€HOTUIIOM
Bipycy (12 - 38,7 %), a crearos mediH-
K1 S2 BUABJABCA y LIMX XBOPUX YacTile
(x*=4,1, p<0,05), Hix y manjienTiB iHpiko-
BaHux 1 rerotumnom HCV: y 12 (38,7 %)
nporu 8 (17,8 %) xBopux. BigcyTHicTh
creaTo3y mevinku SO Ta cryminb S1 pe-
€CTPYBa/IVICA YacTillle y mauieHTiB iHgi-
koBaHMx 1 resorunom HCV: y 9 (20 %)
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Prucynox 1. BupasHictb cTearosy neuinku y xsopux Ha XI'C 3a/1e>xHo Bipl iHhiKyBaHHSA pi3HUMU T'€HOTH-
mamyt HCV (* - pisunis Biporigaa p<0,05 mopiBHsiHO 3 xBopuMy, iHdikoBanumu 1 rerotunom HCV).

npotu 1 (3,2 %) xBopux (x*=4,5, p<0,05),
Ta y 28 (62,2%) mporu 6 (19,4 %) mari-
eHTiB (x°=13,6, p<0,01) indikoBanux 3
reHotuniom HCV (puc. 1).

ITpote aHani3 cTyneHs BupasHocTi ¢i-
6po3y mediHKM ITIOKa3aB BiICYTHICTb cTa-
TUCTIMYHO 3HAYYIIOI Pi3HMLI LIbOTO ITapaMe-
TPy Biff iH(iKyBaHHA Pi3HMMI I'€HOTUIIAMMU
HCV. BigzHaueHO Ti/IbKy IIEBHY TEHJEHIIII0
(p>0,05) 0 36i/1bILIEHHS YaCTOTY BUSIB/IEH-
HS TSDKKVX CTafint ¢pibposy meuinku F 3-4
y xBopux iH¢ikoBanux 1 renorunom HCV,
Ha Bi]MiHy Bif mauieHTiB iH(pikoBaHUX 3
TeHOTUIIOM Bipycy: y 29 (64,4 %) nporn 14
(45,2 %) narienris (puc. 2).

CyuacHi niTepaTypHi fiaHi MIOf0 po-
ni reroruny HCV B ¢popmyBanHi cTea-
TO3y IEYiHKM HiATBEPIKYIOTb poib 3
rerotunry HCV B ¢popmyBanHi cTeaTosy
nediHKM. 30KpeMa: HasABHICTb MPsAMOro
KOPEJIATUBHOTO 3B’SI3Ky MDX BMpa3Hic-
TIO CT€ATO3y IEeYiHKM Ta piBHEM BipeMil
[13], 3MeHIIeHHA >XMPOBOI iHPiNbTparii
IE€YiHKM y BUIIAJKaX NOCATHEHHA CTiil-
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Kol BipyconoriyHoi Bigmosizi [14] Ta mo-
BTOPHA IOSIBa O3HAK CTE€ATO3y IEeYiHKMU
3a yMOB po3BUTKY peruansy XI'C [15].
BBakaeTbcs, 10 CTeaTo3 INeYiHKU
MO>Ke BIVIMBATH He Ti/IbKM Ha XXUTTEBUIA
uuka HCV, a it Ha IBUAKICTD PO3NOBCIO-
JDKEHHA BipyCy B IE4YiHKOBIil IapeHximi
Bif KmiTnHY Ko KiaiTuHM [16]. B ymoBax
TPUBAJIOTO CIIOCTEPEXKEHHS 332 XBOPUMHU
Ha XI'C, AKi He JiKyBanucsA NpoTUBipyc-
HUMM 3acob6amy, O6y0 IPOREMOHCTPO-
BaHO, 110 CTeaTO03 IEYiHKM € He3aJIex-
HUM KO(paKTOPOM LIBUAKOCTI mporpecii
3aXBOPIOBAaHH:A, a Hal3HayHimmM Qax-
TOPOM € BiZICOTOK T'€IIaTOLUTIB, AKi aKy-
mymoBamm mimigy [17]. Indinbrpanis
MEeYiHKY JIiMilaMy IpU3BOAUTL [0 BU-
PaXeHOI 3allaJIbHOI aKTMBHOCTI, IIpU-
mByAmyoun ¢iopos neuyinkn [18].
AHaJli3yl0o4M 4acTOTy BUABJIEHHA
osHak [P y xBopux Ha XI'C 3a nmokasHu-
koM HOMA-iHpiekcy BUsIBIIEHO, IO 6i/lb-
HIicTh marieHTiB (66 — 84,6 %) Manu Iif-
Bumennii nokasHuk HOMA-inpgekcy
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Pucynok 2. BupasHicts ¢pibposy nedinku y xsopux Ha XI'C 3amexxHo Bif iHiKyBaHHs pi3HUMU FeHO-
tunamy HCV.

(Bue 2,77). Ilpu npomy piBeHb J10TO
IiJIBUIIEHHA IIPOIOPLIHO 3a/IeXaB Bifl
crynens ¢ibposy nedinku. Taxk, y XBopux
Ha XI'C 3i cragiero ¢idbposy F1 meii mokas-
HIIK CKaB (4,43+1,23), 3i cTagiero ¢pibpo-
3y F2 - (6,93+1,32), 3i cragiero ¢ibposy
F3 - (9,94+2,39), 3i crapieto ¢ibposy F4 -

(15,12+1,13). TToxasunk HOMA-inpekcy
y HaiieHTiB 3i cTagissmu Gpibpo3y nmedinkm
F3 i F4 6yB gocrosipro Bummm (p<0,05-
0,01), mopiBHAHO 3 XBOpUMM 3i CTafi€l0
F1. Cnip 3a3HaunTH, 1110 HOpMaJIbHi 3Ha-
yeHHsa HOMA-inziekcy peectpyBanucsa
JIMILIE Y MALIEHTIB 3 IOYaTKOBMMM CTafli-

16 A
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12 A

*
*
10 -
8_
6_
4-/ 2,77
2_
F1 F2 F3 Fa

Pucynox 3. Bupasuicts IP y xBopux Ha XI'C 3anexcHo Bifj cTyneHs ¢piopo3y mediHku
(* - pisHuLA focTOBipHA, HOPIBHAHO 3 XBopuMM 3i cTapiero ¢gidposy F1, p<0,05-0,01).
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samu $ibpo3y 1mediHkim, a caMe y XBOPUX 3i
crapieto F1y 47,6 % (10 i3 21) Ta 3i crapi-
e F2y 14,3 % (2 i3 14) (puc. 3).

Kopenauiituuil ananis mokasas, 110
npu iHdikyBanHi sk 1, Tak i 3 reHoru-
maMyu Bipycy icHye NpAMuMil 3B A30K
MK crapieo ¢ibpo3y mediHkM Ta Be-
mmayHolo HOMA-inpekcy (r=+0,66 Ta
r=+0,47 BignosigHo, p<0,01).

[IpoBenenuit anami3 IIOJO YacTOTU
BusBneHHsa [P 3a mokasamkom HOMA-
infexcy y xsopux Ha XI'C 3anexHo
Bif iH(IKyBaHHA pi3HMMU TeHOTHIIA-
mu HCV mnokasaB BifcyTHICTb cTaTmc-
TUYHO 3Hauymol pisuuui (p>0,05). Tax,
HOMA-ingekc BUABUBCA MigBUIIEHUM
y 15,5 % xBopux (7 i3 45) indikoBanux
1 renorunnom HCV Tta y 16,1 % nauien-
tiB (5 i3 31) indikoBaHMX 3 TeHOTUIIOM
HCV. PiBeHp mimBuIleHHs MHTOKa3HMKa
HOMA-inpekcy ckmaB (10,74+2,12) Ta
(9,31£1,34) BigmosigHO 1py iHPiKyBaH-
Hi 1 ta 3 renornmom HCV.

ITopiBHAHHA piBHA NiABUILIEHHA I10-
kasHunka HOMA-ingekcy y xBopux Ha
XTC 3 pisHMM CTenmeHeM BMPA3HOCTI
CTeaTo3y Ie4YiHKM M0Ka3aJso, 10 HalBI-
MM Lell TOKa3HMK BUABMBCA 3a HasAB-
HOCTi O3HaK BUPaXEHOT'O CTeaTo3y Ile-
yinku S2-3 it cknaB (12,43+0,95) mpotu
(6,56+0,47) y mauieHTiB 3 IOYaTKOBM-
MU TIpOSABaMM CTearo3y mediHkmu SO-1
(p<0,01).

Hwmxue HaBogumo MikpodoTorpa-
¢iro Mop¢onoriuHOi KapTMHM IediH-
k1 xsoporo Ha XI'C 1974 p.H., y AKOro
npu ingikysanHi 3 renorunom HCV ta
HaABHOCTI 03HaK IP, mo migTBepmxeHo
36impmenHam HOMA-ingexcy o 8,94,
MopdooriyHo BepudiKOBaHO CTafiIo
¢ibposy neuinku F3 Ta cryninp Bupas-
HOCTI cTeaTo3y neuinku S2 (puc.4).

[IpoBenene Mopdomnoriune  goci-
I’KeHHA TKaHVHMY ITe4iHKI I03BOJIN/IO BU-
SIBUTY 3HAYHE IiICHICHH: NoiMopdismy
Afiep NMeYiHKOBUX K/ITHH, B IOOAMHOKNX

Pucynok 4. Mopdornoriuna kaptuHa nedinku xsoporo K., 1974 p.H. 3a6apBieHHS TPbOXKOTbOPOBe
3a MeTogoM Macona (x1000).
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rernaTolUMTaX HasABHICTh BaKyOJIi30BaHMX
apnep. OpienToBHO B 50 % remaroumTiB
BU3HAYa/Iacs [IepeBa>KHO JIPiOHOBAKYO/Ib-
Ha >Xuposa auctpodis, B 20 % rematouu-
TiB — cmabka 6inkoBa guctpodist, B m00-
IVHOKMX TeIaTOLUTAX — BHY TPILIHbOK/Ii-
TUHHI Xonecrasu. B monpkax BUABIEHO 5
BOTHMIL, iIMYHOK/IITMHHOIO KiJIiHIy Trema-
TounTiB Ta 4 Tinbua Kayncunbmena. ba-
JIOHHMI IUTOJIi3iC TrenaTolTiB 6yB BilI-
CyTHiit. B ponmpkax cmabka cerMeHTapHa
indinprpanis nimdonnramn CTiHOK Be-
HO3HMX CUHYCOIliB Ta YNCJIEHHI JIOKyCU
KOJIareHi3alil CTiHOK BHYTPIIIHbOYACT-
KOBJMX BEHO3HMX CUMHYCOIfIiB. ¥ BCiX IOp-
TaJIbHMX TPAKTaX — CEPENHBOTO CTYTIEHSA
¢$ibpo3 Ta cepemHBOrO CTYIEHS iMyHO-
KTiTMHHA iHQINbTpalis 3 IPOHUKHEHHIM
iMyHHVX KTITVH B JONIbKY ITe4iHku i pop-
MYBaHHAM 15-Ty iMyHOK/IITMHHMX “cXifi-
YaCcTUX HEKpO3iB’, sIKi MPOHMKAIOTH i3 7
MIOPTA/IbHMX TPaKTiB. I3 BCiX MOPTa/IbHMX
TPAKTIB B JJO/IBKY IIPOHUKAIOTH TOHKI (i-
OposHi centn. BucHogok: MiKpOCKOIiYHi
O3HAKM XPOHIYHOTO BIpPYCHOIO TelaTUTy
3 CEpeHIM CTyIEHeM IIOIIKO[ KEHHs Te-
HIATOLMTIB, XXMPOBOIO AucTpodieo S2 Ta
HOYaTKOM (POpMyBaHHs HEIOBHOTO Cell-
Ta/IbHOTO 1upo3y F3 (puc. 4).

OcranniM 9acomM B HayKOBill JiiTe-
parypi 3’aBumuca po6oTy, 1o HmifTBep-
mxyoTh npaMy fito HCV Ha meTabormism
rmokosu. IIpn XI'C, HaBiTh 3a BifcyT-
HOCTi MeTaboniyHux (pakTopiB pU3MKY,
B)K€ Ha paHHIX CTafliAX IpoLecy, perli-
kanig HCV moxe ingykysatu IP 3a pa-
XYHOK IIPAMOIO BTPy4aHHs B iHCY/IiHO-

BMiT curHanbHmMit Kackaxg [19]. Ilpope-
MOHCTPOBAHO, 10 NAL[IEHTH 31 CTyIIEHEM
¢i6posy neuinku F 0-1 manu BiporigHo
Oinpm Bucoki mokasHuku HOMA-in-
IleKCy, TOPiBHAHO 3 BOJIOHTEPAMH, IO
6y)11/1 CITiBCTaBHi 3a CTaTTIO, BIKOM 11 iH-
mexcoM Macu Tina [20]. B coro gepry, IP
MOXK€ CTaTy 3HAUYHUM Ta He3aTeXHUM
¢dakTopom nporpecyBaHHs ¢ibpo3y me-
ginky y xsopux Ha XI'C [20, 21], npn
IIbOMY BupaxeHu1 ¢pibpo3 medinky aco-
niroeTrbcsA 3 IP Hesame>kHO Bil HAaSBHOCTI
CTeaTo3y MediHKM [22].

Bucnoskn.

1. Mopdororiuni 3MiHM B mediHIj
y xBopux Ha XI'C indikoBaHux 3 reHo-
tunnom HCV xapakrepusyBammca dac-
TillUM PO3BUTKOM BUPa’KEHOTO CTeaTo-
3y IEeYiHKM: CTYIiHb CT€aTO3y NEeYiHKU
S3 peectpyBaBcs nuiIe y XBOpUX iHQi-
KOBaHMX 3 reHoTHnoM Bipycy (38,7 %),
a CTearos MeYiHKM S2 BUABIABCA Y LMX
xBopux vacrime (38,7 % mportu 17,8 %,
p<0,05), Hix y nmanienTiB iHpikoBaHux 1
renotuniom HCV. Ilpore 6yna BigcyTHA
CTAaTUCTUYHO 3HAYYIA Pi3HUIIA CTYTIEHs
BUpa3HoCTi (ibpo3y medinku mpm iHgi-
KyBaHHi pisHuMu resorunamu HCV.

2. THCY/miHOPE3NCTEHTHICTD, AKa Mif-
TBepyKeHa  migBumeHHAM — HOMA-
iHpexcy, 3adikcoBana y 84,6 % XBOprX Ha
XT'C. Haasnictb IP He 3anexana Bij reHO-
Ty Bipycy HCV, mpore nasBHicTb 11 cTYy-
niHb BupasHocti [P Manu npsimuii 38’130k
3 IporpecyBaHHAM $i6po3y Ta HasABHICTIO
BMPa)KEHOI'O CTe€aTO3y MEeYiHKI.
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