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HOMA-IR PF43 R G R HAE B R R
FFR B2 H R

18 M PI R fFR (chronic hepatitis C, CHC) £ 3& % 3+ & I8 Wi FF F0E bR ( diabe-
tes mellitus, DM) , 8 & £ #kPi (insulin resistance, IR) BREK R =F R EH —IFE
B, R L% R AR A R4S 77 (homeostasis model assessment, HOMA) 3
HIEVAARRERAE IR DK IR R, HOMA-IR P4 R G508 K 25 I b 0 2
JE R 5 F KW 5 , 7 iR 5 THAE, RABUIFMER #, ZE P4 CHC B W
BTG PREEEEEH.

—.IR {5 X &% HOMA-IR fi18&

IR fR A R S RTE R AR AR R B AI Ay m28, MEERENRS R
P AR T IE B A Y22 8O M —FioR 7S, AR B IR IS R % B A e HeR
Wi 58 AR IR T T AL 174 AR, BB HLER R T RAT GBS MBS 4E R 7E 1E
HAKE, NEETZSBRS R, FEERS R IMAE, SRS MERS IR BE
ARSI, BB TIRE B 40 WD REFI R 5 R BNERE., RALXHA
EREHIEE B, MRS ZKFARBESS R IR B A,

1979 4F, DeFronzo 45" A 37 T TE 4 VMRS JBE 5 B At e R, S e e ot 2 52 Jp
5% B FEVEAE 1M 3% JE 5% Wk B R T 5 3 4R R e — e K , B A h TR T R e oM
WEfR B TERL K, 7E X FP /K F T R 38 2ok 30 o0 D 0 P9 TR R 5% B 43
W, BORELT IR R AN - S R 5, M A R E TAMNR R B BN W
PR ZFEAR R, R O EE Rk P <8 BT ELVE A I 2 s 5 R BRI “ 45
W EZRTERE—ERE, BAER, FTHBR, T HEREREE ZH,
2 J5 Bergman %" B At/ MERY B B A BT SHE WU UL MRS 5 88 5% Z3h
RBHIXR , TR E HBES RERERRBFAORES AN SRR E S
RBRE, IR AR B ERN S I F R A RGHRIBERERE . ERFELE
3 h PYERIM 32 K, BER I E 240F BB H B Ah T RS R BUSE: , B ke IR L di
R, R XIRE T SRR A IR B8, A Mathews 251 #1 Haffner 2™
43T 1985 4EF1 1996 4E42 H AR B RIE I SE A , SLBC A B i BLR AR 98 2
FFREFNE S B 40 BEAE VR MU A BE 5 B B AR E— MR B 3F B . HOMA-IR
HE AR HOMA-IR = FPG x FINS/22. 5 (FPG ; 23 i Ifi #f mmol/L ; FINS : 23 i Ji
BE pl/ml) , RN REEIMEMRESENE, FERR; SHEAX—

e By :100011 b3, dbR R IL IR ER:
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“EARE” BRI EMEBIE YT AR, IR R BT A B STE  BEA

—..CHC A& &4 IR Hyu] BEDLH

CHC B A IFIBRMBERBNFE, BRA B % S BT 4 ig b A v,
HETTIE B0 W5 BT, BE AR 3 ML OB 5, B IR . CHC 3% 5 3 R A W
FEFE RS IR AEEEBRHNRR ,[HE,CHC B &4 IR BEAEPLH #
REELEH

Kaser %[s]ﬁj@,ﬁﬁﬂﬂ?ﬁéﬁﬁ(hepmitis C virus, HCV) $i455 T 48 e 5% 3 & 1Y

B SET PR RES BRI T B, A ER PN EES EAEREET
FrEnpaEBREE /1 T RIS, (HR, XFMEEBIEL R R, BN C VRS R
) L) (f B 4 JBR 15 R BB BE ST 845 ) ZER BUAF R B FdE R BYIF 8 A\ B
RAER®, Hickmm] 251 75 g T 38 2 Ak 48 5 1 27 4 4 3 72 o 7= A 1l 40 g R
F5E IR BXAa] ek, Hit, AR BRI FaREGIES, SESE
MAE e R, HCV @ RWES ZNGESESRER IR, XM EH
BT REERZ M,

Aytug "B RIRGE T HCV BRG& 8 45 A5 IRS-1/PI3K (IRS: i £52
Y ; PI3K . BEBR BEALER 3 U H8) {5 58 8%, MAIRIMABIFR BEFFMIERE
FFR B EHH LG, FF4HZ IRS-1 BEER 1L ECEG B By /b, R B PI3K #1 Akt ( Z &R/
HRREABE) HHE TR, HE2 AW ERBIEE T XA, FRAX SRR
FFR B OERA R, Kawaguchi £ BSZFSE . HCV B0 F HBEAE IRS-1
FZIRW/ , 2kTE S R PI3K A1 Akt TS HEMAI RS ZENESHS, Eddt
F Tk HCV BLOEE M 3B B, Shintani 257 RO AT 2 RXER
THEBER IR, A, B/ DREBKE, LS IR RBE R R L, &
DE ARG R IRS-1 BERR LB EETE MEEEE , K1 TNF-o 34 H10] BB 23X 28/ B,
B IR WER, B S =114 38 TNF-o k)G, XIRE T X5 58 2 U™’
HEZEA S BB AE >, BN R EZARBFRAEN RS EI0
fE5 HCV BubHiFAREE ",

= .HOMA-IR ¥4 & 47E CHC B T i i

1. By CHC & BB A7 IR DK IR K E :HOMA-IR MIEFH SHAR
AR, AFREZKREEHROBMEAR, 7E Matthews 42 BFFE H, HOMA-IR (¥
EHEEER1.21 ~1.45 [HEMGE W REABEKRTRFZEERRPFHRET
FEWIERE 2. 1M 2.7 3,814 HOMA-IR F${E K/ R B 19 2 LR
P BUERK, BRI, B IR R MR, R Z IR

% F§ HOMA-IR 3|l CHC B E R EFE IR UK IR B E , Elsammak 25!
& # T CHC 41.CHC + DM 4. DM 2 fifg x4 X 4 AR R
HOMA-IR, R HOMA-IR 765 3 AP E B E & FxH R4, HEBEA 3R 4.53 +
2.84.6.10 +2.36.3.69 +2.20.1.32 +0.49, $f—FHFK T &I, HOMA-IR 5 HCV
R B MIEM X, Lecube £ 11 & Bl HOMA-IR 7EHE-HCV ( + ) 4 o -
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HCV(-) 4 (4.35+2.27,2.58 +1.74;P =0.01) , [ HOMA {5 BAAT 5,
ZHBF R MR TR IR 3550, 51050 22 50 2540 ) 1E 3 (H HLBSR AT IR
RA7E CHC BE sl , NRAE, RE TR Y,

2. 95 IR 5 CHC & myEAIsbr 40 R F R ZEFH TR K FHHER
M . CHC B % £k IR EEEL, B ik, i & A= AL 38 A5 an M . IR S5 % A A [F
BB, FEXAEARERT, MIFRE KPR RERER, RE
H7E HCV B BER B, Furutani &' H15Y 65 & A ERBERKH) CHC &
F RI HOMA-IR 5 IiiERE LK, ol i fr vl gExt IR B R4 EBWE, Sha-
heen 2! 4 231 HCV 55 HOMA-IR f RIS YT HA X, MEHEHKFE
J: HOMA-IR f—/NBE5R A B BN F o {H Ozdemir 1 B 518 1 i 9 B 4 B8 3%
H HCV JBZex IR FZ iy 2184 F 3 HOMA-IR 58 &1 B EH XM,

CHC & LR IR B}, 4 M B F/K F A LA TNF-o S 0 B35, HCV By
# TNF-o 7K ¥ B 3EH 5 , HOMA-IR Ffi# TNF-o F1 HCV jREHRE RIEMARE",
CHC /& # HOMA-IR & F X B4, TNF-a 1 sTNFR2 b 5 F 5%} B, INF-a 3
IR'™!, Durante-Mangoni £ & B 745 g B 25 i) CHC B8 3% J 1fn 75 B K 2K P B
i, TNF-o. .HOMA-IR .y-GT F1 HAI R £ Z4e{b P38 , RIBER ZKE 58 AR
BEF HOMA-IR 57 46 5¢ , ZEARAGBR /K 1 B 2 P aT AR B & 7K 1 TNF-a,
B RARN 2R CHC &3 g P AFE— M IRERE/TNF-o AT , X AF
5 IR MR, BAEPERIAY-HCV( + ) HF B8] R A F F (TNF-o, sTNFRI
sTNFR2.IL-6) & F$i-HCV (-) 41, sTNFR1 #1 sTNFR2 5 HOMA-IR B #:HX%,15
H IR HETRERFARHEL,

CHC L IR 5, R E M FKK P KR 4ET 24k, Mirandola £
g RT-PCR & 58 Z4i-HCV ( + ) BFFE RN A H M =MREEE
H ( microsomal triglyceride transfer protein, MTP) mRNA sK 3, 3 i o 22 L &
MTP 75, BRI HCV 2 H 1 AU 2 Ay A%  MTP mRNA 7K ¥ 5 HOMA-IR
2R (P =0.005),/&% HCV 2 F 3 BB E T MTP [EH B E MK (P =
0.004) , ifil & iH & B . ApoB F11 LDL i #H i Bl . Kawaguchi 2™ B 9% & 3 CHC
BEDURTIGIT KRB B2 R N 2 (sustained virus response, SVR) #, H. HO-
MA-IR {H B & R, B2 EN 8 B R HCV 1§ ER)E , IRS1/2 MR /K L3I 3 7%, &
FEYL 68, BN 40 IRS1/2 58 KiK.

3. %0 IR 5HimEIr B FEKX AR IR &g CHC BEIURBIRITHIITEL
PUREIRITHUS SVR &, ¥ A HOMA-IR WEZE T, & HOMA-IR 5K
MR, BEA PR RT3 S HOMA-IR B MH%,IR RIUKEBITEBRE
SVR f— A HE T, IR 5 Peg-IFN BEA4F B 5 AR AR N1 24 2 32 A 56, IR
B3 IFN 55, 78 HCV 2 1 £ HOMA-IR <2 f# SVR &2 HOMA-IR >2 1 2
%), Kawaguchi ™ B9t B CHC B# 21t 6 NH B2 8 IFN 22 IFN Bk
AHEHARIURERIGIT, TTNLE 4 1 Bk4 b HOMA-IR 7E¥RYTRIG LB &
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4k, 1 SVR 45, HOMA-IR E’A%TIS%, HIGIFRTR (3.1 +1. I)F%ﬁiﬂ(l. 7 +0.8)
(P <0.05) ,iBER: HCV 8830 IR, EWN¥EINE F5EIESCEUS SVR & 1%
% HOMA-IR 1 BMI ¥4 , Ba I K /04745 1 SVR 54§ HCV RNA ¥ B &
1 IR %, ZEZ s PrE M i i 58 /K EF1 IR & CHC BEIUIRFIRITE
158 SVR Hppl s B R 7', Mello 4512 i Peg-IFN BEAFI B FH5 40347 CHC B
RITFFE T3 2B, 2353 6 I H B Yr )G , HOMA-IR ¥ A 24k, IR 5HmEISIr
X,

HCV/HIV kY i) BB 2 L5 b 0 7% SR BRI YT (highly active antiretroviral
therapy, HAART)1 & 13%EITHTL IR, BT R AT IR, HAART &3 2ZHi
BeA IR i HIV RY936# IR MRE, IRFEE#EAR 570 HCV SRR IR BB
RFEEE, Y DM WERRE, B EN BRI RRERTFZNE
AT, B H R AR R RE,

4. W5 IR XHFE 44kt B SR HEAE - ZRCFFBIR B, IR XHF4- 4
e B A EHEER . IR 5% CHC BE mar4kfbit g, IR DAREHE BRI R 5
KR5GS, HALR OIS a2 . 58 £ ILAE . & TNF /K F . PPARy
ZERFRRZHRM,

R RIAEERBE HCV B E K IR 5 ERRA %, lETFL
HALEERINE, IR BIEBRRAE , W H7E HCV R RHMELF IRV E
A1 HOMA-IR Fy36in -5 FF 4 4 b e B 470, IR AT e R IR 22 3 B
CHC BEFA bR EFR—EEA, D’ Souza & I L EE SR,
IR 54 4E4bBr B saEAH o, S 4E b2 B e , IR & (P <0.001) , iXF i & 1
MHRXRBFEEHRFELRE Z EREELREMTPRIET SFa44bM
TR HARRE ZERFAE, IR 7E CHC B EW A4k RE —SERH, Xk
RIEREEE R, Taura £ @ SEENE L, CHC BESENTERE
H5 IR 37 €, {HJE Merchante 2" 314A 7 HIV/HCV /R §u % o,
HOMA-IR 5 haiF 4 4efbit Bk,

25 I frid ,HOMA-IR #¥5r R 4i#E CHC B&E T A B RV ANE, AL R4
A EHRE IR, H M GOR R FMTR #E B 0, 52, HOMA-IR B &
WAETE— S A B B £ 1, B, 7 F] HOMA-IR #AT R sl /e i 4518
MEEE,

5 X X M
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