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Abstract

Hepatitis C virus (HCV) is a major causative
agent of chronic hepatitis, liver cirrhosis and
hepatocellular carcinoma. At present, the
molecular pathogenesis of HCV-induced liver
diseases is largely unknown. This review will
highlight recent results providing an idea
of how HCV structural and non-structural
proteins affect RNA replication, viral particle
assembly and release, and how these proteins
interfere with the intracellular signaling
pathways and finally evade host defense.
Elucidation of the molecular mechanism by
which HCV regulates host response may
facilitate revealing targets for novel therapeutic
vaccines and drugs.
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HC VA7 8 I BB IE BER N AJR B, 8 S0 55
FE B RT 2009 75 g, - ELAE HF AN i b A, 2
| g 15 Al - SR AR T S EUE T
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T AF A R A% 00 B 1 B T R A s A AR e
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www.wjgnet.com



BE. AT RERISEDHNES I 2865

2 KA I . R T, ORI HCV NS N RUTFAL 21 ;ﬂ%fﬂﬁéﬁé
; NP NN . N *t 7 A &

HC VGt LRI Mt . R 0 R B3] Fas/h FIOAIMBIAT Mlcaspased/THINEVERANH], 4 Mhﬁﬁm

K.

W50 R I, ARFP/FE [ ] fll o stk 4n
JIIL-6, IL-8FIMCP-1FIMP-1B 1 >/E, MiIL-6,
IL-8HIMCP-1Z 5HCVIEJAS ME AT 4045 1 R A,
$E/RARFP/FA [ L 5 AT AEA AR vh 2 E A
TR FRIE E IR B,

Hi1& 2 (prefoldin) 5 f-4F 25 (chaperon) 4
GAEREAR AW, X EAZ 40 M A LR & A
WS R AW IEMT S K EELZ/EH. HCV la F
5 40 i P9 AT TS 22 2(prefoldin 2, PFD2)4H H.
YEH, THPFDEAWHIIEH Thae, SIS E &
140 R 2 ) S R, AT B FHC VRRZE T
e YR A Il 2B,

12 EEHMEG

1.2.1 NS2/3% & /K figt B NS2/3 & FPF M —A
ELEMIE [, MTINS2RINS3 3 F N IE].
e FE KR N AL 5 T 2 AN ST B, 741 [
PEPE TR W] NS2/3 5 GBI i+ A i IEYE
Jpi 7 (bovine viral diarrhea virus)NS2/3 X 3%, 5 &
5, HAH952, E972, C993& LRIk FEAEHCV
FITAT DR R (RN S 2/3 X e A <1 B, R H R
K At Ll e 26 DIAROC. S0 UESKE, NS2{U7FENS3
PR A 2 R RIY e R R A K il It e, NS31H
81213 WILIRL & T Zn™ G5 A1 55, FENS2%R
P17 AR Tt 1) 2 T i i B DX B,

NS2/3 %K [ /K i BE ATHC V(1 52 i 2 15 06 75
HATEA — &4+ HZBRNS2/3IMHC V&L
PR, SR EE R T RELBR YL RE 1 ARSI
ST Z G0 W A2 T EEN S 2/3 H 1 IR K i
YEH. M RO BRI A 0 55k Conl, H778K
JoH 45Ky (1 5 IFH-14E 45 M B (1 () e AR i
IR PN VARRINIIG B R 231 B gl =Ll (= e
Huh740 f i) v, 2iBRNS2/3 J)FHC VIR FE RS A
BOAZH]. B TFHCVE AT TNSE A48
JEE D 52 v, TN S 2 — L 1) E R RS Py 2
1, A5 AN S 11 10 AH B A Cog i 520,
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NS3/4A BHUEMAPK, TNF-o, EGFEESERE, 18IEIRISESHEEH. 64-66
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BEAREREHERNRR, HMFINMELEFET.
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HHIE B ThVAP-AA B/ R, IR &
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A L
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