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AT R I DX B IF R R HCV 2 B &Y oy
A, 3% AT A ML 2 4 R e Xt 181 4 P9 U 2% 6 A\ L 7
A #ET T 4 8. XA 2 REAS 4 AU Y 100 f PE 14
i, LK RT — nPCR #: L4 NSSb B Y18 4E T %F Ho ke il .
FEPFho B0 HCV 2 H 2 B )G, 4 T 30 61 P9 AT
#4177 HCV 2 HE R 5 M A T4 & (IFN) J§ HCVRNA A
FRUEE, e M T .

— ME5HZ 181 PR R A MG XK H AP
1995 4 2 H % 1996 4 7 A{EFE A HA 30 #il iy
IFNIRYT (B 14 ¥, & 16 B, % 21 ~62 % ). a—2b
IFN(3[H Kenilworth 56 R #HE A 7 )3 x 10° 1U, & & il
3K, 3t 6 N H. % 30 Fili A Z BT R % 5 (HBV) bR
£ K& HBVDNA.$i — HAVIgM .${ - HDV.$i - HEV ¥ %
FAYE, {H HCVRNA K4t — HCV ¥ A Y. 76 Bl 2 Brik
1995 FE2 EHR M REARSVWHITHI W i, Bt
— HCV il i F ELISA ¥, ikf & 5 L3zl
PR ABR A . HCV IMLE2E4 BUN A EIA 3, 5] &
ML ERKEMAEY R, HCV EE B m &
1 A6 5T BE R K 2 1T 9% BF 5 B 428 42, B2 Al RT — nPCR 1%,
R JE X H Y 1 =¥ 384T HCV NSSb E§ U1 Bl

ZVEER 50 B TE A LA A2 o B 1 RU(ERETT/1b BY)
di 76% (38/50), MLiE2E 2 B (ZEFE M /2a &) 5 18% (9/
50), 1.2 BRARI(ERET/MA) & 2% (1/50) ; 8§ 14 B/
1b &5 78% (39/50), MM /2a %Yk 20% (10/50), I/ MR &
Bl 2% (1/50), ME¥BAEUBEN TS F
496.0% (48/50), HAN/1bBIF A& H97.4% (38/
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39), /2a BIFF &N 90% (9/10), I/ (1.2) &Y 1 #il FF
& . M IFEN 1897 30 Bl AF R, A 11/1b B 20 6 (215
11 %5, 18+ 9 i) ;M /2a &Y 10 B (B 1E 6 B, 1814 4 6)o
% IFNJRIT 34 H G, 11/1b & HCVRNA BH¥FE B 25%
(5/20), llI/2a & HCVRNA FH¥ % 50% (5/10) ; IFN {577
6 ™ HIJa,11/1b & HCVRNA FA¥ 3K 35%(7/20), ll1/2a
RIBAFEH K 90% (9/10), Ja & B35 & T HIE (P<0.05),
=R, N IFNBITRF &R —E0NIT
M, BA TR, (U 2 50% 22 A Bl A — & BOR,
1 A H 24 Ho Bl 6 7 AR IFN 3397 J5 , HCVRNA A B
% ;55— W4 I N B AR 7E IFN JR 77 Wi 6] HCVRNA
nfPARE, (HE25 )5 Bk EBL M. Bk, BF R IFN
PR R B oy, #EHE, IFN G897 9 I 8997 2052
Z FhE Z R, in HCV Jk B Y 5% 8 HEFh S H AR 5 | SRR 34
(gLt 1a) L 0L P HCV & B JIFN 57l B ST 2 e v &
() RIS . AWFITES R R . KR X 9 i A
HCV ZEHE K44 LALL/1b A E, & 76% ~78% ; [l /2a Y
W2, i 18% ~20%; /M (1. 2) IR & B, (L 2%,
X RS iRE AR —B . o8 HCV 2 E A5 IFN
PR X EZEXH A IFNBITEMFERA 6 17 A G,
HCVRNA P %} 53.3% (16/30), H & HCV II/1b %
KA B8 3 K 35% (7/20), 11/2a ZEH &L B 90% (9/
10), fa & 5.3 & T i & g & 1/1b 2 H R 5 1/ 2a
JEEARY, B IFN 6T 6 A~ H e, 21E W iF# HCVRNA A
R & TR T 2 — 2 R A S MR 1
P, IFN 1897 6 4 H J& HCVRNA PA¥ R 48 FIi69T 3
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