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[ Abstract] Objective To investigate the suitable therapy of chronic hepatitis

C virus ( HCV) and human immunodeficiency virus ( HIV) coinfection patients in
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China, through evaluating the early efficacy of common interferon a-2b (IFN) plus
ribavirin ( RBV) treatment versus peg-interferon o-2a ( PEG-INF) plus RBV treat-
ment. Methods Treatment of IFN plus RBV or PEG-INF plus RBV were received by
patients with HCV/HIV coinfection (129 cases) after HAART. HCV genotypes were
identified, and HCV RNA load, alanine aminotransferase ( ALT), aspartate amin-
otransferase ( AST) of patients were analyzed at different times during treatment (0,
2nd, 4th and 12th week ), respectively. Rapid virological response ( RVR) at 4th
week and early virological response (EVR) at 12th week were assessed to predict sus-
tained virological response (SVR). Results The percentage of non-genotype-1 HCV
infection in HIV/HCV coinfected patients was 66. 0% ,and genotype 1 HCV infected
patients account for 34.0% . There were no significant difference of RVR, EVR and
cEVR between IFN plus RBV group and PEG-INF plus RBV group. In IFN plus RBV
group, patients of HCV genotype 1 had significant lower EVR and cEVR compared to
patients infected with other HCV genotypes (P < 0.05). The levels of ALT and AST
decreased after effective treatment of IFN plus RBV or PEG-INF plus RBV.
Conclusions The early effects of IFN plus RBV and PEG-INF plus RBV treatment
are both significant in patients with HIV/HCV coinfection. Treatment of IFN plus RBV
is more effective for non-genotype-1 HCV infection than genotype 1 HCV infection in
patients with HIV/HCV coinfection.
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RNA [HM:, $i-HCV & HCV RNA [HPE, CD4 ™ 40 ffd 1% > 200 4~/ wl, B AL 53N
PEG TR (A 4,45 ) S Fim TR B 4 (84 fil) . Fhh, #6211 i HCV
Y E X IR (C ) .

WL HCVIBIF T %

A HF C APt HCV 797 7 % 4 PEG-IFN-a-2a 180 pg/IR, 1 /A, J2 T iE
S, A R EL 4K 900 mg/d, 43 3 IR IH IR, J7 2 48 Ji . B BT HCV 3697 1
TR o-2b 500 J7 AL/ 0B A 1O LA S, A F E 4K 900 me/d, 73 3
RSP #248 Ji
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R 1 BB RANE O LA AR IR RELOK P (5 £5)

syt (R [ R VN A ALT(U/L)  AST (U/L)
[B(%)] (10510}%9\'/m1)

HIV/HCV ﬁﬂ:@lzﬁé 37.33 £7.55 96(74.40) 373.5 +£188.8 5.58+£1.09 70.3 +50.6 66.0 +46.2

HCV BA— ik 36.75 £6.26 13(61.90) - 6.07 £1.08 67.0 £68.2 45.2 +27.7

TE: AL B4R IS (PRSI HCV RNA 38 (ALT Je AST EJE80KF B TE R 25505 - 7 A4

z2 P HOV 2 [ (%) ]

HCV R 733

bai:!

la 1b 2a 3a 3b 6a 6n 6u
HIV/HCV 4 F e 9(8.49) 28(26.42) 3(2.83) 12(11.32) 18(16.98) 33(31.13) 2(1.89) 1(0.94)
HCV Bi— &y 0(0) 7(70.00) 0(0) 1(10.00) 0(0) 2(20.00) 0(0) 0(0)

L TFIRK G A E S MG HOV Jh)7 L

AT PEG/% 38 TP & i HCV 3677 JUR 22 5%, 5 45 4191 HCOV IR 97 1Y
RVR (cEVR \EVR BEAT HUAC (1] 1) o $T HCV I8y 4 JA IRzl 45 240 RVR & 8L, C
ZHRVR(41.7% ) BEE T A 40 (11.4% ) & B 41(13.3% ) ,A B %41 RVR LB
P22 55 5T HOV 3497 12 JHIF cEVR, C 2 cEVR (90.5% ) B w5 T A £1(44.4% )
LB 4(40.5% ) ,A B 4 cEVR LWE T W E V227 440 EVR WY R % 2%
F(P=0.236),

= HCV N5 T EHT HOV JrFRee &

T i PEG Ll TR P HCV JA97 5 HCV e Ro» B 27 W] QI A, A F
FERE T 4520 HOV RER M R0, I M 2 AN [] i PR 2 A 8 B 20 2 DL 2
L3,

®3 AFZENBEFEREANER [H(%) ]

, HCV FE[H 1 #(1a,1b) HCV JEFE[H 1 % (2a .32 .3b 6a.6n ,6u)

o RVR EVR cEVR RVR EVR cEVR

A 0/8(0) 6/8(75.0) 2/8(25.0) 4/17(23.5) 18/20(90.0) 8/20(40.0)
B 4/27(14.8) 20/28(71.4) 6/28(21.4) 5/46(10.9) 46/48(95.8) 27/48(56.3)
C 1/7(14.3) 7/7(100.0) 6/7(85.7) 2/2(100.0) 3/3(100.0) 3/3(100.0)

T RVR AU 5 cEVR: SE R R IR B F M ; EVR R B2 N

ST, B 20 HCV JEFEA 1 & EVR #1 cEVR g% 5 F HCV-1 RI(P
435124 0.002 F10.003) ,7fif HCV-1 #IF1I HCV FE3EH 1 A RVR TR EZEF (P =
0.621), A.C PiZ] HCV-1 FIF1 HCV JEE 1 # EVR TR 225, P 2%k
0.306F10.490; A .C B4 HCV-1 1 HCV EF A 1 1 cEVR LA/ G i Bk
5P AR5 0.454 F11.000,
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X6 E HIV/HCV 4918 %1 HCV 5L 40 BT TR A IS, 455 31
T HIV/HCV 43 B ABERY HCV LR 238 3% DI 9E HCV-1 155 3§, HCV #
Al \ B HCV LR 43 B 3% HCV-1 B, XF T HIV/HCV 4 3 e AR,
PEG T KB4 I E Ak HCV F7 /e HCV-1 BUFIERE A 1 B [a] b %5 G
B PORRKIE HIV/HCY 4311 HCV JERH 4383 PEG T48 % L
FPROEIA K, 5@ THE X HCV JE3E A 1 8 B A0 AL T HCV-1 #4 H,
PEG T4 Z FI 38 T4 2% HCV JEELA 1 Alft HCV RAPTF R B E %, &
BRI 285 50 K AR SCRRES W3R [ HIV/ZHCV 497 Be ABE HCV LIFESER 1 71
T, HEE TR A B FHAIGT 2B L5, 5 258 T 3% FERH
HIV/HCV & 3 e

A , 2520 ABEHT HOV 897 3 2 vh I S B i 728 4k 175 10 48 /R 75 HIV/HCV &
HIRYe b A Rl T TR (M PEG) it HCV YA 7 4 RT3 5 K 52 24048 FRAR
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