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# ZE B T HCV RNA PCR KF X 5 B 48 9 8 (HCV ) /28 3% Bk [ 5 1 (HIV) & 7 B B 4R 30F 72 09 5% I
FiE RHZERYOEE & PCR ikl HCV RNA, LB W R 12 i 80 % 595 2 73 7 (HAART) i 9 HCV/HIV & Jf 8% L
(HCV/HIV 41) \HCV Faii& e (HCV 41) (HIV Hugfij@ye (HIV 41) 35 () HCV RNA HIV RNA CD4 " T ik EL 40 i 140, R4 &g
¥ # M (AST) GJIBZLEK (TBIL) & B BRR A (HA) 2R & A (LN) (H AR (CG) (I e JF (PCIL) IV B (CIV ) (AR % 45
(R, 58  HCV/HIV 415 HCV 41F HIV 41 CD4 ™ T ik & 40 B 3150 5l o~ 139.75 £91. 586 ,647. 16 +363.379 288.0 £219.6
AN/BFH(P <0.01) , 5 HCV 415835 (1 KR AR 250k 37 £15 152 £13 2 (P <0.01), HCV RNA 435 6.0417 £0. 93524 Fl
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1721. 597 .139.00 + 165. 640pg/ml (P < 0. 01) ; PCII 43 5| 7 285. 52 + 244. 558 [ 159. 82 + 86. 928ng/ml (P < 0. 01) ; ALT 4351
104. 42 +107.90 .46.22 +32.589U/L(P <0.01), 5 HIV 241 HIV RNA 43517 4.8 £0.9 # 4.1 £ 1.0log/ml(P <0.01), it
HCV/HIV 4 Jf &g ] DL in & A in e HCV (HIV B9 1) A SR R 2 . & /K A9 HCV RNA J2& HCV/HIV & I &3 35 i HCV (HIV
i AR ERERZ —,

X$1W HCV RNA JKF  HCV/HIV 5% HARER
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Impact of The HCV RNA Levels of HCV/HIV Co - infected Patients on Natural process. Sun Hongqing, Xiao Hong, Yang Fei, et al.
Department of Infectious Disease ,Shanghai Public Health Clinical Center,Shanghai 200083 ,China

Abstract Objective To investigate the impact of the HCV RNA levels of HCV/HIV co — infected patients on natural process of
HCV and HIV disease. Methods We compared the levels of HCV RNA,HIV RNA,CD4 " T lymphocyte count and alanine aminotrans-
ferase ( ALT) , total bilirubin( TBIL) , hyaluronidase( HA) , laminin (LN ) , cholyglycine (CG ) , Il collagen (PCII ), IV collagen( CIV ) and
age of HIV/HCV co — infected patients group with HCV infected group and HIV infected group. Results The CD4 * T lymphocyte counts
were 139.75 £91.586,647. 16 +363.379,288.0 +219. 6/pl in HCV/HIV group and HCV group and HIV group respectively ( P <
0.01), compared with HCV group and HIV group (P <0.01). Compared with HCV group, the levels of HCV RNA was 6. 0417 =
0.93524 and 5.2553 +1.62773log/ml( P <0.05), the levels of CIV, CG, PCII, ALT were 105.30 +24.630 and 95.41 +52.889ng/
ml(P <0.05) ;1444.98 +1721.597,139.00 +165.640wg/ml(P <0.01) ;PCII285.52 +244.558 [159.82 +86.928ng/ml(P <0.01);
104.42 £107.9 ,46.22 +32.589U/L P <0.01) and the age were (37 £15) and (52 £13) (P <0.01). Compared with HIV group, the
level of HIV RNA were 4.8 +0.9log/ml and 4.1 +1.0log/ml( P <0.01). Conclution HCV/HIV coinfection can aggravate and acceler-
ate natural course of HCV and HIV disease. High level of HCV RNA of HCV/HIV coinfected patients is a risk factor for worsening the

YE# BAL 200083 - i T 20 3 TLA: I IR rpo O SR B (IMBETE LIS 28 R 3R R 38 —1E )
HIHAEE E R, F {54 : chenliangb5 @ fudan. edu. cn

.91 .



J Med Res,Apr 2014 ,Vol. 43 No.4

natural course of HCV and HIV diseases.

Key words HCV RNA levels; HCV / HIV co - infection; Natural processes
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