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0 LA S 2 T HCVRNA PH 18 1 75 78 T 4 1 7
BEVRYT s TE AR UE 25 W v B M i Sl b O S i YT 8K
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Ie,3 A e @ 12 % P JL3E HCVD 4.5 .6 J
PRI 5 AT R A 45 /7l A = (SOF/LDV) 12 iR
I7 A B T A 36 1 BTN I R 3 T R 24
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Ffl SOF + RBV J&97 12 JE % 24 i, REGEEAZ H
EASL $5 a5 1,12 % LA B YL SE I 2 Ak 3 #l4)
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Pz Hopth & 2 b o F F 0N 1 7 23807 AR 1 R Ak
HO SR SO TS A BT Rk 2 A I A
)RR IR FR A R YT )

ZVEHTRIEME HCV B BENIRTT

S B TR AL \DAA 2236, JU 2 NSSA 444
FEH 3 AN RE AL RS A L 2D RS 4 L HCV/HBV/
HIV gk g 25y H AT 23 0 0 R 5k 50U 36 M 79 .
Kanwal 2578 /R, 53 H 1 A HCV J& YL i, 56 A
3 0 HCV ke B 5 38 i AT A Ak A g A0 XURS: o i 3R
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12 J&, 8k SOF/VEL &7 24 J&, 45 £ SVR 40 3 H
83% 94% Fl 86% , H.# SOF/VEL + RBV12 J& 5 %
SVR fufm, MR L etz R i, — LU LEHE
R W AT U ( model of end liver disease, MELD ) {f-
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3. HCV/HIV .HCV/HBV HCV/HIV/HBV &
AT (1) HOV/HIV SR /B 3%« W% 8 S8 3T
Al S B RO HIV UL B S s B2 2 . L HIV
RNA (A& B 422 50 HIV 3R 97 . Bk &4t
HIV G978, CD4 " 4l ] < 200 >/57 J7 2K, W %
Se AT Ui S 5% 52 V8 YT (antiretroviral therapy, ART) | {5
S D REA TR & J5 PR AT 50 HCV G975 IEFE #E 4T
ART 3697 %, HIVRNA JfI% TR I £k LT H CD4 ™ 4
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