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SR T RGNS Y BTE R A FB)T 2 W A
1BYY, L WHO $2 H A9 2030 461 B 2 M T 2 A
HAFE T A" H AR, oA B 2 25 JTF i 2 70 2% FL
Qe oy 2R A HOV I8 (1R L [ PN A0 85 1) 17
UEBE 2SS 25 W1 i AT Ko v, 7 2019 4E2H 4R N A
KEFIEIT T CNBLTF R BG 45 (2019 421 ) o

&Pk HCV YL 3 Pk R0 T C Uk A H %
YR 7 254 ( direct antiviral agents, DAA) [{)7Z £ K
R . PLoEHERE TE T4 R niz S R Ry 8, HAE
0 = S A AR RN B AL PR AL ) HCV g e 3 o
#RAE B ] 90% LI b B9 5 2205 T o7 2K (sustained
virological response,SVR) , 3 H 7 £ /A 6] I IK 45
FAREP T R — G EAE D B T R AR
BRI BE AL  DAA YR 57 2 W 45 /0 BURs ok N RE BLAE,
WA B A1 T 5 Ak (ribavirin) 3697 . B, 12 3
PRI L 7 58 04 I T AT LU/ 3 7 A RS I DI o7 R Y
W, A TN 3 A T A R XS PE HOV e 35 92 it
BT L, H Rz R R T SO A i R AL
RO T ORI DAA GRS, 304 A M
PRAR IG5 A A5 90% LA 1= SVR {14 35 [K] 37 780 i it 245 A1
Fe B 2R (resistance-associated substitution, RAS)
A I i T LY Y I AR Ok W
&R TR

T4 Jo — B 8] A, 26 PR 3R o S P T S8 A7) R 4
T R, 325 R L AE b [ A AT SR Tz
FERB T %8, DA M — SRR ik AN HF (o 24X 62 0 T A
o JLE/ A5 D AERNE S0 2R ) o IS HERE AN
TIRS A A AR DAA J7 52, {540 5l PR 38 46 i 5

MR JRY7 s Wi F8 M ELIEPUR LY
mESEES.: R512.6 +3

LA ) 45 AR AT 3RS 90% L _E fg SVR, W
%25 B2 U A I R B S5 R, TR I R IR T A 2
H 7 3% M 0 R L 5 bR G R R o T LA R L S
R b 2 BAIE B 18 P HOV R % 3 % AR B
FIEFME DAA TE., HTFRZ EHTHE o« R
BL 0 A A Ok AR A, BT DA I 4%
THZEM DAABIT &

(e 5 7 T 42 95 9 MK (20172020 4F ) ) 42
L F 2020 4F 4 [ g A S BRI 3 HCV 0 2 ik 5|
100%, i $2 tHFF T3 50 T 4 46 0 40 A P A 108 05, %) 46
AR BU-HOV B 2, B0 4 43 00 B2 10 5012 e B0
BIRIT A KM% WHO 2 H 5] 2030 453 Bk
HERT R A A S A B i B AR HAR S8 bR
1 B AR F AR 90% , i FEFREAR 65% o HIH
W03 7 1 46 A S 2 e A B, 75 90 % 1 Ik e
LIS LA & 80% W14 1) 15 LIVA T . 12 5
PRI DAA J5 28 B0 10 T S8 S8 B ix — H b i 32 B 4 4
L

Ater B AR B I g HCV &R # 112
W 94 7 R 07 A B ke B {E AR 2 o o R o
3 A T B L4 B ke T R IT 4642 3A T I T A () R
DRI W R 6 O A T o JEL 6 285 I, 0 AR B0 £ 3 1) 0
TE P& 2 E40 |1 T 0l 0 I R 428 36 i mT ) £
BEST HEUR T AT A BT TR . A B AR
FE] A A 0 A S 3k 55 00, 24k 5 % A 45 1 38R AT S 16 1
TS, AT IERE SR8 A B .C =4
G HMEFE GRS 1 2 G (£ 1, 4% GRADE
AT
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RS IR SR SN
8l I
TE35 %5
T (A) HE— BT SEA K AT B AR X I DAl 25 R B9 £
AR (B) SR A REXT AL AR A (5 0 AR
ES AL
i (C) HE— WA AT RESE M 2 Al 45 R, H%T
fili 25 SR AR T fE A2
SEAERE(D) FE43 75 JE BV UL IR (Y 5 B | A T RE A TS B T
Bl 2 W7 AR T 28R A B A A L
HERE(2) HEHE N (H S 22 A7, ETE B8 AT A8 A 1, o
HEFE 10 R0 L AT BB 22 A7 50 28 1Y A B4 HE 4
B 1) T AR 5 AN HE
— Kk

L HCV B - HCV AER NS HTGBR . HoAR & 2
M H HCV RNA B,

2. 18 1k HOV JgZe e HOV 5, AL H5 22 6 4
H e R ]

3. SVRAZIVG 7 Jr R 58 iRy 12 JA 5 24 A
Jo , M R AR 2] HCV RNA . SVR @k A T
HCV S Hh

4. 955 B % = % ( virological breakthrough) : J& J7
J3 18] 198 A I A F HCV RNA B A Bl 36 7 o 7
W ORI E) HCV RNA, HOAS 2 B g HOV Jgge 5
Y .

5. 8 % (relapse ) : 16 7 45 i 1L 8 H G 0 S 2]
HCV RNA HAEIG I 450G 12 J i 24 Ja A 4G I 3]
HCV RNA,

6. ¥]if (treatment-naive ) : B 71 R 28 43 A% A0 7T 95
FYNRIT

TR TR o A F BTG R
47 75 (pegylated interferon-a, ribavirin and sofosbuvir,
PRS) i AR M R L " TR « G
H B ARBUE BEVR YT, B[R] I I R B A IR YT,
R FIRS A EFBAAIEIT BRI R

8. HEEVLIK T 2 &6 (direct antiviral agents-
experienced ) : BEFEZE 1 UG 1) DAA HUA 2R 97, H
JEIR Y R M, A 46 & AR 45 & H ((nonstructural
protein, NS)S5A |5 DAA Z36 A & NSSA 1)
HIFI A DAA 2235,

9. RAS: n] 52t DAA i 24 i 5 (5] o7 508 48 (44
TR o

10. HCV RNA A ] i) - fdf F] w5 R 0% 9 HCV
RINA A5 I 32X 700 1547 46 I . BRATG A6z 0 R KR o

WA S N B

(—) AT 7

BT R 2 A BRYE VAT, A R M) AR % ik

NFE X HCV &, #5 WHO {1} ,2015 4 25k f
7 100 J3 i 18 ¥£ HCV J& 4L 35 ,39. 9 7 fi| /8 # 38 T
HCV e 5] i JIF A fe s i & 1k Hee

2006 4, 3k [ 45 A 4 E 2 59 1 P 0
A7 2 VR A, % T 2% 19 I 3 AR AS K U T HT-HCV i
R ERB R 1 ~59 8 ABEP-HCV FHIE RN 0.43%,
FEAXERYE N R AR T AT 1K, | S, FRE — A
BEh HCV J& YL 25 560 J7 41, 225 hn b e AN BEFI =
R HCV B e A2 1 000 T3 i, 42 [ %
MWH-HCV [APERA — & 25, KL A5, b ir
(0.53% ) fm TR J7(0.29% ) o HiL-HCV B 1 2 Fifi 45
WKz B, 1 ~4 41 0.09%,50 ~ 59 %
ATE0.77% B LRI B 2R . LHMNE
7R A E— B ABEST-HCV FHM 3R 4 0. 60% (0. 40% ~
0.79% ), JLEEHL-HCV BHHEEH 0.09% ~ 0. 26%, %
FAEAPT-HCV M2 0. 08% ~ 0. 50% , Wt 75 A HF
[ A dE A DX Bl 2 3 37 e 1) 3 o B A R K 2 R
( people who inject drugs, PWID) | B J& =% 5 il 2 57 7%
B O E VIR IE T ANHE ] 9 BT-HCV FHPE 2Rl 48. 67%
(45.44% ~51.89% ) , IfiL 35 B A FE R PL-HCV BH
FHK 6.59%, MSM A BEHii-HCV I35 FH R 24 4
0.84% """,

HCV S 1b Fil 2a BUAEFR [ 3 R 5 0L, Horp DA
1b B 32, 2 (7 56. 8% ; Hoyk o 2 RUFN 3 AY, LA
4 RUFN 5 IR UL 6 RUAH X/ o FE 7 A R
M DX, SE R T TR L IS T 4 S 34 e g G A X
P2 RUFN 3 78 EG ) v T 4 38 H B 7R R (AL dE
U AT b X)) AN PG EP X, FE A 3 AU 6 HY L )
e T EE 34 L AR ) R e R T L SN AR 1]
B, LA 3 B F T 5%, 75 3 Al
o R 3b AL AT R A B 3a WA, R A
R (2 2.1% ), 2 RFEH 1 BEA 2 1, &
HCV &Y % 1L-28B 3L [ %I L 1s12979860 CC %!
FE(84. 1% ), MAFER B R T IME o B
£ F B T BREUIG B IR T R A B

HCV EZ A MK LR, AR © 25 im
I BRI 3 [ e o 0 M A 1 . FRIE B 1993 4F
XF R Il 5% 5 A HT-HCV, 2015 4FFF i X Ht-HCV B 7%
ik I 53 0 A HCV RNA | 28 %y 1ML F0 I o) b 1% 3% B4R 2
K. BRISZHEE S, KREZH 1993 4 LIHT#% 3%
B I, B8 B R I K T o B DT s . @ R Y
B RN B AL B o AL A5 A R A — Uk T G 2 R AT
ke R TEAR IS EE I T RSN B R R R
B AE . JLRBIZR T 3R B ) A& RSB R g
WAL HOV Y 78 19 20 1 4% 3% J7 X, PWID 3t
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FHE G 2 RO 28 4 T 49 H HRT R R B E B S
o, @ KA RE. 5 HCOV B35 1 £ fin
M Z 4B YL HOV (1 M . R
P LA % B 0 3, R R SR HIV 35 B
HCV 1 fa 5 P 3 o

Pi-HCV BHPEBE R ¥ HCV A% 86 258 A= LI fa B
PTEZ R 2% 45 B SEAE 43 iR E HCV RNA AP, ) %
091G B ME AT 3k 4% ~ T% 5 & F HIV &L, f%
& 10 f 5 3% 22 20% . HCV RNA 5 2% 5 vl BB 39
LRGN AE IS M. PR FTBEME Rk B oK 2
FHAE ELRKRR T B R e 45 R JEC Al 1l V0 2% 8 1) 4% ik
— AL HE HCV

KA HCV A2 68 o, w5 22 B Ve 7%, OF
A0 FE L 5T -HCV A1 HCV RNA 40 5 2k B, )
1 JE A2 J8 G F kR I HCV RNA, 4n ik HCV
RNA {588 S B, B A ] DL HE BRI G s a5 1 ) 5%
2 J&J5 HCV RNA [H#% 0T DLfT o 12 i 48 & 5 &
A HCV B R MR, AR ANEE A & W B, HCV RNA /)
SRBEYE W] S B AT .

(=) By

H R, 1 JCA R 390 By T B JE 98 928 T RT E fik
FH o VIR 9% 1 T B 2 SR LA T 4 it -

1. G Ay B 3 ARG b AR N R RTE T AE ATl
T o PR TR T 48 05 A R B ), 6 TR TR T 6 i A A HE
PEAT O A A B o R 1A WLAL RVAAS ML mT A7E 1
Hor N 7RI ) 8 B HIT BT, K D R TR A T 4 A ik
R IEWE . X PWID #E17.0 FE MM % 248 F ,
MR R . X F I A 22 1A e AT BE-HCV G A,
WHt-HCV FH P, W) jiz 45 P HCV RNA, {1 2R HCV
RNA AP, N6 R RE LS 25 TR AT IR . 40 4T iR 10
] & BN RURT R, 0] LA IR Ak S AR R, 43 0 045 1k T
FLG AT W FE IR TT o

2. A O T R I 5 s ™ AE AT AR N R 2R
FEI R L35 ), HE AT JC Ak o o 3 o G I I Y B-HCV
1 HCV RNA ™ 4% i 1% mik 1l 51

3. T B 5 VR B A Bz K R AL R - AT K A
TS R A S0 BT7 , 7™ A% FRAT € B e SRk e 45 i FL Y )
CIHBE R ARKBLIE ) , o 25 9 & 28 B2y TAE ML B B
JER U s o) A 3L, R T R I R I RGE BT L S 12T
5B QIFR AYEIZYT S5 IR 55 5 H 8 SRR 1 B o ik
P B BRI LM S ST R A BE IV
Br AR ALY S5 B E T R R A A R, Ol B Ik
NTE I FE JOE 25 0 A 2 A6 0 S B Dt PR S o B AR 4G 2
MR 55, 1= 45 N B3 45 fish S8 3 I Y B A I VL I T £
PR IH REIE AT A T E B TR R R

SELRYT S B, AR LY R I KR R AP 12
RITSFBEITAT R, 0 B SRR O AR AR A AR A A
B mmsc g S AT f A sc s (8 )
BEEL I T B AN A A AR Y AR A, R 3L 20
I R F B

4. TR P 2 b A5 4 < X MSM I £ 44t PR R
N BARE A, ISR A B . AR HOV YL i 22 4
£, DR AT IER T .

5. TR EE BAL B 6F HCV RNA B4 19 22 101, if
G 0B IR B, RS 47 43 e B I £ I i A 1Y) 57
P 3R G 2 R ) 0 A LR R T RE I LS

6. BURIAYT A4S B YL & - HE2 Wi HCV &
G N ISBENR 3 B WA, #4550 B VR T TR AIE 1 SR e
B YINZIRIT o 1RYT T HCV e 35 7] 35 J R AIK
1 1 KUK

HEHEER 1:HCV BLAFEAFRNIRE L
HCV BRI RFERHIT, REANE R
Eit%ldh, TURBEREAREME D £1T LR
BE(RERRFEREE)NARFAS AR
TIHEREE(B1),

= R

HCV J& T #%% 7 B (flaviviridae ) JI 48 9% 7 J&
(‘hepacivirus genus) , H 5 K 20y BB IE 4% RNA, i
£19.6 x10° MEAFRA . HCV ENAFH—4
TF i %) 32 HE (open reading frame, ORF) , 4% % 10 4%
Tt 45 44 25 19 F1 NS (NS2, NS3, NS4A  NS4B NS5A Al
NS5B) ,H:H NS3 [NS4A NS5A il NS5B J2 H fiif DAA
) EFAE A, HCV JEH 548 5, B vl 204
6 AN HE PRI L B 42 AN S e B B O AT Y T B
PABRi A 57 m HCV JE AL LI/NG Y398 37 HF
FORFEE B (40 1a 2b 3¢ 4F) . [ HCV 548
SR TE B )5 4 — B, HOV B F iR 1
HCV 745 S R 2 A 25 & R A8 4k, 76 NS3/NS4A | NS5A
1 NS5B [y DAA S #B R BE 1 B A 5848, I vl fig
S DAA AT I BUSE  S5IRIT R I & R ZH
RAS'HCOV X — Mk 2 0 7 9] e, W 5 2 2%
Z A K 3E HCV ;100 °C 5 min 5§ 60 C 10 h &5
FIRE Y o] K3E HCV,

IIINEE/NCY

Z&E T HCV J5 1 ~ 3 J&, 76 40 JA il m] A i 21
HCV RNA'™  Zafk HOV s 2 H B0 I R R
12 50% ~70% Hi-HCV FHTE,3 4~ H 529 90% iy ¥
Hi-HCV [H#E . K25 45% [ & HCV JR gL %
A A KGR B, 28R R TR EUEAR 1 12
P R IMOAE E S 6 A A 4T R W R o 18 1k
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HCV J@y, Stk N B R 18 AL R 55% ~ 85%
(K1) o FREETEBR )T, JT-HCV A5 al fH

L SR
et
atkey HE(I-IC\-‘ AT P =

—»|] 55%6~
Bg& @ 85%) (5%~15%) \

it
fﬁi:%{{fﬂs

TEHCV Sy 7 2 i % 956 ¥
B R AN (A

HCV &L i Jie 2 9218 s 20 4 A AL & 2E
RYE LR R ARy 2% ~ 4% ' A DR 4 1 Ja
et Ry 18% ~30% 7| R I 3 [0 Ay i 40 e JER e
251.4%~10.0% ", — g ANBER 5% ~15% "7 &
Y HCV B} AF % > 40 % 5 M & JF 0 IR i . w8
(50 g/dh B ) G IF Y HBV & Jf B Y HIV
I B R T B AR T AT i R e kR
HCV #2¢ HCC KA AR 30 45 1% ~3% ,
F B UL T T A AL s R AL R, — R R
J& A T4 HCC AR B A RN 2% ~4% 2, Eik
P TR BT 9 o i R 1 B R B el {2 i HCC Y &
Ao KIS P B 4 R I HCC R AR SR AR i o

JHE AL AT HCC J& CHC 35 1 50 . i b
o2 AL AE R HE R 3% ~ 4% , — H R A iFE 4L,
10 FEA A7 3250 80% 5 1 Hh B K X432, 10 AF A fr
LR 25% . HCC TEIL Wi 5 45 1 4F 36 1= 1 1] BE 1 Ky
339 7,

BN a8 k<

(—)HCV [ 37 246 Il

PU-HCV K (Al 2 & O B 92 43 BT 125 50 il 1k
GaE WL L) W T HCV B 5 1 i 2 . R332
W32 ( rapid diagnostic test, RDT) ®] L% I 3k 411
i 5 PL-HOV ™™ 0 ek 5 5 0 7 ) A 0 it
o Xt FH-HCV BHPEH W — K HCV RNA
DABA E S A5 R R R . — 26 B G e fB o ]
BHC-HCV (B BH P 5 1 V32 At il G 28 ) B ik B 58 &
I HIV e 35 0] B BLBT-HCV BB P 5 20k 9 7 i
S AT AL T O BB -HCY B
I, HCV RNA £ 00 A Bl F i i2 1X 26 i H & B A7 7E
HCV Jg&gy

HCV #.0HiJ5 ot HCV & 6l i b5 &9, 76 HCV
RNA & A ] i, & Al A% HCV RNA H] 12 I
Ak g TE HOV e ™,

(Z)HCV RNA [ R 1 AR 545 )

1. HCV RNA & & £l : HCV RNA 7 & A ] [
MOR LT PCR P4 RGNS A

FEHZ AL 1 J7 i, A 45 3R DL TU/mL 2R,
HCV RNA ¢ & 05E ] T HCV BLAE &% % (1 8 A |
PO REIR YT BT 200 2 20RE 0 A, LA SR IP S5 RS
1) L 25 PEA o

2. HCV e[ 73 B« 5% FH Ok R R Re 53 % DAA 5
SRIT YR W R B L fE DAA I
A, M52 AT A i 2 b R R A R 5 TR I 25 5 [
AT RAF RAS S5 2R 1977 1%, 4 Sanger 7%

3. HCV RAS #50 : H i, #:0 RAS #4757 ¥ A0 4%
PCR 77 ¥ B 4500 J ik o — AQ R B2 I e J7 %, PCR
7 LI ek BI AT R i R | DAA J7 IR FE )
i Ko

IS LT R AR TE B2

HR, 00 5 35 A 4 10V 27 R B I 5 AR
(transient elastography, TE) B K S, Il i 2% )5 i@
e T8 A 45 2 Al KR AR OB AY b R A R B
S B AN I /R HE 28 35 %) (aspartate aminotransferase to
platelet ratio index, APRI) ¥F43 FI AT £F 41k 4 K+ 48
%4 (fibrosis 4 score, FIB-4) 455U fij 82 5 47, H R )&
IR Y N R

(—) APRI #4543

i AST FfL /A e #8468 8, T 7 A8 Ak 1) 37
o BN APRL PESy > 2, TR f8 % 2 4 4 2 i
fififk . APRI = AST/AST f9 1E % A L FR (upper limit
of normal , ULN) /IfilL /M 3% ( x 10°/L) x 100,

(—)FIB4

BT ALT (AST | ifin /MR 3T H0RT 8 3 42 18 Y FIB-4
T WE AT 4R AL (A0 25 T Metavir 3773 = F2) 1)
L. AP FIB4 >3.25 BURBE L LR ERE
JHEr 4l . FIB-4 = 4£4% (%) x AST(U/L) /[ I/
B x10°/1) x JALT(U/L) .

(=)TE

TE 15— R Ry A ) o BT 2F 4 A i A,
PEH N Bt 0 B S VAT, BE 8 B0 i L TR 42 2
JHF £ 4 A R e M T 2 2 A sl 5 300 R A Ak 5 {5 )
S R A8 52 HEJHE 1 B DR/ 0 AR 2 ) 28 3 25 TN
R, H T A 52 A E S8 0 SR A EL T 98 AR i
AR S 22 i R R S e o JFFAE B2 U 72 K (liver stiffiness
measurement, LSM) =14. 6 kPa {2 W} AFd 4k, LSM <
9.3 kPa W] HEBR AT 4k ; LSM =9. 3 kPa 1] 2 Wt i @
PERFEF4EAL , LSM < 7. 3 kPa HFER 3E J& M T 2F 4E 1L ;
LSM= 7.3 kPa W] {2 W7 i 3 JIT £F 4k L', TE xb
CHC HF2F 44k 73 1 12 W o vl 5, 0 JIF AR 1 12
WrsE . CARZHTFERE TE LG 745 & W)
T2l HCV il HIV/HCV 4 8% e 35 1 o 25 F
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£FAed/ BT RE AL, wT A B O % H 00 Je VR AT B AR A
5 2 T £ R AT DL i S W A

FEA I A 75 48 5 g K i AR B DD i
JIAG ORI 2 B ) e S A%, L AT LA e iR TE AR
JIE JHE RIS K A8 b g s, R S R AT i L (H 2
T N O VAR A o T i A
(magnetic resonance elastography, MRE) & 5% . #E i,
H Al & & F e

WEER 2. MEH-HCV EY, HiE—FKEN
IFsk M HCV RNA = HCV &0 ;i J& (HCV
RNA # M AAT#4TRS) , AR B 2T A BIE B,
R%E HCV SRR, BN EH-HCV A%, B EE
#3 HCV RNA (A1),

HEEN 3. AR A APRI iE4 5 FIB4 %
MmFFF () TE EXC S A EHBH RS
FEMEUSRAEN, BRTaIE 7 EXS FAFE
WHISHRREMR TRF AL, XETAIERES
MR, TAREFFENNICHERE, HMELS
RA—HA, BEWEHITHARFRERHISH (AL),

+ g Ee

H BT, 5 B2 AR 2212 Wi J7 125 6 95 1550 75 A6
A CT & Fl MRT Ky A5 55, 5 2 B /9 J2 I 092 1
HCV G IR A0 92 s E JE A% DL, B o 6L P 5 722 11
S AR B, JU IR A2 Wy HCC

(— ) JIE AR 7 A A

FRAE TR EDWL L JC A R A B, B A A
R T A A i P R T 207 1% o %5 ik m] DA PR I A
bR FET R 0 LA ) RS /I 0TS 285 L P 0 A R OO0 N
A T G A S (H A 5 52 BIAL G B A ik i) A
A7 5 AR I BOR A2 50 45 R i BRI

(=) CT ki fx

CT A6 2 J2 T HIE g 722 12 W 401 48 551 12 WKy Y i %2 52
Bk A Jr ik, TSI IEIE 25, 1 ff A JC Il
b, B S B o8 AL 1 s 2 R S AR I, B A R 2
WA HCC 112 W B R U R e B

( =)MRI ¥ 5

TGRSR S, R B, A A2 T L 2
o 9 AR, o8 B U F 20 23 45 4 708 Ak 4 s 1 SR B8 g s
ARPEFN NS 10 BoR 5 03 BRI T CT k4 Fl i
PR AT o Bl A5G R 22 14T Rl AR IR 5 R AR X
S0 B R BF P9 o R AR A T CT R

I\ i B W

JHF ZH 2K A (AT B8] BRI 36 A ) b N BRL O 48
(RIS W 9T TG 20 B RN 2T 4E A6 73 PP 7 RORN Bl S
FIWT A5 D7 TR R OCH S N AL 58 10 JH I 4H 2 3

5 A 75 M R AR, AT A /NI Y RO A X R
TR AE o L B AE RRAE AL A6 < 5 O AT DL A
% A0 S BRI 5 T X AT AL O L 400 SR A iR
T, L 2 b B U R 5 A T B n] DL /N IR 4 4
F/NIRAE S IR, 40 L ff1 2R 11 (eytokeratin, CK) 19
oY, CK7 e 2l U0k 2= Y A7 Bl F %000 5 v] 0 JHF 240
K/NHIR A 8 AL B 5 A8 1, XA 40 A AN B ., gk
3 A1 BN 4 RIS UL R R AL A
K H] Metavir 3§ Ishak $¥53 R 48, 2PN AL 48
LR AL, T 40 M AR AR M AR w e, — S B R
CIHFREEJE AL ) , I R B B AR 55 H Al s AR %
), A )3 AT T R

Ju e R Wy

(—) ZPEN B R 12 W

LW ATIR 4 50 A B R ka2 i 6 A H KL
TRATHG A S, QA o s R IR SR AN A
B S B 25 H Al B 0 L T R

2. G R F I AT A 2 5 Z ) AR G A
PSR PSR VR (T N Y N1
BT IR, R AT B, 2R
TG WA iR, B A e B R g

3. I KA ALT n] 52 458 B R0 v B i, vl
FEIEH L Z N, A W # 6 A~ H L Hi-HCV Al
(=% ) HCV RNA K BH P i 45 8. #4r f # HCV
RNA WJ7E ALT R & E % i % B, B d A ALT k&
IE T HCV RNA RS2 M4 .

AERT+2+3 82 +3 FHA[2H,

( =) CHC i W

L ZWi k85 : HCV Lt 6 A~ 7, s A7 6 4
JCAHT A S AT 8 2 0, s H AN Bi-HCV
e HCV RNA BHE , JHF JE 20 2095 B 2 6 25 4 A 12 1k
5 o BRI RE IR RAE | S 56 25 K A R AR 4 K A
ERE S 2 TN ]

2.5 A8 R B R 1 JHE A 45 B 242 W AT LACH)
JH B 98 i 43 20 R £F 4E A6 43 30 . HCV 5 gk e i /b
S AT 5, HCV H & HIV HBV %595 8 i8% e  t
G SN 2 e R R R T I

3. CHC AFAMRBE - HF A R 2 B0 5k 25 & 4F v] fig
SR AL S5 g2 28 T B, AR R KR T R IR 1
THELEAAE T & &V NERE R R A BIR BRE
F IRE B A1 A bk B2 98 A 3R K B s ok o 45

T 3RIT BARRIAR YT 4

U B IA YT 1Y B bR 2 IE B HOV, 3RA6 &, TH
B B8 HCV AR G JH5 475 I A 28 3, 3 6 T 41 4
A, BEL Lk 328 Jo Ay JHF s A | 2R AR 422 300 46 A | T o 8
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HCC, #2583 10 K 0 2R 77 26, 3038 B8 3% 109 4 i T
WP HCV (3522 v i 0T 2F 4 1k &%
JIFRE Ak 582 HCV (1 375 Bk AT 640G 8 1 2 10 B2 1 &
PR AT H R RE 5S4 il S HCC 19 & 2, 5 K 0
Wil HCC f % 4 5 B 5 Child-Pugh ¥£:4» A F1 B 4
JHRE AL 825 HCV 1935 B A AT fig 4E 22 s B AR % A
(7 SR, 23 4 £  rh K ) A A R S ok —
R FE 5 BT R AR HE 2 % B 70 06 0 7 T ok 35 % A
149 JFF 00 R 5 90 9 6 A TR g , % LU B0 753
I7 AR A A R VAT K E SRR R A
FPEE ARG 12 58 24 JH R AU 7 i (R R BR <
15 TU/mL) K Il 1L 3 8% 11 %% HCV RNA £ i) A %)
(SVRI12 &% SVR24) .

+— B IR T RS R IE

A HCV RNA FHPE 19 582, 98 J 75 4G JIT A
b A 08 B MR B T S B, 3 R 32 0
BT o (HTEEST S U BR A BT, % 75 % 1
E NN e L (T DS S O E S T e 34
B RTTREARBNAIT o kB 0T 2F 4 1k 30T A 4
BENFANE B (B HCV AR 56 R 4% Bk 8 11 I
M4 % HCV Hf & AWM T IEE S 4 B 4
MOk BB ) FF RS HCV & %, & 9% Ik i o
R 9 2 95 (b 92 5 % R Bk A0 M RS Al R S
HBV/HCV 2 dy HIV/HCV s ye iR 45,
L4 HCV &5 AU 19 58 % (PWID \MSM A 7k 75 & 3
9 77 0 0 2 e LI AT SR L A AR ) 7 S B BEAT
BT o

BRI LT DAAJRYTRI G A 2 |/ C &4
1R, L 20 U R 5 T 16 43 100 W L3I 45 R S 48 T PO 75
W07 o 0 G R 060 HE R e 0%, D00 2 455 A0, 36 7
I DAA i) 4R % o

BHEBR 458 HCV RNA M 8%,
MEERRERT . HmEAITE RN BITER
B2 24 B, RAGBENT % (R TR <
15 TU/mL) 9 M= M 3% HCV RNA #0F 2)
(SVR12 = SVR24) (A1),

BB S B ML DAA 7RIS 05
BRECDEER, CAERETENRWABER
RATHRERIT. MBI L HE B IR, 0
#5082 A DAA MR (B1) .

ST A

SRR (R F W< 15 1U/mL) g
L5 S L3 HOV RNA G2 300, 01 75 48
HCY RNA 2 0 A o] 3t 47 0, o {2 ) 3 % fc HCY
RNA H00 (R B <1 000 1U/mL) , i 54k 7

HCV RNA 3586 I 0% 46 I 2k, 2 B0 A g it
VAT R IR A o

CHC AT 5T B 16 97 11 w5 V7 Al AT JIE 952 9 7
R RE A AE R T A e SOE T A fL . A
SR ARAZ T B AL 3 s 5, ASHETE 1 1] 5% NS3/NS4A
25 F T 410 5 5] ( proteinase inhibitor, PT) i) J7 &, ¢
A2 301 A A 58 35 4 AN RE AT %% D10 I DR B8 58 3 =5 iR
D, A HE 6 7 NS3/NS4A PLRYTT 5 . JE AT
LT AL AR AL TG T 5 R AR AT SR, A 7 22 s I
HCC 1y & Az, LA R BT RE A I A hE 1) R AR DL . BR 2k
VA 27 2 £ 53 10 07 2R FH JE 632 W 5 8%, A HE A oAt
TETE I R I A 64T T

1R HI T AL B RE [ UEE/Al B N Bk g g
K ( estimated glomerular filtration rate, eGFR) ],
eGFR <30 mL/(min - 1.73 m®) i) B IhBE A & B &
JO7 RS 5 G N AL B R AT T BRI T A S . RAUER
S0 RTS8 A S B S B A AR, PR A R
WA 5 7 5

R FZ HE AR DAA J7 SRR, H Y Ak I
3b BUGAT AR T 5% B0, AT LAASAS 0] e R 2
TR FH R TR RURR S 1 DAA J7 R IRGL T5 25K
DBEPRARL, FEHEP 3b WA 47 H8 i 5% 1Y b X,
0 SR B PR, O LR PR g B R O v
REAS I 5L 5 3b A,

AHEFE IR JT BT AT HCV RAS Al 75 A 26 i
DX, SR ME— T K IR 7 07 S8 E AT IR IT T RAS
R, i H RAS (A I &) T 3R 45 H.25 8l &, )
WHEAT RAS K, 40 45 - O B &F Bip 45/ 3% B At 5534
J7 AR AY 1h B )36 B2 A fF SO P T AL AR
@ JURE /AR B B0 I7 R B la BIYNA B Z&A
PR BRI RE AL 5 O R IR /R B AT IR IT
B la BYZE 5 PR RE AL 8 35 5 @ DAA JRYT
KWMCE ALFE RN K, v 04T RAS Kl ,

IHYT T 2 A HBsAg LU T fif A5 Jo & Jf HBV
L o 10T RTIEAL R RS IR LA s I 2,
AL DAA 5 & JF 245 [ 19 v 7 25 9 i) A0 B4R
i E A (R i PASO/P W S R (A0 R B
V- R ILAN) AT 2 FRAIC DAA Y i 2 vk L AR K
B DAA BT T 6 Mo

EFEERLGGNEMRBEHITRHRFTRT
B, E AR ERRHOT™ERE. EEINEE . HCV
RNA K HCV £ FHE HBsAg. §H &R, AR
BFAHER(BL),

T = DAA )

TEE PR F 2 2R A HER) DAA R 2 &7
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FRERAGHLME . A5 FB4 DAA B Lot AP o Hit i
8, R ARAG AL HE . [ DAA #0r B 2t AR A B
B, IR ARAT AU E i A TR 7R I RIS B B 3 2
LB T DAA BN L

AR LINFE YR YES

(—) R WEATF5 /e A {5

TR 2GR RS R WA $5 400 mg L 4k it 5
100 mg,1 7,1 W/d, i r 25 1 & 6 ByA s
PRS 2834 & #, Jo T il b 540 62 00 AT 68 Ak o7 2
12 J Bt X 3 R ACRS 1 IT B AL =3 3b B AR
Ay LU R A B o AR, R AR 0T A L R
MEFMIFRE 12 J5 . &% NSSA 57 ) DAA 235
BEWRBEARIZTT R, EZRE P E B M 24 J4

7 Tl A 3 8 o, 2% W A =/ 2E 0 =6 36 7
12 Ji ,fE R R 1 B (£ 4k 4k FO = F4, 57 1a B4
F) 2 B (£ 4Efe FO & F4) 3 AU (ZF ZEfL FO &
F3) 4 B (£ 44k FO 2= F4) .5 B (£ 4k FO =
F3)F1 6 Y (£F4k4k FO 2= F4) i SVR12 535 oy
99%. 100%. 97% ., 100%. 97% #1 100% ; K #i 175 F5/
dEmAfh IR Y7 12 A, /e 3 T (27 4k 4L F4) Fi &
5 R (L7 4E4L F4) 1y SVRI2 R 5 5 O 91% Al
100% 5 2R W5 A 5 /48 A fb 5 B 5 F) B2 35 AR5 97

12 J& e RACEE T BE AL JE ] 1a Y (1b A1 2 AU 3 Y
14 T SVR 4058 94% ., 100% . 100% . 85% FiI
100% ',

DL E B EW s R i 4 R Bon, R
WA B3 /4E MR F5 3597 12 A 7R 5L 1a B (1 #Y
2 7 3a B 3b BUA 6 B[ SVRI2 Z43 528 100% .
100%., 100% ., 95%. 76% 1 99% "', 45 L 5 #% &
N R WA 5/ 4E WA A T A T 3 E R R 3b B TC
3 12 Ji () SVR #hy 96%, JiF ff 1k /8 & ) SVR
R 50% . FL, R 3b R AT R T 5% 1
M X, i Ay HE S R 3b A, SE R 3b AT A AL
A O 28, B R B S ARE T 12 4

X T4 52 R AT /4R Al BT 12 A Y AR
LR RO R0 K AR LR R T R L
0.2%, 1 B AL o] ™ & A~ B 55 {4 ( serious adverse
event, SAE) [ {8 & LU 43.2% , i 2 AC A 1 i
WAL R 18% o TR R 56 b, Sk L 9% 55 A
O RTEHZ 12 R WA T3/ 4t 35 1R 97 1 8 3
BHW(REFE=10%) FIEIT 51 R A R F 1,
R BN RS B BRI R A S
R WA A5/ 4E WA T IR T RY SR b 0 A R
MR

K2 WRTREEVUR A

el 2 il

&

HikE i ) 4

17 H K A
NS5A 11 4] 5] KAt F5 ( daclatasvir)
NS5B A % # 2 MMl 5 & #5145 (sofosbuvir)

NS5B R4 B M HIH) /1 Z AT T/ 4E A b (sofosbuvir/
NSSA i) il 551 velpatasvir)

NS3/NS4A F5 it #1 il 57 / % 5 45 /R 2 {55 (glecaprevir/
NSS5A 1) il 77 pibrentasvir)

NS5B 3 & B AZ 1 RN R/ R0k 5/ 4Eia it 55 /4K 04 B 55

NS5A #p#fil51]/NS3/NS4A ZE [ fiF  ( sofosbuvir/ velpatasvir/ voxilaprevir)

107k 57
NSSA 41 i 551 A% Ik 75 (coblopasvir)
NS5A #1157 $i 4k 15 (ravidasvir)
B R B R e Y 2 B R T
NS3/NS4A & 1 il 41 i 71 fi] & Bt 5 (asunaprevir)

NS3/NS4A 75 [ Jiff 4 41 5] / NSSA
il 50/ AN (2 PAS03 A4

WA S B 55/ FIHER 55 /B LAt 5

( paritaprevir/ritonavir/ ombitasvir)

it 52, 7 410 1 55

NS5A 4141 71/NS3 /NS4 A IR BV /#5155 5 (elbasvir/
1l A 1 7 grazoprevir)

NS3/NS4A 5 [ g3 i 751/ ki F 5/ M FEHR 35 ( danoprevir/
A (0, 2% P4503 A4 il i ritonavir)
Jy A5l

NSSA 411l 751 A A F5 (yimitasvir)

NSSA il 57 /NS5 B 3 4 i Kl IR % /R WA F (ledipasvir/

RS L EE B sofosbuvir)
NSSB 5 1 1 1 VS 445 (dasabuvin)
ARy 4o i 551

30 mg 8f 60 mg, F 7|

400 mg, ;7

400 mg Z WA 45 A1 100 mg

e s, F 5

100 mg #% - % 45 F1 40 mg

R A=, F 5

400 mg Z WA 35 F1 100 mg ZE {5
Je 100 mg {R V8 i 45, F 7

LR R/ZdCR ERAT
LR, T /7 d(RER IR )
1A ,1%/d

34/ d(BEEY )

1R ,1 tk/d

60 mg, Ji
200 mg, J 7

1L, TR/ ERRAD)
1R, R/dCR ERRAD

LA, 2 e/d (R
2 [, L/ d(RER IR

100 mg, B 18 %
75 mg WA 57 % F5, 50 mg FIFEH
12.5 mg B A3, 5

50 mg LR ELH5 A1 100 mg 1A ,1%/d
ER il
100 mg 3514 %ii 45 A1 100 mg
FIFEIET , 1 5

1A, 2 (R

100 mg KAl , i % 14,1 %k/d

90 mg it Jk 45 1 400 mg 1 A ,1 R/

EX YR |

250 mg, J 1A, 2 /AR BB IR )

T NS g A4 &
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()R I /RS Ath 55

B A R RS AR 5T 100 me/UR © il
40 mg,3 J,1 W/d,JRI7 LA 1 & 6 A, w1iG JC A
B AR L 3 AR A2 AT R AL B o, 9T R
8 J s WINR AL IR 3 U AC £ 100 I A Ak AR T R 12 A
PRS 3 B BRI 3 RUICHFaEfL B 8 ], 10 e
WINFIE L 12 Ji . R 3 B PRS &5 B FH 7 2
16 J& . A% NSSA #pif FI{H & PLAY DAA 2835 5
1 RVER E 7R 12 4, % NSSA il 500 A & PL Y
DAA Zya kA 1 BUEE Y7 16 J& . BEAE NSSA 4
H VRS PR YT W %, DL B DAA 3R IT R K
(LA 3 BRSSO ANHEEEAIZ T 6. ET R T
JH S RE KA L B R 85 A T D Re R AC A L i f 2

76 T PR 50, 4% R B 5/ 0k & il = 697
8 JHl IERE N 1 M (£F 4k 4k FO & F3, JE A la BIH
)2 B (L4 FO FE F3) 3 B (L4 fL FO &
F3) 4 B (£ 44k FO = F3) .5 B (£ 4k FO =
F3) 1 6 % (£ 44k FO % F3) (1) SVRI2 Z43 5 K
99.8%., 99%. 97% ., 100% . 100% #1 100% ; % | %
F/RCHFIHIT 12 A fEHE R 1 B (2 44k F4) |
2 M (L 4ifk F4) 4 B (L4 fk F4) 5 T (£ 4k
F4) 6 T (£F 4ifk F4) 1 SVR XKk 99%, 100%,
100%, 100% F1 100% ; ¥ F % F/0k © ftb 5 6 F7
16 Ji , 7EFE[H 3 I (LF 44k F4) (1) SVRI2 K 96%

¥R G H/UR S 5 BF X LR 3 A R A R
JHRE AL 97 A8 S 8 JE, A0 va AR A2 I A Ak T R
12 J8; 290 BH MR SO IF A AL, 3 2 A8 K7 R &
16 Ji . UL, S5 H 3 B TR LT 5% WL IX, 7
SO PR A 3 A,

X T Z AR B /RS A T BT R R
R 1 K A5 IEIRYT 1 B LU 2R 0. 1%, 76 i 5%
B R M AR b BT ] SAE (R L 2% . A
I PR3 v, 3k 98 R = 2 76 42 32 A% R 3 45 /IR C At
TR EE PRI (RER=10% ) AR F
Fo GRIFNRIT A B E A R I & RS AR5
STALMIPL

(=) WA WA B P

KA 400 mg (1 fr) Bk A iAol 45 100 mg
(1), /d, yr 8 12 Ji o JH 6 Ak 28 3 n A R B
oM, X T B RS T R Ak R T T R A
KZE 24 J, EAM—3 b B AR 56 1 5 5o,
SVR &4 95% ~100% >,

(19 ) F Wl A =/ 4E At =5 /0K 74 3 55

B 2GR RS R AT S 400 me/ZE M Al
100 mg/fR P % 5 100 mg, 1 F,1 /d,G)7 & A

1 2 6 A, BEAE & NSSA # ] 71] 1) DAA 597 2
FHOITRE 12 JH . FEXTEE la BUSREEH 3 A O
B NSSA 4l 77 (1 DAA R I7 R Wl 3, 80
3 TURFFRE AL R, R R % OT FIRUT 12 A, Rk
i 5 /74w =5 /AR 78 i 5 B T DAA JRYT RN
B XA 3 A )G B PRS 296 4k B 3,
[RE 37 %= 3/ S

T R R R R T R

(—) A1 7

LSRR 5 6 A B &F 5 5 - A Bl F5 - 60 mg
(1 %/ d) FB &7 B 5 748 100 mg (2 W/d) iR YT
FEP 1b BTG 6 Ak 5 A0 2 30 A A R 9T R
24 J& o H A — 00 FF iz J7 58 0 T I K 3k 96 450 4 55
AN 35S I N7/ B 7 A= 7 NS 0 W7 NN 7 0 < )
SVR24 Wy 87. 4% , JC I 2 5k ¥ 43 I & IR & R
80. 5% ; A AL i & 5 4k A £k 2 & SVR AL,
G310 90. 9% i1 84.0% ', FE Kk E A
TS R [ R 3% 7 22 T I R 0 At o, T
MREAE G/ 2 5 1b BB SVRI2 KRy
91% ~99% ($f A= #k SVR A LIIAF] 99% ) , i fifi fk,
SR R AR I RE Ak SR SVR AR, 43 51 90% F
92% ' FELIREEAE L31(F 1M 5 V)5 Y93 (H)
{7 5 A Y HCV NS5A RAS 935 [ 1h B o il
7 3B O R KA R R AA LA 5 A T AL A,
I, SR I 7 28 ) I BE R R X 2 S s i RAS

2. BLELIAA] + R AT« FIE AR R B
fb = (12.5 mg) /W 57 & 5 (75 mg)/F 6 W F
(50 mg) EAHF 25 (HELMA 2 A 1 k/d, 584
[ R ) , A R ik 26455 250 mg,1 7,2 ¥k/d, P 1b A
JC s Ak s AR T R AL AR BT R 12 SR R E
B 27 4 Ak 1 90 3R 55 B 1b 7Y B8 3 W] DL % R T
8 J& AP 1a BYTJC A% 16 B8 25, Bk A1) B 5 ARyT
12 J& s 3 1a BYFFREAL AR S I00A I B T M 7R 24

PILER X 754 Bk B b E KR E G SR R
FEL Y B8 B A A + S5 2E A 5 = FIEL T ARIA YT SEH 1h AU
AR 0 A I DR 30 558 W, TR iR DA 2 &
Bz TR PUREIRIT 2 A AR R AL
TEHESZ I S89AT G SVRI2 RN 99. 5%~ 100%
SO R, 8 RO RIB 9T B A SVR 0
91%~100% """, PG IT I7 R IR Z BN RS
WEREE WL (BAER=10% ) A B f Sk 48
b A B IHLL R TR (36.5% ) .2 71 (19.0% ) |
G MARFE (19.0%) 4G HA RS
(17.5% ) %510 (14.3% ) . 3 1] (4.8% ) & k=
3PN R, B S SR T Ok
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T #H B BRI R RF

3. URE T/ MR EG A R A R A SURE
F 50 mg FIARHLHF5 100 mg, 1 F, 1 k/d, 677 3 A
FPRIFIR L R RO TR o Ba A B
(pegylated interferon-o and ribavirin, PR) &8 B 4,
SRR 12 JH o (R XA 1a BY 7R BRAE HUK FE IR
Iy R O IR BB LIS A B T AR, F BT
FRAER 2 16 J& o Hr E L 1a BUGAT RN 1.4%

TE—Wi4L % 115 B [E CHC 32303 19 [ b 2
Ht il g C-CORAL o JER 1.4 .6 B R AWIIE 5L
AP TR A 1) 32 3837 5 52 SR B /4% i Ji B IR T
12 Jil o ASER ATERY 115 491 7 [ 52 303 1) PP 247 5% o
46(20 ~77) % 48% F BV P IR TTHEH R 24 kg/m’;
2% ) FEek HCV RNA /KF#5d 5.9 1g 1U/mL;17 % 77
TEIFE AL ;92% B 1h BY 4% Sy BE PR 1 A4 H A 7
B, 4% J R 6 RURGLHE o SR b BEE 1A ek
AP AL B0 96 52 0 e 2 AR R YT 12 4,98 %
(109/111) 12 iR FH 538 T SVR, <2% (2/111) |
BHEHEE R AKX SVR, L&A Mk,
SVR REEA -5,

— TR [ 12 AN E BRI/ I8 R 3 56 50 30 1 25
BT, AL EE CHC Je P 1 8 4 8952303 780 4], iX
e FHOR A 15 MR Mz T URE S/
BB E 5, 7 AR 12 A s R B /4 i B T R
Tk 16 . B A 2l EH AT 96. 9% (756/780) 3k
1% SVRI2, H 41 96.9% (748/772) 3 /R B FH /1%
P Fs 697 12 J4,8 B (100% ) £ 32 LR B /4% fil
i F A F ARG TY 16 Ji o 75 1b B DI RYREGe A\HE
Hr, SVRI2 i) &4 FR T 97.5% (691/709) , I HIXH
AR R LA B A BT RE AL S . X TR
SR E A /M AL E 0T B B R RS MR A
15 1EVRIT IR E LE B R 0. 9% , H BT /] SAE () i
FHHBI N 2.6% ~3.9% o I PRI 5, 9 2 K
JETE R LR E /48 S5 51097 B B R
(RER=10%) G SRR RFA

4. K IR T3/ R BEAT N A E S R AR
F 400 mg MARMIKE 90 mg, 1 f,1 &/d, ol |1 F
JNVL K> 12 % 5 A4 B . T4 - 57
FE 12 J WA i JC AL B w2 8 Ry A, R
B B AR S0 T 68 1 A 5, IR G A 12 5 AR R
12 Ja 5 a3 A B B 6 AR R s i 32, DA ]
AR ETF R AE K 2 24 A,

— I, 5 o Y [ B 2 R I TORR 4 i PR I 6
WFFE T R IR 35/ R WA 5 199788, RS AL R 5 F
ZIRMFER 1 BE M HCV B3 Th sl 7 12 A

LEVERYT R 5277 I 206 4 v [ 52K 1 7
KJAEIE R 47 % ,50. 0% H B 5 it 15.5% (32/206)
19 32 il # 76 Jk 4R i AR A A RS I RE Ak, 48.5%
(100/206) 32 & W &R B H . FEZ HCV RNA
SER(E R 6.3 1g 1U/mL,82. 5% [ 521K % 3 4% HCV
RNA #iit 5.9 lg IU/mL, 206 51|52 1% Toie 42 &5 1F
£ JFE 4L, SVRI2 5850 100%

Xt E A2 B I TR A DR )
(35907 1% (2/206) ] %0 B &8 R %55 .
KA CRIEAALT JH . B R w ety , Rk
DRI L 2 T 45 P Rt IR =5 /28 Wi A 5 i s 1)

B S s %7 S8R YT SR SVRI2
H 93% ~99% 1 TON-3 I PR IR B 76 56 4 1 7 4]
HAR R AL R AL T RS SO A R I A
8 Jil ok it YR 5/ R W AT A5 B 12 JE Sk R 5/ R wE
MHIEITIFS. A 1101 B BIREPL > A
3ARITAL, HF 4% HCV S W R4y 2 (1a 5 1b)
AR F AR 8 J8 kel IR F5/ KB A FIRIT T
BN 22 FHCA ORI ARG 8 & et IR 35/ R B A 45
TBYT A 12 JERMIR /R FIRYT . fEHEL HCV
RNA <6.8 lg IU/mL (1) 83+ ,8 JER IR 45/ R A
FIEIF I SVRI2 =y 97% (119/123) ,12 J& 3k il R
F5/ B EIEITIY SVRI2 % Hy 96% (126/131) 14

()R 2 #

FEWEA T 400 mg (1 7/ d) FIF) E 45 bk (M i 3 <
75 kg & 1 000 mg,1 kK/d; =75 kg & 1 200 mg,
LyR/d) J7RE 12 J . JFREAL AR 3, e ) e T Ak 48
BHRE TR EKE 16 ~20 ., %7 £ M8
SVRI2 34 95% , JC T i 4k 8 & F 3k 97 % , 1fii JiF i
Tk g 83% 7 fH SR i SR A AT LA T S
2 MRz FE R g5 ] R Bt AN @A — Fh DAA
KW T 05 A T ARR YT o

REEAT /3l IR 35 400 mg/90 mg,1 K/d,J7
P12 Ji . —TfEh E G5 7R A M b i K A 55
H,43 flYL HCV LR 2 7 ff HBV & H i R
WA/ Kl IR AT 12 J,SVRI2 ik 100% 7,

(=) &R 3 ®

FWEAT 5 400 mg (1 Y/ d) FA B FH AR (AR BT <
75 kg & 1 000 mg,1 ¥K/d; =75 kg & 1 200 mg,
L k/d) Jr R 24 J8 o AE AL w196 B R H L 7
2 SVR KK 94% ,A: Pt fb 236 & R 87% , i JiF
i k238 i SVR AN 60% , H I, JIF i fk 43R
BRI T R Wz R Ry %Al
Be bt AN IR PR T 22 . b B O R Y T A i R i
B R R T A A A AR TR 24 L 7E 126 f



(L Ye 2k 2020 45 1 H 45 38 45 1 ] Chin J Infect Dis, January 2020, Vol. 38, No. 1

JEIH 3 R ,95.2% HE RS SVRI2PY

(79) HH 4 7

i R R 4 BRI AT R AR AR, FE R 4 R
T LR 1 R R S T R AT

1 SCR B 5 /7868 P 8 5« S0 R B /8 i B 6
1A 1 R/d A7 R 4 RI03E DL ) PR 23R 3,
SRR 12 i o (HRAE UG T IR T A R st 2 i AR
FLoEERAMEE I RERKE 16 A,

2.k YR T/ R WA A R IR /R BE A
1R 1 /d, o J TR B 4R I > 12 % 195 45
WA B, JC I Ak k25 A A 1 i di A, 97 F2 12 )

ZIRBE AR TR,

RIS S 1 i Qo IS S0 Ny S A (I
(12.5 mg) /A7 % 5 (75 mg) /FIFEAR 45 (50 mg) &
GH (R EAA 2 5,1 W/ d, 5SEYER) KRG
I bR, I P A Ak sl G 0 T A A AR 3 7 R 12 0

(F)HEH 5 #l/6 R

KUK B/ RwWEAA S 1,1 wk/d, AT TR
PLRAFEWE > 12 2 1 D AERE A, O AL el &
BSR4 J7 72 12 J o &9h MR B A U Tt
RS,

BIT T RILEIE LR 3 ik 4,

F3 WA PRS VA M AT AE AL HCV L F W IRYT T &

H R MABIr 8% SOF/VEL GLE/PIB SOF/VEL/VOX SOF/LDV GZR/EBR OBV/PTV/r + DSV
la 1 i 12 i 8 il RHfE#5 12 Ji 12 Ji R
230 12 J& 8 J& AT 12 J& + RBV/ 24 J& 16 J& + RBV AHEFE
1h A Wik 12 8 il Rife# 8 Jil/12 12 8 Ji (FO % F2) 12 JA (F3)
%ih 12 8 il Rife# 12 i 12 12 4
2 i 12 Ji 8 il Rl #5 12 i R Rife
%3 12 4 8 i Rife# 12 i R Rife
3m Wi 12 8 il 7 R K7 R
%3 12 16 Jid R Rt Rt Rife s
4 Wik 12 8 il R4 12 4 12 Rl
%k 12 i 8 i Rfe Rfe# 16 Jf + RBY Rife
5 i 12 i 8 Jid R 12 4 R 75 Rife 75
%3 12 8 il PR Rt R R
6 %l i 12 8 il ARHE# 12 4 R # Rife
%3 12 8 i R Rt R Rfe

HE:PRS AR L TR o WA FI L AREIR G RBEAT T s HCV Dy BT 9895 55 s SOF KAl 5 5 VEL S 4E A At 5 5 CLE A% R Bt =5 5
PIB IR At 5 ; VOX SR P4 %S s LDV Jy i i1 s RBV S F L5 bk s GZR J A% 4 5 55 s EBR /R EL 5 5 OBV g B LU AT s PTV A 57 5if 55 5

r R FHEHH s DSV Ik FEA F

R4 WAE PRS 2 WAUEI AT REf HOV BURE IR TR

LA MERITAR SOF/VEL GLE/PIB SOF/VEL/VOX SOF/LDV GZR/EBR OBV/PTV/r + DSV
la Bl RG] 12 J# 12 J4 e 12 J& + RBV/ 24 Jf 12 4 N
2ih 12 4 12 4 AR AR 16 Ji + RBV AR
1b 4 IR 12 JA 12 A A A7 12 J& + RBV/ 24 JH 12 4 12 4
230 12 Ja 12 A Rt 12 J& + RBV/ 24 A 12 JA 12 J
21 wif 12 4 12 J4 AR 12 Ji + RBV/ 24 J AR Ziiiea
23 12 J# 12 J4 Aot 12 J§ + RBV/ 24 J& At FHfEHE
3R wif 12 J& = RBV 12 J4 12 J& R e T
%3k 12 J& £ RBV 16 J4 12 J4 A2 R A7
47 TRy 12 J& 12 J# Rt 12 J& + RBV/ 24 12 JH AHEFE
ZR 12 Ji 12 J A A 16 J& + RBV AR
5 % ¥4 12 J& 12 8 R 12 J§ + RBV/ 24 JH A AHETE
23h 12 14 12 J AR AR AR e
6 1 big 12 J&] 12 J At 12 & + RBV/ 24 A AR e
2R 12 J4 12 J4 AR AHERE AR AR

TE:PRS WL W TR o Woi F I F5 AREIPE & R W AT s HCV g 73 BT 589 75 5 SOF Sy R Aii 5 5 VEL Dy ZE M {55 s RBV O ) L 55 #k 5
GLE gt R %5 s PIB Jy IR &t 45 5 VOX KP4 5 5 s LDV S Rt i1 5 GZR Jy 4 i 5 55 s EBR N /REL 5 5 OBV Jy BLLLAI 5 5 PTV 9 W1 57 5 55 5

r g FHEHR S s DSV Sy ik A
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TARGRITETME « WHE

(—) ik B = A FIFE AR & PR

K g 100 mg, 1 /7,2 /d, i ERIFEHR
100 mg,1 J 2 W/ d, LA RL FETHE o 180 pg, J
RS, TR/ UL R TS A B R S 1 000 mg
(PR hE <75 kg) B0 1 200 mg(fR i =75 kg) ,
45 2 ~3 WH R, IRYF LR Ib BUAE A 4k 2 J7 R
12 &,

TE R E R Rl 2R 47 09 13 i R il 56 ( MAKALU ff
) AW 70 Blp)i6 AR RE AL R 1 BB 45
Tk g R G AIFEIR T & PRIGYTY 12 J,SVRI2
FA[ ik 96% (66/69) ., 1E 2 J5 ) I 1 I IR it 5
(MANASA WF5¢) sP 44 A 141 %k #% ,SVR12 0]
% 97% (136/140) 2%

(Z) BB F A PR

REOTEETMER o1 W) FE SRR <
75 kg & 1 000 mg,1 &/d; =75 kg & 1 200 mg,
1 k/d) MZRBEAT 5 400 mg (1 K/d) ZBRIBIT 1097
FER 1 E 6 B TR 12 T HUR M2 9 LA
B RN 25 i, AN R T &

FRUL EC A E L iy DAA IS A 15 %2 DAA
IEEFEATIE RIS , 80 O 4 58 0 IR i 56 91 1) [
FRE b W B B R 24 o P P RS TR 2 T e
Wo BMEHM,CEMA THATMHIENA WA

L. [ 3% IR 3 (coblopasvir, CLP) : o] 3% IR = Ik &
RS, — T BIEIR RS A WA 1.2,
35k 6 % HCV J&Ye & 110 4],10. 9% 1 i % 4 I8
EEWA R A . 1 ] G B 8 Ak 1 RR R e o8 R BE 17
BHWFTE . 109 ] F & SVRI2 254 99. 1% , 1 f4i] 5 [H]
6 RUFFREAL B8 B F K. KEBrA RFEA
TERIT AT LA BT o 1 PR B T R g
B TF bR 25 3 35 2504 B R SR SVRI2 25k
97% ',

2. Pi 4k ik (ravidasvir, RDV) Hr 45745 & — Fb
Ve T 24 5 B ) 92 3 DR R0 NSSA AR 7). R K
11/ T 9 16 PR X 56 v 424 514036 T A 4k HCV JE A
1R 32 B e ik e 5 v S 45 R G IR 5 An
AT AIARYT 12 J5, R SVRI2 25 96% (F 1] 1%
SrRT) A1 99% [ 77 & 7 & 4 ( per-protocol set, PPS)
i) o 1A TR 2 ik BOSONE Hh R T . IR
W) A & AR SR TT ML B SAEST S R A ok
VG T J 1) [ B 22 v 1 B0 48 35 5 Bk A R i A S
11/ T 06 PR X 55, 99 AT 300 f3i] HCV E[F 1.2.3
6 HISZ iR H o Bk AT BN, 12 SR R AR R i A
fb 2R F T Mk SVRI2 28 97% (213/219) , 24 J&

JTREAE T A Ak 32 3% % h SVRI2 Ky 96% (78/81),
H I3 HFRE AL Rl 96% (51/53)

3. MK A 5 (yimitasvir, YMV )« 4R K Ath 5 BX &
WA s, — 0 1 Bl R g0 A 129 4 9 3R 1 4
TATENTREAL I LR 1 B8 b 18. 6% R 4536 i
F . Mk SVR %k 98.4% (& 1 k4 H7) Al 100%
(PPS 43 #7) o #IIG % SVR %4 98. 10% , 434 &
# SVR N 100% (24/24) . k% i 72 R & A4 16
7 16976 7 2 2 W (B0 4% 2 M R R A AR A |
WITE G RS0 . KB B HERH G
S T LA EAT B Mo R RSB EI =3 g
AR IR SAE, K B B2 iR % B AR B g i 4
IR FBIET

BEELT.ZEERGYERS S/ LMY
%,400 mg/100 mg,1 J7/d,i8FEFA 1 = 6 8 4]
JATE PRS 242 E, TS R & 8 P81k
FFi2 12 B Xt B E 3 BRI S E 3b B
BETEEEMA B HEK, R REHFELRE
BAFEEMKTE 12 F(AL),

BEERNS. ZEENAYRFHS/RCH
%,300 mg/120 mg,1 J&%/d, #EEA1ZEZ6 B L
FEAEEREEFAIAREEFELEEFE
8 JB; EE 3 BMRILHABTEL B EFE 12 A, PRS
ZpeEdh FEE3IBERELEETRESF,
RIEHFELEEFRE 12 F, £E3 8 PRS £
JBEEFIE16 B (A1),

BEEN.EEIb BEETUSRELRE
/1841 i %, 50 mg/100 mg,1 &k/d, &7 & E
1 BHEME PR 2i48F, 718 12 F (A1), 3k
iR %/ ZHEHEH,90 mg/400 mg,1 %/d, THF
BAURER >R SHBEVERE, THELS
EFRELRAMEANTHELEE BT S B
B, FELEEBAHESERFRE 12 E;HER
ERFMBEHEFREKE 24 B (A1), B
1,2 F,1%/d, IRk ERHF,250 mg,2 k/d, &
1b B L@ SR ELEEFRE L2 B;
REZHEFFLELHMEERE 1D BEET
ZBIGTT 8 A (A1),

BESNI10:EE4IHEETUSRELRE
/1841 i %, 50 mg/100 mg,1 k/d, ¥138 WU &
PREZKEE, FRERR A, ERERFEAEFT
BRmMEAMMEE, SEBSABESK, FAFE
ERE 16 F, KBRHF/EBHH1E,1 %/,
TRATHEAURER >R SHBEVENLESE,
EHELSEREPFEL,FREI12F (A1),
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HEEN 11 EE S5 8/6 B EETLUIEEN
RS/ ZBEHE,90 mg/400 mg,1 Ye/d, fT A F
BAUARE®HR >12 5WEVENEEE, THE
s EREHFEL, TR 12 F(AL),

b AR AR Y UR R IR YT

() J AR I TR A 28 25 1 v 7 R 4 B

AR I TR Ab AR 2, QTG 5% i L AR A7 1) TR Y
FLAth ™ T I &0, W B 20 56 B #E IR YT . NS3/
NS4A PI FHL 225k FH TR fL B . fF
A I RE 2 A 62 B B 11 8 A 20 g 2k AU s 5
Child-Turcotte-Pugh (CTP)¥E4r 7 4% % LA 1 %,
RHEFE(H FH 4 NS3/NS4A PI (5 2, R H: 1fi 25 9k )
Fhe A (sk) Bt = % PR, CTP W43 5 5 6 41
(R AN R IEA T %8 D) I DR B 52 0 s W D 2, AN A
P08 B A NS3/NS4A PI [y,

PURR BEIRYT 7 S8 v AR O IR $5/ R85 A 45
(P 1.4.5.6 BY) SR B A 45/ 48 0A At 45 (32 5 A
R BURBEAG T + iR ho T Iz AR A, DA KA 2
FHRE TR <75 kg F 1 000 mg/d; =75 kg &
1200 mg/d) y& 97 12 Ja, Al E 55 bRk & 55 &
600 mg/d, [ J5 A48 S 52 1 20 R R . AR ERE A
I 5 bR AR S TR B TC 1k i 32 1 25 bR, DA B 5
ELF AR A7 R 2 24 ],

JHAE AL 2R A S 3 DAA HU0% #5697 B AL AS R
FF R R R o PRLG, BEAE A HCV JRYT &80
L EATIRYT , BT HOV 3R 97 1 18] o 647 7™ % 09 e I
TR R A T I e R A IR IR YT . IRYT R
BLARLL BT VAL o R AR I T AE AL R DAA HiT
W BEIRIT (097 20 22 T 0 I 0 4k B AR 2 1) i 4 Ak i
% ,SVR K2k 94% ( ASTRAL-4 Hf55)

(=) Lz W67 Mg H

JLEE HCV &Y 112 W i 5 s — 3 —
JE LB J G B R) AH X A, B S i e 2 g, R
HCV & 3% fir A= 14 3 A4 L2 Wi K #i T HCV RNA &G
W, 12 % LU L, H G T HEFE R DAA QYT 7
EOEW <12 51 HOV RPN RGBT, 2 E
BEF 12 F i HE DAA LT <12 F R E,
12 % R VL b sl 5 R T i ot 35 kg B /0 A4F I 1% 5%
BT AT IR Al i 7 RS FR i T L E KX
HAAERED

12 % K UL b8 R T 5 8 i 35 kg (97 A 4E
KL 1,456 ARG YR/ 436 T REAL, sCRA
FRAE 0 0 Ak A8 3 3 LA 400 mg R @5 11 $5/90 mg >k
MR FIEIT 12 ), 2 0a AR T AL R A R T
24 il JHCV K& [H 2 87 1L 400 mg ZR @5 A 43 1K 5 F

B ARIAIT 12 J8  HCV L[] 3 i)y 24 J 20,

12 % Je UL b 50 PR oG 8 45 kg MR 1,
2.3.4.5.6 AU JC I il b s A A 0 AL D AE R
& RS R 5 45/ WRS At 5 (300 mg/120 mg, 1 3%/d)
BIT R R E T /UR S At T T PR R i w1 S
1 5 6 BTG HFAE AL AR 56 [H 3 704K £ 3 I s b s 3
Y7 RN 8 JAl 5 LR 3 AU AR A2 0 I A Ak £ 3 1 o
12 JH, PRS ZyA A b ARSI 3 AL TG 4L AR
HHIT R 8 A, A £ 0 RE Ak AR 9T R R
12 J& LM 3 7 PRS 2036 BE My R 16 817,

(=) RH 3 REH

FE LR 3 B E  3a.3b WS 5 i 46% .,
54%, J5& 5 i E FRCEE R (L5 1% ) , 76 R Hb
K O &, 38 70% o B AMESEE R, T
LR 3 AR R NSSA YO3H RAF AT AL 1. 6%,
FEE A30K + L3IM XU 5 5788 A TR ik 94% 7

HAT, R R T R/ T RS +
) EL =5 AR v S B 3 R b T I R X 6 4
P o HpE L 3a Y TG b sk A0 42 0 I b R
RWEAT 5/ 4EWA A 5 7R YT 9 SVRI2 243512 90% Fi
100%, 3657 v B 3L B 3b A0 8 Ak sl A4 10 1
1k H8 [ SVRI2 R4 h 96% H1 50% ',

(VY) B 4 405 B  IR T A B

HCV 3 Ye & 3 18 ¥ '8 1 155 ( chronic kidney
disease , CKD ) 43 5 18 1 W& 9 . IfiL Y& 325 A R 32 8 119
S o IRYT AT IZ AL R 1 XU B i
HAE RGO SRR MRIT TR B IR R
BB SR R R RO R IR YT R o B A S
JH (1 G 92 300 16 790 T LA 7 PR 2 . HCV
Ye B A I CKD 1 b i) a3 & F 3% 3l B, 8. 5%
)20 ~64 % % 26.5% WL 65 % 1) HCV &g &
A4 CKD, CKD E#FMHi-HCV FHPE S B 1§ 5
T AR, JF HOHCV £ CKD M % HAh & 48 9=
Joa KU B (2 3% . CKD & 9f HCV JE& L 35 22 DAA
TRIT AT SVR J5 , [ I IR Ak 45 B 2, BT a0F 8 4k
G Ty A BELWT , B o R A %, L A A R S
o kR KR B AR, Bk, BT A IR HCV e 1)
CKD &, ¥ 0 7 B4 Z YU 2R IT o

NS3/NS4A PI NS5A i ] 7] F1 NS5B JE # # &
A B, X = 28 v KR 4 254 B AR
i, AT F CKD g3, ) an 3R B 35 /4% B 3 6 4%
R E /RGBT B S A IR B A S L B E b
FIBE A ik ZEAT 5 %5, NSSB B HF A B 7 (R
WA ) FEACH Y GS-331007 (1 FZIH R 2
EEER
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flE7E CKD B g T4 K 19 DAAJRYT Ir
Z, XTFCKD1 & 3b ##EE[eGFR=30 mL/(min -
1.73 m*) ], DAA (3% £ o455k, 584 CKD 1) &
H—3, XF CKD 4 £ 5 #H[ eGFR <30 mL/(min -
1.73 m*) J#1 CKD 5D M (3B 47 ) M 3, 2 SR 4 5%
PR e 0 A T 5 AR A & R WA 15 19 DAA BT 5
2,0 As R E R /RS AT Gz BB R | Bl R
B/ ks hrdm = (LR 14 B LR Hofh e £ B e
AR /38 ZE A (R 1R B EF B S/ 3k L Al TS
(P 1b B, BT & B 5 F TR &M CKD 4 2 5 1)
A IR )

KA T3/ 4E A T390 97 HCV JEH 1 2 6 B4
XY AT, SVRI2 3K 95% (56/59 ) ; >k il Ik
T/ RUEATFIGIT HCV BE[H 1 4 2 6 BUREZBENT
B E ,SVRI2 Kk 100% (18/18) ;3 i IR 55/ K
i F51697 HCV JE 1.2 4 2 6 BIBEZ2 & i) 4,
SVRI2 33k 94% (89/95) . 4nJo H At Jy 58 nl ik, AJ
o FH 2R WA 5/ 4 A A 75 BOR 3 IR 55/ R 8 A F BT
e AT A R IMIR T/ R WA TR 9T RSB
) s

P B SR TR, 25 4)-24
Y4 H VE Bl ( drug-drug interaction, DDI) J& i $&
DAA J7 I i B2 JB A — A EE R, nl A ok T
259 M H /R B 7E 4R % IR (http: / www. hep-
druginteractions. org, 8% 3 N B iF & & 8+ X HCV
DDI APP) ., 'BRHiJS CKD 1 % 3b W8 %[ eGFR =
30 mL/(min - 1.73 m*) ], "] A3k £ ¢ i IR /&K
i (FE 1.4.5.6 A1), 508 R 05 AT /e b b 6
(FZFEH AL ) AN 28 B S i 4 o 50) 90 oo B RS A
J5 CKD 4 % 5 [ eGFR <30 mL/(min + 1.73 m”) ]
A CKD 5D i (i A ) M3, Al LAk £ 4% K B 6 /IR
CAth 7 (VZ BERAY ) | [ B 55 M 00 o 8 41 ) 590 i 245 Tk
JEE 0L I 9 o G 5 A0 790 5 B At S O s A%
MG B BRI T R PR RS R E T

(T0) PR AR A BIR 7 A4S B

SERE R A HL 28 A I 5 452 2 (model for end-
stage liver disease, MELD ) £/ < 18 ~ 20 43 B & I
TR A TSR TF IR 167, JF 16 % 4 Al 58 42 #8367
Iy WGYT A HE— L AN 3RS SVR JE i T 2h RE ik
H O, MR AT I REUGE W ., B L 2 T RE RS A
FRia b B, F1F)F B A H MELD 3% ) =
18 ~20 43 85 W | S d AT IR, B M IS 5 3547 BT
HCV JRY7 HJE a0 SR S5 Fe i | Bk 6 A~ F, a4
HLRAE BLAE RS AT UEAT L HOV 3897

SERE T RS AE HIT 2 6 26 AU 19 8 &, TF A% A i
BT T R RACEE I TR 8 2 . S F IR A (E 2
T T b s 3 A A2 300 T s Ak 28, 07 7 T A% A4 i T
IRYUREEIRYT , LU HCV &2k K RS M 5 I K AE
TR 2T RO A8, o 7T A I8 A8 J5 i 17 B 55
BT WA RSB SVR &,

XTI AR IS B HCV e sl 5 &, S
TTYURTEIRIT SR E NSRRI G, e
H 5 BN S e 4 o R, HCV 52 K a1 Jk e
J5 T LAWY S U 4T 2 AL, S BOR AT A T
et =N . W, i1 8 #H — B 3 HCV
RNA FHAE, B 2% B I B0 R TR IT

Pt HCV I 97 W1 8] 5 2 J5 i W I S 52 40 1l 550 7
MW RE . BAdfg HCV &2 & s % PRy, al 480k
YRS/ R A (FEH 1.4.5.6 A1) i RK#fi 45/
AEA Al (2 R B B9YR 97 7 28,1897 I o 1 B
G S A 0500 5 O A Tk A KR S Rl A 8
PR IR /R AT (FE 1.4.5.6 BY) s R B A
F/YEwrfl g (23 W) 3697 12 o R ACER AT
A A A8 R IR T/ R WA T (JEA 1,45,
6 H1) s R WA 55/ AR fl F5 (2 3 I RY) DA KR B 55
(M JE& <75 kg #1000 mg/d; =75 kg 2 1200 mg/d)
1BYT 12 J4 R 5 AR iR 55 & 0 600 mg/d, Bl R
I8 Tk 52 P 36 i ] R 7 a5 40 2R A R 2 bR A R B
AN 52, A5 T A 2 45 bR 0 Ok i IR /R Wl A 5 (i
1.4.5.6 ) s g i A 55 /4L Al 55 iz 2L AL
JEIRIT 24 JH . BHE HCV & & B R AR T
4k, {H& eGFR <30 mL/(min - 1.73 m*) B %,
AR S R B 5 /R -G AR F5 67 12 48, 1677 00 18] 5
TR 5 i e 0 B 5 10 o R 6 I 24 Tk B A N i R
S A 0

Hr-HCV [APE (HCV RNA FHE 8 R & 0 & B AT
AT HCV RNA B (B2 © A R sk i
I £T A A i BT A #E77 F T R Rl AR

(73) PWID DL Je $e 52 Wl J 28 UL 9 8 AR 7
(opioid substitution therapy, OST) 2 I8 ¥7 F145 HH

PWID Jij 7 # 3 J& 4% I Ht-HCV Fil HCV RNA,
PWID B A AL 2135 OST il i 5 2 i Jk
e HCV 1y PWID HB I 7 B 4% 32 HUW 366 9T, BU 25
I T REFEL TR 2R DAAJRIT T &, R
Ty 5 ) 3 5 8 L U BRI Y DDI R, A5 A
Frgkm fa A7 iy PWID B 7E SVR J5 Il HCV PR
&Y, BB 1K HCV RNA IPAl, SVR J5 Bifi Uy
HHCY FRJCR Y R TP HEY Jad7 7
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() M A3 / 3 v i 4%
¥7 A B

XoF T LA 9 46 LV R 8 0 s R A 6 JF HCV gk
YLt , My v B L Bk 00 4l i AT I ) R E A 9 HCV
YL HOV PG BEIR T 8 AE A S | 183 1 B
BZPOREIRT . BEL TR, %%ﬂe%ﬁtﬁ@é
MM DAA R 7 %, Bk r RS @ s> .

() K g 2B R T 4G 2

181k HCV J&e n] 5 [ X st SME 1 22 28 50 FIDRS il
SH ”w S BB HIAR L K IR B, N 55 RF 1 A s %
BT B R S R, N R L TR TIE «
TRIT A S R IZ R B T B4 TR TR
DAA 47T HCV {897 o A R 7 WAL 1 BORS #RE AR, ]
FABOREMBR WG TT o 10 FHBHUR Mg 25 24
Py RBL HCV 2543697 i, B2 2 DDI (] 5

(JU)HBV &I Y 5 16 f”%ﬂ%fi

£ JF HBV J& YLt % HBV DNA Z4b FLE
K S SR TG DA, T HCV 22k T 9 i i = 82
JR . BT T S R E, O A HBY A
HCV B3& g R, LU E il 3£ 4% HBV F1 HCV 1y
PR RIT TR,

HBV/HCV & I8 Y # (5L HCV IR 97 7 8 M
BIT RS B — HOV B AR . A s A &
HBV 195 8 16 J7 #8 1E, T 2% 18 7 DL T 30 K s i 4
(BR) ¥4t HBY 3897 . HBsAg FHME R & EIR YT
HCV i # v, HBV DNA G F 0% i KUz . R, 78
L HCV WByr AR MG G 3 A N, BEA &1
(B 24 Wiy HBV Fs > .

Xt F HBsAg [ Fi-HBe PV B, H A N
MM g ALT 7K S, QSR 7 5t HOV 3497 1 | 2k 2 )5
ALT 55 s 88 A Ih &, W75 2 — 25 52 3% HBsAg Al
HBV DNA 5l ; 7 HBsAg Fl HBV DNA FH 4, 0 5
FEUR R TT (B BT HBV 367 ™

() HIV/HCV & IR Ye i IR YT s 32

A It HIV e i 7] 8 5| R 9 155 2 J , U H 2 AE:
A RPETIRE AN 4B CD4 " T bk B 40 i 1 50 BH 2 R AIK
R R, T & JF HIV RS 5 35 1 3 S04
JEHL HCV JRYT o TR YT 1 AT E 47 JF 396 A% = 0 61 46
A, LAPEAR AT 55 25 7 1 O

EEXEGIF HIV &Gy CHC B3, HiRyr & S
CHC JBEMAR . TR TR EFH A DAA BRI
LIRS A IF HIV R 12 A SVR 5
JC HIV e ABEAHTR . 20 DAA 54 5% 50 7254
A AR 69T 7 A e

() SN AT R B H G g

i 5 ML R

ST B 5 R E A8 M R Gk 55% ~
85% , PR M Xof T 3k 28 £ 3 O RR AR AL B, HL AT X 2Pk
HCV S5 o] i ¥ 46 5t HCV 3897, H AT W 848 —
W A A ALT T, Eie A o H A Ik
FRAEAR , $78E WHT HCOV 37 5 T 2y 3% g 1
4 JH5 4 1 Yk HCV RNA  XF 4L 12 J& HCV RNA
Ph s E A HIEVUREAIT

SVETN B 98 /A AT DL 4S T R W A 5/ 4k p
Tz AR F-RET/RCMT ZEEH ) A%
g H/ KB (FEH b 5t 4 7)) Sk k35 /%
WA 35 (P 1.4.5.6 AL) 538 B LA A B 5 ik 28
A (R b ) G788 Jil . A SE R & & 14l
N W SVR12 J% SVR241%%7

BEEEL R ARKEPFEAREFTLRKE
fR S8 BEZE I F A NS3/NS4A PI DAA LR F#f
., RKEHFEXEEFTUEERBIRE/ R
mHE(EE1.4.5.6 8 ) RBERF/HEMME (2
EFER)SEZHAFRAEAMFOZERR), M
RABFEH®(ERE < 75 kg & 1 000 mg/d; =
75 kg FE 1200 mg/d)igfr 12, MREBEFF
EFMBEZJIERNLEMZRESH, WRBKEFE
EH,ETRREKE 24 F (A1),

BEERLI:FELERE, 125 RULEHER
REMET 35 kg, HCV EF 1.4.5.6 B4, 7T 44
F 400 mg Z M F/90 mg k@R FiGsT 12 [,
ZEREHPFELEETELEKE 24 F;HCV &
E28,FL400 mg ZREFFHEF EFEHIEST
12 B, HCV EE 3 &83477 24 B (B1), 12 5 B
I EEREBE 45 kg, RFImF/R LML F
300 mg/120 mg,1 %/d, ¥ EE 1 £ 6 B TLAFE
UUREERFRIBREHAFELXEETES B E
H3BKEHFELEETRIZEA, PRSEZRE
EH,EEEIBLHELEETES A, RKEH
FELEETRE1RE, EE3EPRSZEESE
FFE16 F(B1), 25U TILE, BRI L HE
H) DAA &7 AR (B1),

HEER 4. FFE4A 3 HCV B CKD £,
YN SR EIST. HCV B8 # CKD 1 £
3b #iEE[eGFR=30 mL/ (min - 1.73 m’) ] ,DAA {§
®#E5RE CKD EE—H (A1), HCV BEE&FH
CKD 4 & 5 #§ [eGFR <30 mL/(min - 1.73 m’) ]
1 CKD 5D HA (i&E#7) BF , T LEE L REF /1%
FImt(EE148),FEXFRF/IRC M F K
BRI F/ NS (ZERE , AFTERAER
E),UR_GEF - BILWMFA/ZEZERF(ER
18) WMEFmFBEEERME (ERF 1b B, FiFH
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FATAREMWCKD 4 Z5 HEHERFER
*) (A1),

EEEN15:5%#EEFE CKD1 Z3b HEE
[eGFR=30 mL/(min - 1.73 m*) ], 5] LA 3£ 5k
BIRE/ BHEAF(EE1.4.5.6 8) ,ERBES
F/EMME(ZEER) AEERERBIHF
FiZ, BB#ESF CKD4 E 5 H [eGFR <30 mL/
(min - 1.73 m’) ] 1 CKD 5D #i (i&E#7) &%, 7
MEEEFmSE/ eSS (ZEEE) , ANESR
MEEMEFNmMARE, PERBAENE(AL),

EEEL16.SFRBEEE, MR MELD
W <18~20 4y, M EBEMRRABMKSEZA
TLOEETRMABESEGZR2PEK; R MELD
WH=18~20 4, HEFITHBE, BERBHIT
FLHCV /7, ERMREFHEEL 6 A, 7
RIFEFBEREBEMHAITR HCV 5T ; MR X
e E R REHMITENL, N EFBE B
REIBT U HCV EX R BERH L E; MR
FEUHHBE LA ERBERHITRREE
57, L AR B8 E SVR E (A1),

EEEN17:HB#EE HCYV EX5 B &
B, NREHBEAUEREEIFEN, AkBIRS/
RBEHFE(ERE 1.4.5.6 B ) S RBEHH/4EMHM
F(zERB)RTF RA;NMRBAREHHE
W AREBIRSE/BEWAF(ERE1.45.6 B )%
BB/ AR S (ZEERE) URABEFH(ER
&2 <75 kg #1000 mg/d; =75 kg & 1200 mg/d)
BT R2A,NMREANESHREZIERAmZNE
F24 F (A1), FFB#E HCV E% LR EH
BFRE{L ,{2 2 eGFR <30 mL/(min - 1.73 m*) i
BEFRARFHEF/RCMFERT 12 B,87H
B 2% §& 77 /5 T M S e M I A 25K B, b R
HERRMHFFE(B1),

HEFEN 18 PWID N EH B E# Nl Hi-HCV
#1 HCV RNA, Er B B HCV {1y PWID £3 iz 37 B
EZNASET. EBXTTHENEOMR DAA &
AR BGARELTEESE, TRIRTHE DDI
EF, MAEFEEREITAHN PWID 7 SVR /5
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