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[Abstract] In order to update the prevention, diagnosis and antiviral therapy for hepatitis C and
to achieve the World Health @rganization's goal of eliminating viral hepatitis as a public health threat by
2030; Chinese Medical Association, the Chinese Society of Hepatology, and the Society of Infectious
Diseases organized relevant experts in 2019 to update the guidelines for the prevention and treatment of
hepatitis C (2019 version) based on the basic and clinical research progress of hepatitis C infection,
combined with the present situation of our country, so as to provide an important basis for the prevention,
diagnosis and treatment of hepatitis C. Since the end of 2019, the screening and management strategy of
hepatitis C has been further updated. More and more direct antiviral agents, especially pan genotypic
agents including those developed and produced by domestic enterprises, have been included in the
national basic medical insurance directory. The accessibility of drugs has significantly increased. In 2022,
experts updated the recommendations on prevention and treatment again.
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Ohm ARV IE R A IR AN 25 8 ) AT et , T 2019 H LA [E

NE X EREL] TCRBEFRBERTEY. 2019 FE K DA

X, REHFRWGFEREERRBEH—SWEH, BkEE

H) B IZPLA F 259 (direct antiviral agents, DAAs) A

EREARESTREH R, A9 0ragal RYWH RGN, 2022 4
0L R & G B E W TTH K R .

121 HCV B HE R FiGr 22t ADAASH)iZ
ERBANA, RAEHEFELTRENZEFABEFE HTEE
MEFERFRABAMFEZERTENHCV REE P ERELF

90% LA £ M) ¥ &£ & F ¥ 2 (sustained virological
response, SVR) , F BHTEZ A MAIGKRIF S ABEP A £
S — . MHEEERRKRLY, BT RAEHFEL DAASIH
T RME DR A W AFTEREG R EF K
(ribavirin, RBV)i&yr ., HiL, 2 EEE A LAY A a] LAY
BRI KM FE S F P A I L EMEE TERER
B HCVRE E LT ER, BE, ZEABMFER
EEREEAMAFE N TLEAZTDAAS G, HE £
B RYIG TR 38 R K15 90% LA SVR /) B E 7 BY AN 43 5% 12X
B A F BTG IR IS kA E A ERETT B &,

S E—ERENA, ERBFRE FENSHERT
ik, FEFZELXTETENTAERHRTEZERAB FE, LA
R—re ik A (B hEE8E ). MAHELATREIES
RBVAIDAAS FE,BRIGKIXITIERFTEIKG RBV &
0] %18 90% LA LAY SVR, LV 2 B 24 & i AR 451k & RBV
TE KRBT IR PV M RBVA AR LN, ME,BEHB
RBV 4 X2 RIFAYIE Y HCV MR Z W % F A ¥ S RBV
BIDAAS &,

{5 DA LO4R W T 3| 2030 FiH Frm A R o 4L
PABERAB R, BIKIEFREIE . 5T & 2R FREE 90%, 7/
EEENKOSY%, NHEEFREEHFRALBTEGE FE
MMMLMW%%HMIMM&W%ML%Im%%wM

BT KEHBAEFRAEPAGETHN T /EFE
(2021—2030@?) B AP E 2030, £ B KR AREFEAF
R B 6 FNR A GERE 2020 FER & 20%, IR E MR AR
FA) 32 B A M R A8 95% DA b fF BB R 1B M R B R
BEMNIMHREFRITERO% AL, S AREZREFR
*Bx mai‘aun ok 100%, 2 EEE DAAs F RNV H

MMUA &S Bire) EZEF N £,
Mﬁﬁ%ﬁﬁm?mﬁ%&Hcv@%%ié%ﬁﬁéﬁu

x1 HFEE

R FEABEAIHCV M 55407 & P i B A HR AR (B A 255
bR vE, AT BE R RS AR A R BUAT RiZIE PRV A 9]
i, B b R BEIPAE E X B AR E A, AR IE A #r Y TR Lk
REiIE . B OB T L EE nIK 235 AN m] Ry 5T AR,
HEEBSRMZITAE, RITFRIEERNIIE Xt
B, REX RIS FIT AW IT I E. iR PAYIE
BENRTHABC=ANA HEFXTRH1F 295
(£ 1,838 GRADE 4} 941217 ) .

— RiE

RIrAFIRAEREE X LE2,

L iAiTRE R G

(—)iRITHRE

RE R ESKRMERIT, ARER . F 8 MR AN
XfHCV 5%, #HEitF TAALRMEIT, 2015 EFE£KE18 1T
HCV Rt E 7 10077 A ,39.977 AT HCV =R 3| &/
fF 58 1k 35 BT 28 H2 9% (hepatocellular carcinema, HCC)™,
2019 F =K FBMHHCVEEEES 800 F N, 29 A AT
HCV /g Ay IFAE 1L s HCC, 2019 F £k #r kIR &
2315077 A",

2006 4, AL G EIBFHFEF R MERITHRF
JE &, X R MERA R T H-HCV ik G R E R
1 ~59% ABEHL-HCV A EH0.43% LR EFE N B K
mATHLIX UL R, KE AR A HCV Bt EH 44 560 7,
mmEsSfs A s At X AY HCV R i & | fih i1 24
1 000 /5 JRIRF Pelaris Ohservatery HCV Cellaboraters
KR EE L2020 F K B ITHCV &R E 948.7 77 AT,
EEAEMM-HCVIARFEE —EER . LK AR, LK
(0.53%) & T8 5 (0.29%), H1-HCV PAME F | iF % 3% K
MEE LT, 1~4 %40 590.09%,50~59 F AT £ 0.77%,
BLMEHEERY, ZESHERY. £E K A8
L-HCV A £ 9 0.60%(0.40%~0.79%) , EH JLE N
0.09%~0.26%, /<815 0.08%~0.50%, W 3 A\ 8 ( £13&
RN LGIHR) FERREE FIKARE BB I9RH 1%
ZIREF N XV EEST NBE) 48.67%(45.44%~51.89%) ,
MR EHT ABE R 6.59%, B B 4 170 F (men who
have sex with men,MSM) A #¥2440.84%,

HCV EEH Ib M 2a BIFE R ER AFE N, K LA Ib
E£.,29.556.8% Kk A2BM3IB ER4BFMSHIEE LD
WL, 6 BIAER L, TER A X, B E 1 B H KT

WA IER F R AT HEE F R

3 %1 AR5
TR
N1 e S TR R A AT BRI R iR A 2 R AR L
B b % T e b TR A A R B R B 45 AR E N
C 1 He— b IR T TR i 2 B, LR 2 B AR A R RS
75 SR
| 3RIET KA B F T B IR BB ARAOTREY S MRS R T R B e T T

2 giETF IEEMMOSEAF EFE LAY SETATE L2 AR EAI AT RIS . Bl TR AICFHRAVET
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HCV /&%t (hepatitis C virus infection)
2 HCV /#&4L (chronic hepatitis C virus infection)

HCVIERNEERE . HAR G2 MR HCV RNA A%
Y HCV J5 , B 22 6 1~ H BUE (i [H]

R4 BE2F W 25 (sustained virological response, SVR) 3 HUAYT 77 R MIRYT 12 )5, MK H M AF| HCV RNA, SVRHIA KHH
YT HCV B iepiig i

B2 251 (virological breakthrough)

{a 7 S Ta) 0Ly ke A 81 HCV. RNA, {H7E Bl 5 15 7 i #2 SOk 21 HCV

RNA, HAZHAI HCV EGLE R

2 % (relapse)

W7 45 S I LI P AR DI R B HCV RNA, B 76 36 97 45 5 12 8 14 K 0l 5

HCV RNA

#]76 (treatment-naive)

B BT FalkaMEFEHZEKGERTFTLIG
(PRS-experienced )

DAAs %6 (DA As-experienced )

it 24 FH J¢ B {1 2248 ( resistance-associated substitution )

W oK 2o ot (E AT B B 2 M6

E (LTI AL 2 BT 4 o B A B EL ARG R T, sk PR
EO B IRIT , B R B AR L IGST L (B2 AT A

%%%ﬁﬂ?ﬁﬁ@DAhf‘i%hﬁﬂ?{ér B RRIRTTY R M, BL3E B NSSA #l ] 7]
5%

a] FEDA As i 25 19 B PR R B P (B R AQ)

iR A NSSA 1) 7 #Y DAAs 2875

e AT e & R EUE HCV RNA fa il A a0 FRR

4 [ SE 2 He ], o i DXOEL P 2 B 3 B L T A E R
FE A5, i ¥ (B 33 A AR AR ) b X)) 0 78 it (X2 (] 3 R4
6 B Hefl 5 T A E 3 Le ol Fe @ A E B L 52N L I Ml =
Fe L AR 3 AL LU ke 5% s FE AL N 3 A A, BL K] 3b I AL AT
M EE3a TR, BERERBD(42.1%), 2 HEE
1 BGR A2 R

HCV EEZ M A, FekE 5 1993 4F X @k M 57 i &
PU-HCV, 2015 4 FF #f % Pt -HCV BH M ik 1ML 52 0 & HCV
RNA, 4% A ILH mEHR R KA, BarsiizmB#
1, K24 1993 4F DAHT 2 52 % 01 35 B2 5K 1002 (2] % 100 248 A 1)
s, PR 1993 4F Rl B 35 B0 (% 3 iR 4 6L 4% 240 i I I 7
i BRI 9% [ gy LA A% 4% . BRPT Bl EEAZBERN -
(1) &R Y B Bk AR AR A 4 . G045 A HE— R g2 A
B3k R 2 TH 220U I Bl s 0, N B2 AR 28 TR R VB AN 1 R
S dLHPIMT] R T B R CHMEHRLENRE
HCV {8 ER) & ML 77 20 i K2 3L I as AN & &
592 H R & iy BRI AR 7 20, (2) B2 5, it
-HCV [HMEE 2 HCV B 453 £ LRy i Bt 2y 2%, 5 Bk
FRAE A HCV RNA RV, W& % 14 /@ B vl e ik 4% ~
T%;s &5 7 A\ 28 % 5% 61 BE 9% 5 (human immunodeficiency
virus, HIV) BRYL B, 4% 75 09 1@ B 14 38 28 20%,  FH 8 7 2% A
FEEE = H A IE R SR, HCV RNA & & A] i
Wintzdmehktt, (3) 2t iaiE, 5 HCV B4
A AA Z A EE R HCV G RERE, [RIEAE
A H AL 5, R 2 G HIV 2, G HCV 1 & B
PEHE S, (4) 2 HCV HHEW SR B, 8 fTHiME %
WX B 0K 2R g B A KM | Jo B IR A Az LA I 8 2%
Bz — AL HE HCV,

A HCV BIM R G, T 2L BE UETH B, R 4h
JEIAt-HCV A1 HCV RNA, WSR2 Sy B4, WIHE 1 & J5 A1
2R e BRI HCV RNA,, QIR HCV RNA R R A,
A AR DAHEER By s 2R 1 R 8 2 Jil J)5 HCV RNA [H%%, 7]
NHET 2B MERGEEHCVARER , MEAGEA X

——

Gk, HCV RNASREHME, WY B dimdEar .

(=) B

H &, w oA ) s P B R w el ik, ™
A 9 I T 5 R B LA 5 it .

1. i S B R AR N R SRR E A A7l bR v
(TN BY I R 0 2 S 5 ), 6 TR U BT 4% 8 e N B g A i & %
BH, BEIT AN RS AR AR A BRI R =AY
HIEE T, 19 P9 BY T S 45 T 29 A (B8 B AR K Y e . X i ik 25 6
HHAT O E MM EZLET , WHERE. ER&SE
AT -HCV i &, i Hi-HCV FH Y, I 57 &% i HCV
RNA, R HCV RNA FH, WS RTES @1 5 -5 B2,
U4 i A 18] % PR TN BU AT 2% , BT DA [E 4R S 0T Uk , 40 R 457 1k
e LS T N B R LR B R T

Qv ] T B I 6 B N O A A R AR (KA T) )M
fe AR BRI VLA B 2 lm PR A 3 | SRR g4 il 222 Rt L 23
TR A, 5 By LA 548t 0-HCV BH B2 2 1Y 18]
&5 AE IR RN B R B35 B2 WAtk 31877, [RIEY
e 1 AR B B ol B2 0 X Y R R AR, A T TR
BN EH-HCV | S i1 B [ T lk R Ui % Hi-HCV FHME
H2VY GG EHEERISIT AP K HCV B, If
KBHZ W ANG YT . BT A B EIF LA (36 2 8 DA B
Aidt X A RRSS H.0) ISR A GE D FF EST-HCV K&, 5
A fe NIRAEHCV #AE I (HCV RNA BN A R 4%
xbhl??’\‘i‘mfl)*—*f—ﬁ H 2 T AE B XA TR IE AN PR AR

a2 E, REAIE AR F i, B RBT-HCV
ﬁuﬂ e gE R HEE RO AR, ST 8F R
B/ B B 1Y 25 A B2 B LA B A% Yo BE Be , T /B 70 [l 60 4 -
(1) [E L, REUE 2 v il , F sh IR Hi-HCV &, Xt -
HCV [H M E SRS ML 2 (2) X F AR\ ZAVERE ]
BB DA R A B B A AT B P-HCV FE Ny s A il
R PT-HCV P, 3% B8 512 T o il ], 2 13t 5 1) I
SR 31 R UL B Bl R B, 3 E RUBEBE ;s (3) B AL/ Rt
ay, S f, = B X Hr-HCV B E%Lzﬁﬁ;ﬁﬁ A, F T 5 A
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AL 2 882, AT PUR IR IT VRS, B BhiGTT , HF REiGTT
Bl 17 PEAL , 36097 45 R e T RERICR VR .

(EHBEHNAERRALEPAEGFET LIEHFE
(20212030 4F ) Y514 H IR ARl 1 B, it v el ) A B 2%
ST B S LAY © B A A SR, SE T S N W R R AR
T, SR AR N B PR A S, SE T A PH PR E T
R A =P o " S . s A A E IR R =R T B
RHE AR @ R EIFYL  JEE S EIFHL (S E)Z
Y7 AN ) F95 05 70 B 42 dil ML i [R] 2 5 0 %% 12 TAE
PLal FNE O MR 3 i B E NV IRRIG T s e ig T
k55 .

e B 1 A2 20 20 0% 32 [ T B 4 il Hho b 2
HCV MATEANET 0. 1% Ay X, 48 i 18 57 [y A BE 3 1Y
PEAT TR BT 4R 9 i A s YEJR B AT I PR BY AT 5%, I 25 T Aa
S5 R ) XS AT, A 24 T R O ¢ A Rk T

2. A% U a2 R I G < ™ A% PR AT € AR N B S [ K
Y, HEAT o2k i, o RS U s BT -HCV A HCV
RNA , & i 176 gk 111 53 o

3. FB IR A 4 B R R AL 3% - AT L TS
A 1 T B, ™ RS AT C B2 Be /B e 42 i B TE Y R GTH B R R #E
TN, M98 25 45 S BT DAL B Bre B e g il o FL , 2 K )
T5E T R MM ZEAT . O 297 Ko RIRR A 1297 S5 ik 55 10
HE SR ZER BN B ERE I, BEIrtl s EF R AE
B MENT AT 2 B E NN REEMNE , N5
RN AT P A A T AS B i R S 5 o e (A A TR 55
P55 N G4 il B8 3 LI S AR T B 8T . ™18 TH 52 E A
W Wi B 8 . AR T B AR S5 BT 28, AR R
TS BRI R A2 BRI T SE ST N, B BT
Sras e atas ., N5E S S8 B S T H /Y
XE(E)EE BT E AR DAEREERE, AL #10
1R A HAg, XK ia NBEHE T ST 8 A4k

4. TP P il AL 4 ORF MISML AT 22 PR AR & B E
WA PT-HCV, MR, B HCV BE R ZEE,
XE DA N T IER B ERE .

5. PP EREALHE X HCV RNA FHMRY 21T, W k7
HE IS B8 A, RSB 4 K 0 Wk s 18], AR IR AR 25 1) 57 B , kR E
A fs 2, ek A ) LR 8 TR I AL 2

6. PRIy AEFRELE . HE S A HCV B R
15 o A A0ART , £F G BUm B2 16 TT R R B & 3 W IR YT
BT HCOV B v e — E R B RRAAE 375 XU

HEFE I 1 X HCV &L & 1@ KU iy N BF 217 P4 O
#r, FRE HCV B iTH L 0. 1%, 8374 7 BUAE
AT TS, HeFE HCV R & G 9 N BT
APk, Pk 2B S T BRI (AL),

= A R

HCV J& T ¥ % & £ (flaviviridae) i % % &F &
H B K 2H o B i IF 8 RNA, H 29
9.6 x 10’ MEEBR A, HCV KA S E —ANFFHEtE

(hepacivirus genus) ,

(ORF) , 4a i3 10 s Fp &5 # F1E 254 (NS) &2 5 (NS2,NS3,
NS4A NS4B . NS5A 1 NS5B) , NS3/4A _NS5A 1 NS5B
= HHBIDAAs i EZ{L, HCVERH 72 5%, Huarn] £/
43R 8 A FE RV K 57 /AU Fig B ] B @ AT 1 7 32, PARA]
PR TR HCV B FH A, DA/NG #3930 7532 7= A B I
R(W1a.2b.3c%), FENHCV G2 R, BEE TG, &2—
SE B, HCOV Bt 2R N gy HCV 22 R R & R A R AL,
7E NS3/4A NSSA FINS5B ) DA As # iU & 7] 6 th B A
5277, I Al BE B DA As iR Y7 BURBURE , Al BB 5 1R YT K W
A X, Z A2 A £ B AL %€ 28 (resistance-associated
substitutions, RASs)!"™', HCV Xt—#& 1k =7 i 5 7 gk,
HEFEZRZFIYA KIFEHCV;100 C 5 mina60 C 10 h,
B IR ESEY B KiE HCV,

=l

i T HCV J5 1~3 J& , 7€ #) J& I #] 4 i 2] HCV
RNA, 21 HCV B b Pl B AE 4R B, A2 50% ~ 70%
Fi-HCV P, 3 H 54 90% B FHi-HCV JHEE, K4
45% M S HCV B E ] H AiglhrmeE, 28 A T H
RERRJE ) 12 Y, IR Lt 6 1 A R i B A8
W HCV B, SR RIG MM ER A 55% ~ 85%, A
BhRE, Pr-HCV ] fHE,

HCV R gt e 22 % 18 , YL 20 4F |, fFEAk A A 32 L3
FOAFE 52 40 1 20 2% ~ 4%, o 4F [ 4 IRk L 0 18% ~
30%""7", BRI 3 [ L4002 1.4% ~ 100%™, —
R NBEN S%~15% ", JRYL HCV B 4EHTE40 5 A E B
PE BT REPR % L B8 (50 g/d CEEVA E) . &I R S BUF
J¢ 9% 2t (hepatitis B virus, HBV) (& H s HIV F 5254
FETREAR T & v I vt ' ™™, HCV A X HCC k4
RAE YL 30 4 J5 4 1% ~ 3%, 3= 22 LT 3F e B i 21 4 1k B
i 8 E , — B X R oy i, HCC W8 KA RN
2%~ 4%, b IREHE P B AT 48 B 0 R Y [R] 2% 3 AT A
HCCHy &4 . Hll/g N BLATF R B F K HCC KA X
B

gL AT HCC 2N R B & EZEE, M
Ak R AR B AE RN 3% ~ 4%, — B &R A ITFiE4L , 10 4F
A TFER 2 8 80% s 4 H B SR AL AE, 10 4 B A 75 AN 25%,
HCCHEZWIEIEE 1 5, JL T AT BB 33% ',

ho ER = A

(— )HCV [MiF 2= 15 M

Pr-HCV Kl (127 & 06 s 38 v , CLIA ; B B HK
o BE W B Y5, BIA) o] 1 T HCV e 3 BT 28 e iiis
M (rapid diagnostic tests, RDTs) 1] PA# FH 2 #) 4 i
A HT-HCV" ! U1 2k Mg 4 B ke R, e s it
BT PAYE 4 BTy A 0 75 3 , Ml i AE Bt-H CV LA 1Y it &2
PEmE A ] ek, XN THi-HCV [HAE A, B gE— 25 F i
HCV RNA, PABAE &G oy AER, — 8 H R
g i ] IR PT-HCV (B BH % 5 X096 25 B A 60 52 1) RE R [
a A HIV B o] B Hi-HCV R SN AT &
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BEAHANETEH RSB MP-HCV HE, HiL, HCV
RNA f A B T2 X L8 F 2 & HCV By,

HCV #Z.Loot i 2 HCV & il i hn&d) , e HCV RNA
KA i), B[ HCV RNA H T2 it 280 1e 4
HCV{E%%[H]Q

(—)HCV RNA R BF0AR S48

1. HCV RNAZFE &N . HCV RNA &E& W 4
FHETPCRY B REE 57 7 EAASTE S H %
TR A, R AR R TU/ml% ., HCV RNAE
@fﬂ!’]iﬁﬁﬁ:*HCVﬂfﬂ%ﬁ’ﬂﬁﬁﬂ\,%ﬂﬁfi{ﬁﬁm%%ﬁ%
HE D, LGEIT AR e I M B PRGN . R T I Bl i K
M EP B HCV RNA, n] e i§E By HCV Ry 2 77 2
55 KB R WA 8T L 5T, Al AR IR T Y
R .

2. HCV EH A . R A & H A R DAAs ik
JPR I TR B F A, fEDAASHH, (e &
af s s 22 A R AR B A I AL Ay A ¥4, U0 Sanger
FFi%

3. HCV RASs#;{ll] . H 5y £ M RASs iy 77 ¥& 14 3%
PCR p=¥) H 3% 0 Fp B M —ACR BEE M FF ik . BRI
DAAs 7 A BRF 2R RASs,

7N A 4E ey Joeliz e

H A, & B VA B4 L3 5 A0 i B s Bl R i R
M7 A 2 Tr A 56 2 Milm K Fa bR i gL, KPR
2 B R ¥ 4 5 (aspartate aminotransferase, AST) A/l ML /)
fie (platelet, PLT) bt 3% 45 X (aspartate aminotransferase-
to-platelet ratio index, APRI)#I FIB-4 f5 %Lt ¥ 217, 1B
REBEMFE R E AR,

1. APRI{F4): APRI o] f F 68 4k (9 3F A, B A
T APRI W 7r<2 % ,95% A X £ friffk ., APRI=AST
(ULN) +=PLT(10°/L) x 100,

2. FIB-4 45 % : & T W & R ¥ # B (alanine
aminotransferase, ALT) . AST, PLT #1 & & 4 # /Y
FIB-4 {5 %% n] i T VE R M AT 21 44k (A 24 T Metavir=F3) i

LW, WA FIB-435%0>3.25, iR & B4 &k R
frer4ifl, FIB-4=[4#% (%) x AST(U/L)]+ [PLT(10°/
L) x ALT(U/L)BFEHHR],

3. Wi o i 1% (transient elastography, TE) . TE {E
N — PN A T B A 4E Ak &, AR g Ve rai i
o P B, BB 08 B8V 1R b R 51 5 BE R A1 4t AR A 3 R R A
24 A B 5L R A 5 {ERI 7 i o 3252 AR FRE L D 1] Bt R %
A A2 50 55 R 2 5o, H ) 8 {H 52 T HIE R AEVRFE | BHTT
AR R e W22 %5 Z P Bl & 2 e . AT B 2 ) 7€ {HL (liver
stiffness measurement, LSM)=>=14.6 kPa iZ #r -~ i il 1k, ,
LSM<9.3 kPa n] HEFR it i 1k ; LSM=9.3 kPa 0] 2 I it fi
P27 4E 48, LSM<7.3 kPa HE Bz of et I 4 4 1k ; LSM=
7.3 kPa n] 15 Wb i & 27 4E 46" . TE X8 4% 79 3 R it
A4 4 HAn) 12 W e vl 58, M REAC 2 I B e .

Il'rr]

A B Z W5 ikiE TE FUMLE 2245 59 H T2 lr HCV Al
HIV/HCV & By & i i & I A 4/ fe . 3F K
BRI AT DASR =12 W R

HoAh A A 7R 5 7 Bk s 1%/ w9 B 1) R 5 1 A
—‘ffﬁ?y YT 58 PR RS, ADSF AT PA S AR TE 76 AE BEFI IR K B &
HrRg s A, AR AR RO B2, T AR v R MR 4 &
S RE IR BUR (MRE) B 5% FERT, H 8IS & A
T%ﬂf.’:’m”‘”a

HEFE R L 2: W PL-HCV PHY , B2 — 24 0 HCV
RNA 8 HCV #Z.L 91 (HCV RNA £ A W] ZE1THT ) , RA
A B 2 75 R FE R . PR EE HCV 2k B e 5 35 f 758 417 i
WS A, BIMEH-HCV Y, & HCV RNA GBI T2
W, H ek ZiG T HCOV #5 Fr{E A FHEe XU a0 A8, 75
EWREI HCV RNA(AL),

WX B W 3: APRI 143 5{ FIB-4 5 % %5 I 35 2¢ /5%
TE % Fo 8112 Wr 5 3 AT DA W 2 75 17 76 TR 1L B 41 41
AN BRI AEMGZWIERZE, 45858245
it , AT AT P 2 A B IZ T (A ) .

A e i),

RG22 E A EIE A A BT E
PLITZE B8 (CT) A S PR il 8 (MRI 8 MR ) 55, =2 H Y
F2 M e HCV B A A0 B o R O, 2 3 o5 2 M
70 A A o, JC R B AZ T HCC,

1. S SR, B0, LR 5E, &
A A O R & B i R A, 1% AT PATD
B0y ) WA I U6 R0 R 1) IS /N T 285 L I PN B I A4 OO B I
WA TG G AR AR (B 5 2 BB & 30 A S 1B
HHFEARRME L E R ERIR S,

2. CT.CT 2 HERAZ 12 Wi Fil 4 5112 Wi i 2 2 515 2
A, BT MEFIEES, T#A oL, Atk H)
by AP A RN I LA T, Bl S sE 2 B T T HCC |y
2 W B A & R A R

3. MRI= MR E?ﬁﬂﬁﬁkﬁf&ﬁﬁf HA PR,
VAZ F L . 28 B R A% B 455 o, 6 B 140 2HL 4R 5 4 A Ak i
MIRFE W22 VE B FF N &5 ) R f a3 2L T CT HikE
P AASHE 9R Z B A S RRA S SR ) AR A A R A
PERF I 5 LR AR T C T,

I\ A

FF 3% 20 2K 2 (TR AR I 15 4G ) /212 T HCV JER L i 41 4
R AAFRE A ) 4 A e, (H2 , T H BT TS 82 Wi 18 v 7y 2
T R Hidw B 16 97 B VEAL A R0, FF IS R 7E I PR A B A
B, TR AT 9 A 20 25 BRAE 5 At 7 HH%*H{LJ,%LL
NN B X RAESE 2 FlpiAe . O PR AR e 55
fWTJuJ;ﬂWaH@c%I%-‘ =1 5 JE 8 XA DLk Fjﬂﬂﬂ@%‘.
VR, BE 2 0 R MR S A T B AT /N R H
F/NHE LSRR, 41 /1 & 3 (cytokeratin, CK ) 19 5%
M2z e B T 5 51 s ] UL 40 B /N A 50K i
PERERTAS , KA A, BER 32 1 BRI 4 RS 5 I
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SHERNAFREEAFTEZHER, 2EREFRIEZE D)
Nt R sk, S5 i ERg =22 b ok B2 RE V], R E
NEE, BN RILE KR Z 0 i iz i 5 SR 4E ] 5
HEC F AR A T 1 B B 5 1 22 CITH AR AR JE FE A AR ) | 124 498 hE TR
SE 5 O R AL FE ) I A 4E AL TE R, R LML & X 4P 9
K4 (8] B T2 B B/ 5 F Z556L , Masson = 8 4% (2 4 [
TH AR PG . AT 120 PR 8L I 8 1) fiF 20 2R R E
SRFE o A A etk 0 3, B Bs B R E T Knodell,
Scheuer 14> & gt B il I 4l fk i) Metavir = Ishak ¥4 &
g Ko >F2 ok i 3 (significant) iF£F 4E1k , >F3 it &
] (advanced ) i £F 4 {b s I = 1A H B9V R G0 818 1 2
HI(GO~4) 32 (S0~4) &4, Laennec Ji# k42K
AR T AR 45 19 K /NVFN 4 4 [R) B T8 RE S B, R AR AR
(Metavir F4)44> 8 4A 4B F14C :ﬁ”“ 8 PE TN BT %6
BEWERIFERE SVR, I ERAEFT AL THR , BT 21 4k K A
b a2 B S ) 7 BT A0 % M a4 Y ffﬂ Hee EAEE S 4
6] B (interrupted septa) . JE [& F 1F £F 4 8] [ (floating
septa) 1Y H P2 T 41 4E L IR S s bR R, BB 4, A
T FAL AR 53 B vl DA 58 I 2H 238 R 2 € 1) j) s T
fA 1 (collagen proportional area, CPA) ;3T Xt+ K
i’%?ﬁﬁ?ﬁﬁ@ﬁiﬁﬁhﬁ%?ﬁ?ﬁ(qubmsiS)_II&LT“?E?%%%H’J
20 23 U] 5 v % e I T AR e HOE S 4 FAE 2R 1T B ok €
g2 X [

JU. R A2 W

(—) SPER B R B2 W

L. WATH S A BHER B2 A 6 1~ H A BY I AT 9
s A1 = 1 R S R T G N - S o oo DI O = e M=K 1
HF T 1) L 78 2 B 5

2. ImIRFM . A EHZ T, BELER . 25/ DA A =D
TR S, DR AR, 52 BE I i o, 358 40 A8 AT H 2
KD EAHIEE, 288 THEIER, BRI E
PR IR

3. LM ERE ALT A ERENFESE, Al 7E1E
WICEZ N, AR 6 > H AN HL-HCV /8 HCV
RNAfEMHMER SR, #08#&E HCV RNA oJ7E ALT &
RIEFBIF, A ALTWEZ IEH M HCV RNA R¢£EFH
P2

A LA 1424380243 F [ 2k, HCV RNA B
JUi-HCV B+ H B A M TR L 22 skl
FF 92 B8 DIl R AR L

()RR R E

1. WiikE . HCV L EE 6 > A, B0A 6 1~ H PAR]
HITATHE & 52, BUB H A, $i-HCV & HCV RNA
PHAE , IR H R e A EAF g R . BUIRIEIEAR &
F . LU= B a s Ro G0, IRl 2 1,

2. JRASHEEHE  HH 2R 52 W n] PR E I 92
FEST AN Yl 7 ], HCV B Us et /b5 E =8,
HCV ®& HIV HBV S5f 524y | o 5= UG08 5 A 3%

=

é’ﬁ%ﬁ A] R Je R I v
1214 PN B 9 I AR 30 < - ol PR 2% B 8 25 A 41k ]
%mﬁia‘ﬁ'ﬂ%ﬁﬁﬂ?u S AFEE RGBT R VIRO T
BREEGIE R E 8 B /DB E R R G RIS ERE H MLE . B
ZH] 0 pk EL TR AN AR 2 P B JER MM IHRIE 5%
T 3BT B IR ANGIT A S
PUR EEIR YT Y H AR 2 5 R HCV, 3R1516 &1, 1 B B0
2 HCV HH K A ERAF 4L B, 0555 T A 4E 4k, FH 1 B E
et N AR AL R AR AL i a2ie e HCC, 4275 &
AW KPEFER, HFEEWERRE, P HCV £
&N HoE R A7 A R R AL R HCV i3 R
TF%fEEHﬁE{JcE‘HU‘J”EI’]f/E_&EK A AR (H A BB 57 2 i A
HCCm A, FEK M HCC gy &% & 15 &L ; Child-Pugh
W4 A FI B 27 14 BT 4k B 3 HCV B35 545 7] GE 4t 28 55 %
AR AR BY 75 5K, AR B 4 B 3 v K A 7 R0 52 ) 75 2
— B9 s TR AL A8 AR R DU B2 1R 97 W1 2S5 A Hif Y
1 RE S T 5 A5 48 s 15 Bt , B R U s iRy il e = AR
TR BT AR YR BTSSR )E 12 B, R A 8L
A 77 35 (Rl PR <15 TU /ml) A& i 1 3 = Ui HCV
RNA # A %] (SVR12),
T —  PUREEIR YT Y3 DIk
i HCV RNA R B , AN 2B ANl . &
18 M W e B 3 BT AR B, Y IV i 2 PR s iR IT .
J& HA I 2 AL SO AL, S22 T A2 PR (5 HCV A1 KR
IR BERE H IMAE M4 R CHCV % 2 S YA X B AR E
A4 B Ak R SR ) , IFRS A G HCV & &%, & 3 1l
PERE) B (A S s B el F M AR 5 . HBV/HCV
LG HIV/HCV LRy B IRIWSF) , 1% 1% HCV & KU
P (E k2 MSM . A AT RENE I oM, 1
W 2 NP5 ) FF 5L B TIR YT
B ZHIEDAASIRITHIEE R R E A H R, B
UL IRE , e W LIRSS R 5 48 TYUREEIRIT . W
o 0% 1 56 HE B 4 0% L ) R 5 0, OB A 7E IR A DA As HH [8]
/SR

L

HEFEE 4. HCV RNA [HEEE YV 2 PR EE0
7. PURBEIRIT AN NIGIT A W G 12 J6 |, % Uil 7y
(R R PR <15 TU/ml) 6 M A 3] 11 3 28 M 2%  HCV
RNA(SVRI2) (A1),

WEEILS: T LA DAASIRITHICIH A& 2 5 4
Ik, CUHEIRE , A 7E - R FLIH 45 R 5 45 TP RERY T . A
FEBR Mt , DU R4 0, 8% S 7 ik Fl DA As B[R] 4E 0k (B1) .

+ . IRIT EI A VRAN

R P 50RO v (R ) R RR<15 TU /ml) #E47 I3 5%
M#x% HCV RNAFE=/N, iR HCV RNA il
A Al AT I, A 4 A A R R 9 <1 000 TU/ml #y HCV
RINA G377, a0 R HCV RNA & 475 S8 A% TG 0 & , 2
D AR ) A A T A A
18 M AL 98 AT Ho BE IR ST B0 AR VA I 0 1 ™
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"'\-J 1

HARE , 2 I TE I e WA 21 4 Ab 5 3 T A, A 2R A2
R A g st 2, A TETEE & NS3/4A & H B0 50 0y o
=, REEHAT6E AL 8 2, 35 A BEEAT 38 U0 I PR B0 56 58 =8 1
2, AT &5 NS3/4A EEERP &1 7 ) 5., ohhE
I I 2 4 A0 A R 1 36 97 J5 BP 6 3575 SVR, 75 2 i
HCC &4, ARIFEIL A RER A TR O, E Pk
#EAL 533 W R o612 W O v , OUFE A At 7 78 5 1R ISE A
AT A . IRYT AR PG B D Re [ LT /14 33 S /NERIE L
# (estimated glomerular filtration rate, eGFR)],

KAZ AR DAAs 7 SRV, H 4 AL 3b A
MATHRART S% B OL T, Al AR M A F B, iR B E
At DAAs T R YL, T2 e A A, R
A 3b WAk 5% WX, 75 BAG I A R AL, 9 B
R A g e O YA TR e A I HY A A 3D A, AR
{BEITHIfTHCV RASsHE

67 Bl 75 24 HBsAg A T f##F Jo 5 JF HBV B,
BT S EZ NG HER NG Z), THi DAAs 5
SRR EEZLYEAMEBAFER. FFe 6 R s
P450/P ## 8 H A4 (W0 R 575 28 20l ) o] i & PR %
DAAsHYIMLZSREE , 25 5 FrE DAASIRIr T REGH .

HEB I 6. WA R EHHITHREIRITA, 75
HF I 0 1Y ™ B RR B2 L W HE 2 HE L HCV RNA & &4 |
HBsAg . G H&EM A LG HHA 253G 0, 2R, [ H#fTHCV
FEAZAGM(BL),

T = HZEVUmELY

7F E P _E 23t ERY DAAs W, K& E L7 IR E IR
e, ErF” DAAsT D B 2RGHHE , A T 7E_E T |
whrE. R{3IILE TRE LTHEEZRDAAsTEMR, HA, R
B 545 /&0 m 45  HOK b B & BB 6 X m Im F Ek A HL4E
BFEHTHCV ER 1b B pyie M N A 22 83 W8 IRFER
GEBM T AT HCV &R 1b B AN BT R B3

KW/ 4= IR F/ Rilm 5 H TRKE1~6H
R ERN AR EE  NERE T REEREE TR

+U ZER S E

(— ) B35/ 4 =F

B RE GRS REB 400 mg L4EMAf5 100 mg,
1 B IR /dGRIT A T ~6 BUPRAE ER O TR o
& EF AR (ribavirin, RBV) 8 R W16 = (PRS) &6 B &,
TCHFREAL S A 2 HA T RE AL AR 12 J, £ 0F J [R 3 AU AL 22301 i
fifi AL B3 3b 2 AR 35 AT DASE TR RBV, A 12 19 A 11 2
A RBVITRE 12 B, & NSSA {57 1) DA As £96 &
HLUREFRZ TR, FERARBVITRE 24 /A,

FE 0 HA G PR 56 v, R WA =5/ 4EDA =5 3697 12 18], #E
HCVERH 1 B (F4bF0~F4, EFH 1aBihF) 28 (44
L FO~F4) 3B (4L FO~F3) 4B (A 4k FO~F4) |
STH( LA 4L FO~F3)f1 6 B (4 4L FO~F4) ) SVR12 &
43 5145 99% . 100% . 97% . 100% .. 97% F1 100% ; Z W 76 F5 / 4
A =E 677 12 J , 7E 3 R 3 B (£ 4E{L F4) FI AL R S BY (21 4
. F4) 89 SVR12 Z 43 51k 91% F1 100% s R #1575/ 4 i fth
FEEEARBVIAIT 128, HCV AR 1afl 1b A 25 3HIH
4 T 5 A0 f22 A AL 28 3159 SVR #4551k 94% . 100% . 100% .
85% 1 100%"

PAFR LN BE R 0 I P R IR 25 2R Bos , Rl 45/
A iE9T 12 8, fEHCV A 1afl b H 27 3aH
3b Z 1 6 By SVR12 Z 43 51l 24 100%., 100% . 100% . 95% .
76% F199%'"

X2 R R /et HI697 12 B B, A
KR K A5 IEIR Y7 R B A LU B 0.2%, th BRARfaT = &
AN B H 1 (serious adverse event, SAE) 1Y & & b ] 4

3.2%, Hp RACEIA TR AL NBE R 18%, TEIIm IR, 3k
ST FSD RFETR Z 12 B R e B/ dE vt T 1697 1Y
BEPREWL(CRERZI0%) G EMAREH, b

Azl

*x3 HEIURTFAYR 2L
g3 2 i LS i FH 57 &
iz B A
NS5B 545 Bl 1 L P 41 il 571 / W5 /YA Ath =5 * (sofosbuvir/ 400 mg BMEMAFEM 100 mg4edafhd, 1)5,1%0/d
NS5 A 11 i 7] velpatasvir,SOF /VEL) CRagail
NS5B 5 & g 4% 5 K L9 30 W0/ RS/ 4Emih s /R ° 400 mg R WAl g 4EMAMHE S 1 v,1i1K/d

NSSA fl ] #) / NS3/4A & H B

(sofosbuvir/velpatasvir/

100 m
100 mgﬁt@ﬁﬁ—%’ LREyabill

il 7] voxilaprevir, SOF /VEL/VOX)
NSSA 415 0] & &3 *(coblopasvir, CLP) 60 meg, B & 167,10 /d
NSSA 11 5 fr 43k 75 *(ravidasvir, RDV) 200 mg, F 7 1 Fr,1%/d
NS5B 3 & B Az 5 250 4 19 w1 7 W1 76 (sofosbuvir, SOF) 400 mg, F 1 5,1¥k/d
B R B
NS3/4A & H BN &7 /NS5A #J YIREF/#HiE T “ (elbasvir/ 50 mg L/REFHM 100 mgthikd, 1H.,1%/d
] 771] grazoprevir, EBR/GZR) B A B
NS3/4A & H B il 7 ik % 5 “(danoprevir, DNV) 100 mg ki E 45, F il 1,2k /d
NS5 A 1] 57 R A5 *(emitasvir, EMV) 100 mg HOK A , fit 3% 187,11k /d
NSSA i %] /NSSB RABEAZE LML KR T/ ZE Wk “(ledipasvir/ 90 mg KT 1 F,1%/d

P41 il 571

sofosbuvir, LDV /SOF)

40 0 mg WA 5, Ffl
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ll

A N HA A RSB 52 B BRI W) R 5 % R
=5/ HENA b =356 TT B PR IR R A

()& IRFIR G BB 5

A& IR T . A 3B IR 35 60 me BE & E B =5 400 me,
L k/d, —35 T A IG PRSI N A PTG R H 1.2, 3 86 Y
HCV &L 11051 ,10.9% By B & &R AL, 161
7o F R AL i) 28 R B 57 A EE U7 L, B tHF%C . 109 fil BB
SVRI12#%°599.1%, 1 5l 6 BUfFfEfb E H KB BF R &,
KA RBHATEIRIT, ATLABITERE . B Kb
Ry — T B bR A T e, A 371 PR, 5
M5 51%, HCV & A 1a B<1%, 1b &Y |5 48%, 2a &I (5 26%,
3af 5 6%,3b 8 5 7% F 6 84 5 12%., 51 %1(14%) B & A
F3,39 %1 (11%) A AR, 39 i (11%) & F PR 8 3203 T4
R2iRIT. FEEITREIE SR B SVRI2ZZH97%, 105
= (3%) BB R B R, 20 BB RSB . &F R
A RFLE(Z1%) bR 4l i fE 55, REHAR
R ERREMEE N, BH T,

(=) B/ kA

B RE SR A& F &
100 mg/Wg € 1 ¥ (pibrentasvir, PIB)40 mg,3 F,1 &/
d, {677 HCVEH 1 ~6 Jr 8~ 168, & ZEH T
e R ZE TS A IR R A EE R R B

7 I s RS, 48 R I 5 /IR &b 357697 8 &, 7E
HCV E R 1 B (HF 4L FO~F3, B 1laBlf3) 2 B (44
W F0~F3) 3B (H 4t FO~F3) 4 B (4L FO~F3) ,
SHU( L4k FO~F3)F1 6 Bl (4 4E{L FO~F3)# SVR 12 F 4>
511247 99. 8% .99% .97% . 100% . 100% F1 100% ; #& £ H#i T/ Ik
fFBIas T 128, FER N | (T4 b F4) 2RI (£ 41k F4)
4B (A4 F4) 5 BL (4 4i1k F4) F1 6 8L ( 21 44k F4) /Y
SVR12 #4511 24 99%. 100% . 100%. 100% F1 100%; #% - Fi
/R &b F 697 16 JAl , 76 2 B 3 8 (&4 4i 1k F4) 1y
SVR 12 %4 96%"!

T2 RIS /IR HIEITr A, BA R
MK A5 IRIG I Y B 3E HL R 0. 1%, FE AT B AR R &
tH BEAT SAE /Y 883 LU R 2%, TEIm R ISR, S HEE
Z IR RIS/ E PR W (kL
F210%) e Ir sl A REM, ERARITHEEAR
F2 W % A2 R AR G T AR
(VY) ZE et =5/ 4EMa fth 55/ K 79 B =

B R E A R A& KB T 400 mg/4E I il F
100 mg/fk P8 5w 5 100 mg, 1 v, 1 ik/d, iGIr &£ H 1~
6 AU, BEE & NSSA 1  7 #) DAAs IR I KM, I7 12
128, #HAFEFE 3 BUA S NSSA 1] 759 DAAs 1R IT K K
B, B AR 3%%)]?@@13%2%{“}1%@1&*% n] pe %
B RIGIT 12 A7

+ A ALK &J%ﬁrﬂzﬁqf

(—) A 1%

. XRBFE/MEAEmF - BREARA SR ES

i

= (glecaprevir, GLE)

i

50 mg A& FIEGSE 100 me, 1 B, 1 k/d, 1657 H 1 B4
LA KR O TR o B A Fl B 55 MK (pegylated
[FN-a and ribavirin, PR) £ 8 & ,JrfE 12 )5 . HE %
XfE K la B, FEBEEYUR IR Iy AP R B F , 7 E
BKARBV,HFHITHRERKRFEI6E, HEER laBKiTH
{LH1.4%,

TEELE 115 ] o S 1 T BT 48 2 il 3 i) — 0 [ B 22
Fr 05 C-CORAL H , HCV EH 1.4.6 B RW)E AL
PRI i) 2 i 2 2 R B /48 i hm B igd7 12 /], 1k
B A1 115 B H [ 52 3503 ) AL 204 6% T 46 (20~ 77)
% ,48% N B P AR TR I N 24 kg/m*; 72% £ 28
HCV RNA 7kF#it 5.9 log,, TU/ml;17% fE4EiFi#E 4L
02% R EEH 1bAY, 4% AR 1 BLH AL T A, 4% A H 6 HY
By, SRR BRI RSO ERF AL R RIE 2 A
%2 R B/ M H 16T 128 ,98%(109/111) /Y 5Z iR
ZiLF SVR,<2%(2/111) BEHE % 4L F SVR, it
R PEA RS L, SVR RE A —FWI

— Ik B 124 Fbr 0/ 0089 1 PR 1 56 204 09 28 &
P, B35 HCV A 1 5k 4 AU R B R 52138 780 14, iX
s R B 1S AN E 2, {14 R BH/MhiimH
EIT L ITRE 12 s R B /M8 F M RBY 16 E, Ar
HZiREHH 96.9%(756,/780) 315 SVR12, H v 96.9%
(748/772) %2 =2 VR B /& S Fm 1677 12 8, 8 41 (100% )
A IR FH /A B RBV G716 & . 7E 1b & [H Y
HCV &t ABEH, SVRI2 89 &A% K 97.5%(691/709) , Ff
B F R &AL s by e m), X T2
SORBEF /0B IR ARE A RSB m KR A 1IRG
71 A8 LU 0.9%, H BRAT A SAE 19 58 35 LL il 2. 6% ~
3.9%, lmPRi5 5% = ML 1E 2 R B /F8HiL
hi FiRIT R E R L (R AERZ10%) G sl EN AR
RS

2. RMRF/ BN HF - BRESGHRATEWENS
400 mg MkHIKF5 90 mg,1 f, 1 Ik/d, Al H T A PA K
RTREZWFLERE., LA L EHTEEE
JrRE 12 ], Ve o i B ] AP 8 il . R 1=
AR 83, WERS RBVITAE 12 JAl s 803, g RBV £
SECAR 32, WANEH RBV, (BYFFEHE K 2 24 A

FE— T AL 2 v ] ) ] B 22 AU TO0R 25 i PR 1 e B 9
T RIMIR TS /R W 55 9T R, IR YA M &6 gk
EE 1B HCV B E R T 12 AL EEMIT R, #
ZIRIT B P E Z 3 (n=2006) -2 4E k8 8 47 %7, 50.0% 5
PE s B 15.5%(32/206) 52 13 15 B S i B A X 12 10 A Al
1£,48.5%(100/206) Zid & A &R EE ., HZ% HCV RNA
SE#(H K 6.3 log, IU/ml,82.5% M ZiXE 4% HCV
RNA#i15.9 log, IU/ml, 206%3ZiRE , Tit 2 EEH
FFEAL, SVR 12 154 100%™,

J|I|1-.|

Jo [ 2 S B B0 A A R IR R /R B 6
FRUA RFH, X9 EZRE, &F LR AR
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FH[H 5 1%(2/206) A& LB BE A . JEST . K4
SR ALT THE 1,

= Sh 203 s, % T RIGIT SR SVRI2 2 H
93% ~99%"“**! | TON-3 Ilfi R i 4 7F HCV K 1 B 9135 4k
A AL B 38 RS TR ARG RBY 8 R REIRTE /&
et 45 B0 12 B R BIR S/ RWEE BRI Iir s, BEER
1:1: 189 eI BEML 2 A 3AIGIT ., R HCV EH 8 43
Z(la51b), AB:A RBV /Y8 JF kM IR/ R 19T
J7 A ZE T B & RBV 1y 8 J&] >R Ik 5 /R B 1 316 97 A1
12 B R IR =/ RBEEFHIGIT. A Z% HCV RNA<6.8
log,, TU/ml iy &, 8 i Skl Ik 35 /K B 11 5 6 97 1Y
SVRI12FH97%(119/123), 12 i & ilik % /Bt FHIRIT
I SVR12# 45 96%(126/131)"*,

3. HORMFHERA BN T+ HOKMBFH IR SRR T,
—J51 11 3 1l R ST 20 A 129 51490 36 1 28 36 T BT R 4k 1) Bk [
1 REE, P 18.6% NEigEE ., S SVR F 4 98.4%
(ITT 75 #r ) 1 100% (PPS 7 #r ) . #1758 & & SVR F H
98.10%, 234 B #FH SVR 4 100%(24/24)"™, Mg KR 5
A 362 B 371 %, SVR 12 %4 99.7%(361/362)™, X1
AR F R & AR T T A 9 B O D (AL e | S s AT 7 3K
AME) BTEREEEEFEN., KO ARFHAFER
J7, A LEATER M. REAESHFEHHEXTZ 3 R A RFHHEF
5{ SAE, Kt M Z A E AN A R FA & 1RIGI7EF EUE
(I O =

4. RiEIm BECERI4EA T 876 I 5 100 mg, 1 Fr,
2/d, i EFIFERRE 100 mg, 1 5,2 % /d, BE G hideik =
200 mg, 1 i, 1 k/d,  [E KB O/ 38 g K & 55
4B TCHF AL HCV B 1 B %, B2 hr 4 ok F Bk
Gk  FIFEARF M RBVIGIT 12 ], Bk SVRI12 F 4

96% (ITT 731 ) 1 99% (PPS 731 ) » 1 13 3 BRI o9 25 40 2 8
SO H AT . RIS A K & A S TRYT A ERY SAED!

() EH28

R W 45/ # Yk F5 400 mg/90 mg, 1 kK/d, I7 &
12, —WiFEH E &7 Ry 3b B ik AR5 A, 43 )R G
HCV A 28 HBV B2, 2 KWt 35/ R Mk 5
WGIT 12 J& ,SVR 12 #3535 100%™,

(=) EKFH3A

e LR R Y), RS /48t 35677
12 &, ZE R E B A WL AR+ , HCV B [H 3a f1 3b Al
H SVR12 243 51 k1 95% A1 76% , Hivr , B A 3a & T fT i 4L
% SVRI12 %4 90% , £ [ 3a B2 HANFRE L SVR12 %
100% , E:[H 3b B Fo T Ak B & SVR 12 %4 96% , L [H] 3b 5l
FFRE 1L B 2B SVRI2 F R 50%", HE HCVERE IR S
= 3a 3b AL 43 3] 5 46% . 54%, Ja & G et T RREE [E
(A5 1%) , PO HL X 3% o5 B, 18 70%, 5 AME S
Eie, PEHCV AN 3 A EHEF NSSA YO3IH R FHAT
AL 1.6%, FE R ASOK+L3IM WAV S 2848, AT E & ik
04%" 4 | ZE A/ 4E A =B B A SR EE S RBV, [H 4 Y

B WY 25 5 o, HCV R [ 3a BRI AL [ 3b B mi 3%
[ SVR 12 Z2 4> 512 98.1%(51/52) #192.2%(94/102) , -
M, FEEL A 30 WAL AT 3R AR o 5% YR IX , 75 B4 PR HH B[R
3bE A, B [F 3b BY 6 Ak B E o A o 5, @ A
RBV &Iy 12 A,
o B R Bl T K T 3056 2504 0 7, RIS R B B A R e
HHEIEITFER3IE, SfASVRI2ZE H 1%, & EImT/
RS =F 4% HCV EH 3B B ZE WG AEFEALITIE A

8 &, MIie AT RE AT AR 5 12 8] s 2298 B A BUAE AT
i, FEERITEZ 16 A,

(P ) AP 4 AY

FE HCV AR 4 B G R4E5 %, B 4 845855 0] DA
VEPE IV L R AR e AR

1. /REF/EhwmS. LREBFH/EAEmE 1A,
LR/d, BT RE4BIE AR PR R EBE T 12 A,
(B2 TEPUR #EIaI7 R P R W B &, % 2K & RBV, ¥
HIF AR 2 16 7',

2. FRMIRF/BRUEM T RBIRB/ BBERT 1 A,
1k /d, v HF R AR T 12 % i WG B, ol
AL B AL T AR 12 B, iR E A AE
s,

ol

(H)EHS5/6%H
o 18 YR :F/ﬁﬁé'eﬁu =|= 1 B, 1k /d, Joitf Al 5035 X 12 1
FFREAL SRR 12 . 2090 BB AR Ul i ot i =Y,

=LAl %Eﬂﬁﬁ%%atﬁi% 5.

WFEE W 7. Z WA 35/ 4E D0 fib = , 400 mg/mo mg,
1R/d,i/IT HCV EH 1 ~6 B e F PRS &R &, T
JIFHEE AL B £ B A RE AL T A 12 J] , R 1R 3 Eﬁc = 1
fifi 4k ] A FEIE M RBV, 2 A £2 1 1T fif 1k (8 & B & RBV I7
P12 (AL),

HEFEE I 8: Al 3% Ik 60 mg Bk & F W1l 5 400 mg,
1 k/d, {657 HCVER 1 -6 BWE L ZE PRSERHEE, L
PR A B A0 o S0 AP BB AL P R 12 3, %k B ] 3 2R A 22 3 T
it Al DA EIE I RBV (A1),

HEFEE NI HCV EF 1b AU %8 . WIR B /A& H 5y
5,50 mg/100 mg, 1 &K/4d, &7 ¥ig e PRS&EEHEE, T
e S A B AL B B AR 12 8] (AL) . SRR /&R
W1 5,90 mg/400 mg, 1 /d, ¥k I PRS &34, T Af
e AR BT 12 (A1), KK FH+RBE
i, 100 mg+400 mg, 1 k/d, ¥ig &k PRS &34 , Jo A i
eI AT RE 72 12 J8 (A1) . i8I+ FIFEAR ,
100 mg+100 mg,2 & /d, BREHi4Eik=,200 mg 1K/d,
KRBV, #lig & PRS &G dEAFEL B & r A2 12 Jf (A1),

TS FP R AN REDUR EEIR YT

(— ) SR A2 A s A0 8 2 3 AN a8

2R AR 422 H 088 A A8 3, 40 I 2 Wi 2L A 7 sk [R] Y G At 7™
HIF RAE, W B ZI G PUR B IR YT » NS3/4A & H B4
Al TR I T RAEI A8, A FEe K

""1.]

= |

|
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F4 HHAEPRSZIaRY oA HCV B F IR T 5
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HCVEHEA  BEfg74% SOF/VEL SOF/CLP GLE/PIB SOF/LDV GZR/EBR SOF/EMV DNV/RDV
*- 12 12 J 8 Jii 12 &
[N 1a s M
23R 128 12 & 8 & 12 &
3G 12 J& 12 J& 8 & 8 J& /12 % 12 5 12 i 12 J&
EH 1b A 5 JE /12 A i ] &5
2236 12 J 12 J& 8 i 12 J& 12 JH 12 JH 12
JIiR 12 J& 12 & 8 Ji 12 J&
S 2 7 e |
2236 12 F 12 J& 8 12 JE
ARG 12 J& 12 A 8 Ji&
HH 3 e
2R 12 JH 12 J& 16 J
¥IiG 12 J 12 J& 8 & 12 J& 12 J&
S0 45 URE . J] J&] .
Tz 12 J& 12 J& 8 J& 16 F|+RBV
#IiG 12 & 12 J& 8 J& 12 &
HEP 5 H o
230 125 12)% 8 J&
e 12 4 12 )5 8 Jik 12 J&]
A 67 o
230 12 J] 12 J&] 8 J&

ME:PRS: RZ “BTHE% a Bea B

SR ECR B 5 s HCV . (N BT R 75 ; SOF : R Afi 55 s VEL: ZEMHfth 55 s CLP: A& IR ; GLE : 4%

RIS PIB: IR &5 ; VOX: ARV Hi 55 s LDV : R PA 5 s GZR A i dm 55 ; EBR : 2R B35 EMV : fORMS5 ; DNV 1815 B 5 s RDV : fiL 4E 15

F5 ;s RBV . #| 254K
O WHRELPRS 75 E A IEAL HCV B IGTT T &
HCVERM  BHERITLE SOF /VEL SOF/CLP GLE/PIB  SOF/LDV GZR/EBR SOF /EMV
P o HIiG 12 Jd 12 JA] 12 J& 12 &
2234 12 12 J 12 /& 12
B b g 12 J#] 12 i 12 A 12 12 JE 12 &
76 12 i 12 & 12 J& 12 J8 12 /8 12 &
F 2 7 IR 12 12 JA] 12 J& 12 J&
Z ik 12 J 12 JA 12 /3 12 &
g 3 #lia 12 A +RBV 12 |+RBV 12 &
Zih 12 +RBV 12 J§+RBV 16 J
S 4 IR 12 4 12 Ji] 12 JA 12 i 12 J
S 12 /8 12 & 12 J& 16 Ji+RBV
sty ¥IiE 12 J& 125 12 J& 12 J&
2236 12 F 12 J§ 12 J&
B 6 A YA 12 & 12 J&] 1 12 F
2534 12 12 Ji] 12
4 :PRS: RZ " FETILE a BLAF B%Mﬁ%’ﬁ?&ﬁi%-Hcv-ﬁﬂﬁ-ﬁéﬁﬁ-SOF-%ﬁﬁ?ﬁ% s VEL: 4EWf{h 35 ; CLP: "] {8 JE 5 s GLE : #%

K53 PIB: IR Ot %, VOX AR P B S LDV K IR ¥ s GZR M8 hu i 5 s EBR : /R BB

=B R A AT P e R AN Sk CTP o 70 ) DAL

SR, AN ] & NS3/4A ZE H g a7 52, RLH

M5 EF M/ H o= Z 2R, CTPIESS dzﬁﬁa‘

18, 5 ANEE]
I

= NS3/4A 8

1T

JURBEIRIT I ]
1.4.5.6 %) B &M T /4= (IZED

D)l PR B 56 2 0 2, ASHE R fE A

IO
PAVEER . Sl IR F /B (R

), A RBV

&

(<75 kg & 1 000 mg/d; =75 kg # 1 200 mg/d) 4 I7
12 J& , RBV it 4 ] & 600 mg/d, fifl J5 1R 48 iif 32 14 3% ¥ 17
. WREES RBV H# R LET 2 RBV, N AR &
RBV ,[HiF R IE K 2 24 .

5 EMV : fOK A 35

;s RBV : #I] L Ak

FFEEfb R AR B B E B A AE, 7 ] 2 2 AR JH T
SRR (model for end-stage liver disease, MELD ) {452

18 ~207r 8%, DAASIRYT JaHY SVR R T 1231 AT fk

B, HLDAAsHUREEIRYT IR A K340 & A4 U AR &, X

It WEE?% HCViGIT &

L e all i

HA77897 , FL HCV 3657 B |

VEAT ™ A9 e 0, 40 R e A 7 B T e R AN R A R TR
ﬁnmﬁﬁﬁﬁﬁﬁ%ﬁ&ﬁﬁg%ﬁﬁ%ﬂ@%%%
BT Jo - A R AQ 3 A 4E 8
#,SVR K214 94% (ASTRAL-4 15 ) ",

DAAsHUREEGIT HIST

(=) JLERYIGIT I’
JLE HCV Bt pyi2

5
=¥

AT S VY5 N (H— L
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LI [R]FH X 8%, BRI i e 18, R HCV B35 fr A= 1Y)
HrAE JLZ i T- HCV RNA R, 3% AT JLE, H Al
G AR DAASISTY &, 34 LAEJLE kT /D4, #il
{5l DAASIRIT , AT A 7 A HHEEH T L
R HLFEREY, 1220 FILE, HalE N B LR A R
DA As 74

34 VAL KRR T 17 kg iy JLE , RWefh =5/ 4E DA ft
FHHEFFF BN K 150 mg/37.5 mg; X T & H&E 17~
0 kg W JLE, ZEHAG /Mt H5HEFRNE G K
200 mg/50 mg; X T FE=30 kg 1y JLEE , BB 5 /4
A fth =5 477 & &K 400 mg /100 mg,

12 % e DA F e R i dad 35 kg i, R 1,
4.5,6 BURIL WG/ A6 T EAL, ‘HJ]F%H“EPJHHH:
BT PA400 mg BB /90 mg il JRFIGTT 12, 2
R B EIRIT 248, HCVERH 28, %M
400 mg R HFI A RBV IR/ 128 , HCV B H 38,5
J7 24 F°, 3~ 12 % JLEMRIERA TR T &,

(=) B0 8 F G T fa

HCV B UL & H e 'E 31 FE (chronic kidney disease,
CKD) tL4& 18 14 "B | MM &b B = im i 3, IRIT Al
3% VAl e o 1) JRUBSE B o B 7™ B AR S, AR I B T
MR TR, BRERFHFERENEE N ZR RN
AT, B RASAE JE B2 A ) S s 410 0 570 o AT R, P i
B, HCV IR HE &4 CKD Y H Bl m ik & T 338 A
BE,8.5% Y20~ 64 % 5 26.5% AR L 65 H 1 HCV B
A CKD, CKD #BEFHRH-HCV PHHEZER M 25 T3
i A, H HCV £ CKD #9825 HAth 2 46 i) 5 9 XU FS: B
e, CKD & HCV RYLE L DAASIRIT 3K 15 SVR
J& o 503 e PR 2R 2 WA A, JHF o9 o R e 2% B BEL T , ' v ot g
R IE 2% , 3L 2 HoAth R Gy & A U ik, BRI, el
G HCV YLy CKD B3 , ¥ WAL B2 2 B B8R 7T .

NS3/4A 7 [ B0 1 77  NSSA 146 7 F1 NSSB JE#% 1
KA BN, X =2 SR 25 W) 8 20 FFAEACH , 7]
T CKD & & , 5 /R B /#hiimd 48 R/ k&
finds . NSSB A% 5 H A B a5 (BB 45 ) £ 2=
GS-331007  E & H IR R 2 EER.

CKD &AM H L TR DAASIRIT R, X
TF CKD 1~3b#if## [eGFR>30 ml-min'-(1.73 m?)"],
DAAs iR Lk, 5 A CKD i —2., X T
CKD 4~5 #§[eGFR<30 ml-min”- (1.73 m?)"']#1 CKD
SD A (i) B2, B Pe B A B k% Jo RBV iy DA ASYR
ST HE, iR S/ R EF(EEL 48, KRS/
AEpRf S (Z AR, HYOR RS /Rt 35 (2 H 1.4,
5.6%1), R F/4EMAbFi697 HCV K 1 ~6 Bl 7
BT R E ,SVRI2 ik 95%(56/59) 5 kIR F5 /R B R
FIGIT HCVEFH 1. 4~6 B KL ZENH I EE ,SVRI2 F
5 100%(18/18) s KR T /BB Hiay HCVRH 1.2,
4~ 6B BTAY HEE ,SVR12 %15 94%(89,/95)1 ¢1

X ERHEZE, FILEH IR, 259 -25 YA A
{E H (drug-drug interaction, DDI) 2 & DAAs i &Iy
mEFZEN—TEERNR, A& F X T2 EAEHWTE
2 Ut (http: //www . hep-druginteractions. org, ¢ & N
B R 4L X HCV DDI APP), B ##4J5 CKD 1~
SRR, Al PAEF R IR 45 / Wit 45 (AR 1.4.5.6 ),
By RWUE /e 2R ERY) , AT B B e 5 1
R A, Al S B R AR RS A S R A BRI T Rk E S
G B

ML ET & RS SVR e B, Z M (E K 4 #
REZEDANIT R TH AENAFRFEE(HCV RNA )R 25 %
5% B R 3B I 3025 A 8 P 52 i | A (|l E 90 B pR 020181
10005 ) M 4A4T
(VU ) FF A B8 2 BiR Y A AE

S 1% F A4 B MELD 143 <18 ~ 20 43 -5 44 B 3 W A
A FUS BRIFIRIE Y7, FFEBAE AT e L EFPIRITIr e, 1R
7 Jg #t— 2 7P 3RS SVR J5 B P 6B 2GS 15 00 , W R 2
REUGEH D, BEF A2V RMNBHEFLZETRIR., FF
JF #2485 H MELD #4218 ~ 20 73 i 3 M. 5 Je gk AT A4,
BAE g TP HCV G897, (Hg , R SFE R [R] #E ad 6 1~
H i iRAE B A AR T HCVIGTF ™,

S ZAE BT e R AER B2, R EEE T i
ERRNEEWT AR E . 557 A ) B A B U2
A B8 1k B8 38, A T A% A B T 4G DU #2106 97, AT Bl
HCV B & R J5 H & AE , a0 R 75 27 B FF A5 45, B] 76 T
B EH#ITPURRIRYT, LA RIS = SVR #

ST A I A HOV R sl ] %, Rt AT i
BIRIT S BA N R T E YR, BHEHETHERKY
R S I 57, HCV 38 A BYCHH S Jim AT DA WA et ol 2 A A
A4, FERRHEMN K E T 2 Es, HIE, A
PEE—HHIHCV RNA HYE, W B HUREEIRTT

Pt HCV iY77 1 8] B 2 5 75 H 0 G2 310 i 77 /Y 125
JE, % )s HCV & & B PR, vl 457077 7 2ok KR
F/ B E (A 1,4.5.6 ) sk Rulfh 35 /4E At 65 (32
ELRAL ) I6Y7 B Jo 75 VR R s 40 il ) ) &

Pi-HCV JHME . HCV RNA [HiE8mk & 1) 2 B n] 241
T HCV RNA ¥R &2, (B2 O B sl 0k i I 4 4
PRI HEA T T A A A

() i ik 25 90 DA S 322 32 Bl i 2Ll 4 2 X35 97 (opioid
substitution therapy,OST) & Y& TT Ml & 3

ik 25 a3 N I B I HT-HCV A1 HCV RNA,
Ik EE AN A L2153 OST RiFik St #s . i ik
L HCV By ik 256 & #0837 B2 32 HUW 2EIR YT , TUW 38R
T BT TMEN 2O DAASIHET T E, BE £
6] 358 S R IR DD W&, A Eem G1T N
Y Kk 25 a8 . 72 SVR g il HCV Bk By, 2 /b &4
1 )k HCV RNA #4#. SVR GV HCV LR R R
BRI HCV AT,
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(75) L A2 9 / b A 3 23 000 25 100 7% % o R 3 1990 36 977 A
I

%o T LA M 45 ML R Ge 0 1 3 & HCV LI, Hb
w2 L L S ) A RS 2 U0 AR G HCOV B, HCV 4t
W EEIR YT BFRIE ANAR , B N AR Z PR R IR TT . 5
TFIMZE . LERBVHI L O RDAASTEIT HE, Bk £
W SE B H

(L ) FEfi e BB BRI T AN B B

18P HCV Bt n] 5[ 58 Hh X 5 71 J&] #2822 GE AN AS 14 ¢
L WA AR RIR SR, 5 e e S, BE
FARMHEEERE, AR ETIME IRITE S, IR
ZEREEWRNE, VAT TR DAAsHL HCV IGTT,
2R T W1 1R] S BORS ACRER , v H PORS sV R 2L 2567
TEME FH HORs prope i L 25 W APt HCV 25 iR yr i, &
DDI [ it ,

(/\) & HBV gL B F ) ia ) r e 2

& 7 HBV Rt E}, 3 HBV DNA £ 4 TR E il K
AR T A B (E , T HCV 2 A Fp ot Er EZ2 A, &
BERT T %28 0 B E R HBV f HCV i i& R, DA
HLE TN 1 HBV A1 HCV MBG5>,

HBV/HCV & H B EH 15T HCV WG YT I £ FIGYT
JE I 5 —HCV R AR, R B FHST & HBV HiUii &

{GITTRAE, I35 B AT I R el (IR ) 25t HBV G
J7., HBsAg fHM: B ETEIRIT HCV i ¥, HBV DNAFH
HEGER R, Bk, fEft HCV G I fmgr B 3 A
N G (R ) 4 i Bl HBV FRE0E

X1 HBsAg % . #it-HBc PHM: &8 35, 75 8 H i i) 175
ALT /K, tnRAEH HCV IGF MR 502 J5 ALT 578 80K
I &, W 75 2F — 2P 5835 HBsAg Al HBV DNA &l ; 7
HBsAg #l HBV DNA %, W 55 FF 46 8 8 (B8 ) 25004 4t
HBV?&;;-‘J:HE ?:]u

(fL)HIV/HCV & 2RgL B H 1677 il & 2

HIV/HCV G EBGBE N H#HT I HCV Ty, M

BE 47 1 % ¥ SR 55 16 JT (antiretroviral therapy, ART) .,
CD4™T i 241 i <200 4>/l e JH 8 ART , Fff S5 )
RETR 3| — ERE W E )G HiErR Pt HCVIGEST. ARTZ
V) B R PR T EE R /DR 25 4

XA HIV B (e TN B 22 i3, H DA AsTR
ﬁﬁ%ﬁ@ﬁﬁ%—'ﬁ*i@ﬁﬁ@ﬁﬁfﬁﬁﬁr,mﬂzf 7 RRHH
Y, MDAAsZYYIH 5 ART 24 EB A , FE 5 ART
254 8] 9 AH BLAE F , B ) A o< 25 WA BLAE A DA SRR ik
FER 25, ART 25900 5 5 S B 46 v 2 B b B SR8 07
R (2021 4E O™,

HIV/HBV/HCV Z—H B Y B & , £ DAAs 24 ¥R 77
AR A & HBV W Y AU, R I, = o e i 3 0 i
FEHESHHBVIHEHZAYE ART G E G, B A
HLHCV i DAAs BT s HIV/HCV & H e % [ I DA As
6T BN 5 ALHEAT HBV R B i 2E

(1) B PEPN BT 2 B iR fE

SYEN B R B A8 Ii—HJcﬁm_ 55% ~ 85%, [H I,
XX B EH Y AL R, (HEXT S HCV B & ] i FF
EHCHCVIRTF , BRI A —. Ba=E NN, EFF
ALT FH& , LA Jo Hofd il PR AR, B3 HCV G I7™
Mo E BN EG4EEE 1L IRKHCV RNA, X Fr2E 12
HCV RNA FHM:I % EHR IR,

SN BT R B E 0] 45 T R T/?ffmﬁ{mﬂlf(é% 5
) A RInE/IRGMTE (ZEE) Ehiimds /R B
(FH 1bak 4 8 kMRS /R AF (HEE1.4.5.65)

BT 8 . A EIRE K MIIRIE , I i SVR12 77,

HERE R 10 25 A 223 JF 1 b 35085 A5 2 A 12 o A
25 1B NS3/4A FE B #1572 DAAs, KR AAZHH6#
168 3 A R R B 5/ 4EMA A 5 , BB AR HE 2 R Y PR oK
IR /B, W RBV(<75 kg 1 000 mg/d; >
75 kg# 1 200 mg/d)igIr 128, WHEEH RBViSE
LA 2 RBV, ARG RBV, (HI7 AR < 2 24 i (A1),

WHEBENLL.HFDEBRE, 123 KA ek m
35 kg, W45 T E W5/ 4E DA =5 400 mg/100 mg,iGYr
12 &, s ZF AR IR R AL 25 F 400 me Z AT E /90 mg 3k
IRFIEIT 12 5 (B1),

B R 12 G G HCV Bty CKD B3, 3 M 57
B4 Z PR e 1697 . IRIEE R BT vk A8 i En 35/ L /R B2
TR UL/ gEmp S, KRR RMRS /Bt d., &
PG B, Al R B /4=, BOREIRT /&
B 5, AN T R R e I R (AL

WEEW 13 S8 EE, R MELD #4r<18~
2043 , N AERS AR BRI SR VUMW R IR YT, [ v BB
FE PR R iR MELD PE43r 218~ 2043, B BT
B G TPt HCV IRYT , tn SR & fe it [a) #E T 6 1~ H
Al AR B UAE RS R AT P HCV IRYF (A1) . PR G
HCV & &8 R UL E , v B R Wefh 35 /46 A fth 55 5k 1
R/ RBWEfHiRI7 12 F(B1).,

HEFFE L 14 % Wk 25 a3 o B B ER I 4t-HCV Al
HCV RNA, /&R HCV gy F# Ik 2y FaE IV 3L B2 2 Pis 2816
7, BAR Ty F AT BRI R DDI, hA FFek
GIT N E K EENESVR G, 20&E4F 1 IR HCV
RNA ¥4t ., SVR Bl HCV BB YL 5 Y HAR T L
HCViGIr(B1),

FEFE R O 15 ; I A9 | b oo v 5 0 Sk 70 4 S %% 0 < 1
TR G5 B A I HCOV jgdgemt , HCV Hii #1697 Y 48
MEARAE e TS RBV W94 IR DAAs &, B A& b E [
WAEHE(BL), ARMHEER HCV YL B Z 1677 8l N T
RS ACHR A, 36 97 30 1) 3 2 e RS Ao A, DA BT AU
gAY, ERA M 290, 5 DDI(B1),

HFERE N 16: & HBV YL, HCV iR y7 5 4l
HCV BRYL e 7y i &£ [A . WG E R A& HBV Puin &
GITTRAE, A5 B F AT E a s (BR) KL HT HBV




- 1344 - FAERFRERR 286 2022 fE12 HEE 30 %% 12 Bl Chin J Hepatol, December 2022, Vol. 30, No. 12

6T . WIAFF& HBV P EIG T F81E , {H HBsAg FHYE, 1|
Pt HCV IR YT R i1 A T (R ) 29 31 HBV i6 97, il
B HBV F30% (B1) .

WEEI LT, & HIV BRPA, 5 X HCV 1R 5 8
AT HCV B ) DAASIRIT /T A, SVR #F 5 L HIV A
BEM A, AN DAAs SHidise a2 YA HEAER , 16YT
FEMZ3 Y EFIHE(BL),

HERI 18 2R R EE ] 457 R Kkl 45 /4
DA, B AR B A, 45 P g i En 5/ 3R B 5k
IR/ B, i67 8 Al (B1),

+- . &R B E N EIGIT

2 YU EIRYT m—@%%x REIR1S SVR, X
o B UCHEREE, REESARIE,PRSEE
HIDAAs &34, PRS%«%E)&ﬁ%ﬂ:%ﬂﬂﬁﬁﬁPR%*frﬁ
HIRYT, B PRH?%%%@WPE%%F&%?%%T%ﬁ
RBVIGIT7 (HZIGTr R, DAASZIGE LA
{LH DAASHURERIRIT , fﬂm{n{”é‘i[@{ BLFEE NSSA ]
FIFIDAAs ZI6FIA & NSSA i K i DAAs &35,

PRS &G 1 LN DAASIRIT F £ 5 ¥R B EHE L
{eh, A — S B I B sy 8 PR AL R A R B KT, iRk S
B+ AR HEEE W

iﬁ}}ﬁ?ﬂhmﬂﬂﬂmﬁfﬂc £l & 2 B B A ] ) 5%
NSSA 77 RIGTr R H) DAAs &35 B 3 , v LAE T R et
/Yt /K s BB ATRYT 128, HCV BEH 1,28
DAAS &g K MM B E , 4L T REBEM /4R IS
RBVIGIT I 24 '™, dEHHEIG DAAS IR B E (B E
& EE AP ] 57 2k NSSA TR EM 2K, A NS5A RAS), 7]
TR WS /At =5 /IR 5 =5, [[ I A RBV (<75 kg
1 000 mg/d; =75 kg % 1 200 mg/d) 3§97 12 J& 5§
16 &, KA AL | 608 28 Bl 0 i 550 2l NSS5A 77 £
VAT A LR 3 55 AR AT R, B PR R A 5/ 4E
fb =5, [ A RBV (<75 kg & 1 000 mg/d;>75 kg %
1 200 mg/d)igyr 24 "+,

HEFEE W 19:PRSAIG B AR DAASIRIY F E 5 ¥R
BEEMLI(AL), DAASZEIERYIC I8 AL B AR 2500 i 1k 28
&L AT RS/ g /R T BB A IGTT 12 A
(B2), DAASZIRKRIM 2 iy B E , n] TR/ 4E b
F/ KB MAH RBVIGITF 128 (C2), DAAsS &G K
12 B IO A0 A8 2, 25 2R e B A4 570, Y Bk T R T
F/4EA Mt , R B IAH RBVIGYY 24 Ji (B2),

T\ B TT AR A A HE )

BEIE T L AR o B AT 0 T A 4 1 T

JERCHE I = 2 2 A HCV RNA, W R H R 8UF = i
SE AT SE B PCR K (R FRR<15 TU/ml) , 40 &0
HCV RNA A W] K, al i F A0 R R <1 000 TU/ml
FPHCV RNA KRR, BIFEIRIF AL J6IT75E 4 4 .
IEIT LRI 6T 5 12 BRI HCV RNA,

12 & DAASIRIT R0 B E 8 U012 i 3 & PE AL

IR A BN, Fe R 28 16T 5 4,12, 24 J&] 306 m RREAR
if 0 ALT /K, 25 i ) 500 7 ™ 2 40 F8 3 P i
AR RN AR, B, &8 & B & a7 R
FF 9 AR A2 30 0 b B8 2 AR £ sk R
BT IHEL, ALT B0 10657 &, R fe Al & 117397 s ALT
A =BT 1058, AR = 0 IR SEE HZL 2
W E el G | B Prdn AL L E B E T, TR AT ILIGTT
ALT A ST 10465, B oiERE BV N, F2HEE
1R, a5 ALT /K FREEEH & , Tt Bl & 1RIG T,
i F DAASIARYT B¢ 0l B T R 25 it B B p Fe h iy B
A A EAE R B E A 258, iR AT 8, HCV 3697 #1 [R] 1 45 (E
AMBAERGH HZ, g%y B AR /DHEERT
G2y, BRI AN AR AT 2 LAY B R B P B 2y
Yy W R 25 )R AR A R 3 R R
29 R W & DDL, FEAH [R]T7 % Al RS HHARY SVR B,
2P DAAsAYIER G H AL T 3 DAASER A A 25,
B A0 2 A0/ BCH: 5B YRR AR TE 5 H RBV I, 2670
FEH 245 B DA B A 25 J5 6 4~ H PR A R0 38 A2 4 it
-I‘J‘L.l?@i;f]‘
KT ARIGYT 3G IT MU 3« X T PR A R R
1 aﬁmﬁf BIT & BOZIATRARIGIT IR B, AR RGBT IR
KT PR 2L 98 e 0k R B T RE S2 M, AR AR AR 1697 19 B4
R ABERR RS, B SE 1897 0T B A A 1 5 W) g B 3 ) 50
FRIGYT 88 BRI R eh , SR PUR R Ir AL, 2R
i 55 H BIANBEIRYT , EFF LA TSR 2 W X 4R & ITF 0
1 U 45 440 1 33 A% 0 5 X1 I R A0 BE Al % 83, +E7F
HoMHAESE LRIEHMESEMMERRERD.
T T BE AU BE IR YT R UG, I AZ BAHR BE IR T 0
FIRIT R IE R LR (e & B ES ) A To i
1k, WRAE 25 0] S A DA As B8 S AN ], P88 70 A2 S0 s,
FIDAASHE KL, HHEFEATLRZH X EEEE 1R,
WA AT 27 4 A B ik A% 0 s X1 IR AL By ) B 3, 47
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