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[Abstract] In order to update the prevention, diagnosis and antiviral therapy for hepatitis C and
to achieve the World Health Organization'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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SN T A B AR N 250 i R Kb, T 2019 AR 4
WH X EZFBIT TONEFRBTIGFEEY . 2019 4F4F KA
o, TR BYJHF 48 1 i A S 5 B SR BE A HHE—25 1B, MOk b &2
M) H 32 PR B 259 (direct antiviral agents, DAAs)ZiA
KA BET ORI B 5%, 2590 ks T 2tk B SR 3G 0, 2022 4
L FX A SARTT WA WL AT B

1% HCV B E MW #i6IT C A ADAAS Iz
ERARA, HEEELTIRENZERR T E, S
50 R R TR R R R R B HOV R 2 R g ik 3
90% DA b 1Y £F 22 05 B %% W £ (sustained virological
response, SVR) , # HFE 2 /A [l i R R s 9 N BE v O %8
Gi—, Y EAE R, BT RREMIFENL DAASTE
T R A5 /D BORR R OB DAAL R TR B A R I 5 AR
(ribavirin, RBV)IGYT, B, 12 5 BRI 8 5 S 04 15 A AT DAY
AEIT R AR IR TA T HR A B I 5 NS AR R X
Tt HOV BB SEiA T A, B, ZEENBEFTER
RN LT BER AT DAAsIE RIS, i B2
A e PR L6 R 2R 45 90% DA _E SVR ) £ 8 37 24 145 5k Je%
Yeg M IR BRI A I RIS R A B IR T & .

4 JE— B E Y, B H B R RS R T
I P, 3 232 p L7 [ ) W Lk £ T2 R A &, DA
Fe—SUREik NFECATE 055 83 . LB AR ERA
RBV B DAAs J5 %8, (E A0 SR R B ik 55 75 2L 4 RBV
AT FRAR 90% DA E ) SVR, T3 2 BE 24 it 136 B 3 186 £ RBV,
TEWE PR IGYT 1 2 o W 3% W 0 RBV BN BN, T B, B
RBV 4 %} 2 SIF 148 4 HCV e % W ¥ 8 R B4 RBY
KIDAAS T &,

TH AL AR 2 U T 5 2030 4F 31 140 T T 48 4 4t
PAEERERY, ARSI ERE B & BRI 90% , %
TEEBEAR 5%, MIHRWEETFRAXTAEREE, FE
90% LA b 11 B UL 15 LAIZ T DA 2 80% LA 112 11 J & 45 DA
BITAHEBHRBEFRAXRTDERLETH TIENFE
(20212030 4 ) M2 "™, 3] 2030 4F, 42 = K AR A B 75 AL
BT 16 AT AR SR 2020 4F 42 55 20% , 7 Hi w5 U idk pH A &
P A% BR A TN B3R 3K 95% DA b, R A IR YT 2 A0 1 18 1k T B ¢
R BIPUR FRIRIT Rk 80% LA L, B lk A B2 TN BT 4%
HH 2 2 35 I GB35 100%, 72 B R B DA As 5 19 B
KBS A HIRYT B AR EEEE T R,

AR B AL B R AE8 M HCOV R E 12 W I67T7 DA

AR NFE ) HCV T FR 0 2 i A FR , (BN 2 58
T PEARAE , AN VT BE L 48 Bl MR He TR BT 929298 P i BT A )
A, TR I PR B TR T 0 L A 3 B, AR S5 BT A B I
BR2AIEYE . B O % AR G IR &5 T K i BT R,
i WA IRIISTT 2. A VEIRIEE WA Kt R
1800, RS0 A AR B BEAT R WHE T FI 5835 . A48 B Hh 1Yk
WA A B, C =AU, A EH AR 1A 2 5
(1,148 GRADE - 4&1T) .,

— ARif

AFE B ARE K HE X2,

AT T

(—) AT 2E

BT R B AR AT R FE S A& FhiE A
XHCV 5, it & TP A AL, 2015 4 & 5k0E 8 ik
HCV g3 7 100 J7 N ,39.9 77 AFET HCV AL 5 R
JFiF 4k 5% JFF 41 Ji2 9% (hepatocellular carcinoma, HCC)™,
2019 FF A EkA 18 PE HCV B 5 800 75 N ,29 5 NFEF
HCV gL 5| 1 JFAd A 5 HCC, 2019 4F 4> 3R 3 kI e %
25150 5 AW,

2006 4, Tk [ 45 A 4= [ £ B0 7 M R 100375 7 A7 2
WA, X ) % 9 L35 B A B T T B -HCV Hidk , 45 8 BoR
1~59 % AFEBL-HCV SRR 0.43%, 78 2 Bk Fl N 8 A%
TRATHLDK, B SR, FRE — R A HCV B L8 2 560 77,
D=0 ENG = L= A U = (A . L (A o
1 000 55", R4 Polaris Observatory HCV Collaborators
S F MR L 2020 47 K E Al 1T HOV &g 948.7 77 A7,
S EAMA-HCV ISR —E 25, RITAR, b
(0.53%) /& T 7 757 (0.29%) . Hi-HCV PHM: 3 JE 47 e 1 K
B BT, 1~4 %405 0.09%,50~59 Z 41T+ 0.77%.,
FALm TR 2ERY, SRS ERY . 2 EH— A
H-HCV B 224 0.60% (0.40%~0.79%) , H o JL 2 K
0.09%~0.26%, 227144 0.08% ~ 0.50%, Wt 7 A B (€135
FEDCE 2 3537 B 0 BRI B K2 L B TR B
Z VP EIGYT NBE) S 48.67%(45.44% ~ 51.89%) ,
7% B BT NFEN 6.59%, 5 5 A P 47 4 # (men who
have sex with men,MSM) AFEZ 2/ 0.84%,

HCV EH 1b il 2a RUAEFR FRCAH W, LA 1Ib BN
T, 2915 56. 8% H K S 2 BUHN 3 AU, HLPR 4 BUFN 5 BLARE /D
W, 6 BUAART R /0, FE PG B B i X, L 1 A il T

T RIS S SO 5 5

gl AN
UEFE
AT pia P HFFEAR KT REBUE XL IR 45 R A5 L
B4 HE— LA TR RN IXL IR S5 R A5 0™ A R
(O /i1 e WFTEARA AT RE % IP A 4R, HZ TR 45 R AR T s i
HEFEE R
1 SR AETE FEOM 25 TR B VLIRS BE AT RERY IS 12 Wi ATE T BUAR T B 244t AR R L
2 BfEs WEHROME S 2257 B AR T E N, SUEr R B I T RE A BEZE R A T R L5, B A o) T AR S i
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w2 ARiELHEN

Rik

TE X

HCV J&Z (hepatitis C virus infection)
P HCV Et (chronic hepatitis C virus infection)

HCV ARG ER fl . EARE MR HCV RNA P
JEREHCV JG , 22 6 A S R IR

FR 4L B2 [ 25 (sustained virological response, SVR) 4% BUYAYT 7 5 MIRYT 12 G , MR H A A HCV RNA, SVR @A K4
2T HCV R A A

Wi B 2% (virological breakthrough)

1077 W AL A A B HCV RNA B FE |5 67 o 2 o SR 3] HCV

RNA, HAZ HHT HCOV g5 1Ry

5 % (relapse)

¥J14 (treatment-naive)

6T 45 U IV R R R B HCV RNA, {ETE 6 7 45 55 12 J4 P 6 i 5
HCV RNA

AR LA MU S 25 IR YT

R _ETIHR KA F OHEMRBERG RN R WAL IR L BT IR oA A BB MRTUR G YT , 308 TR A

PRS-experienced)
DAAs £ 6 (DA As-experienced )

RV HI677 , BE R BRG] EHMRTT, HRIRI7 R
ML MR DAAS éﬁ%?ﬁﬁﬁiﬁﬂ‘ﬁ, FUZIGYT R, L6 & NSSA il 1)

I DAAS ZiaFIARE NSSA il F ) DAAs &3k

it 245 4 5% 25 1L 2278 (resistance-associated substitution)

AR DA AS 25 ) B R B e (R ERR L)

TR A6 = RAEBUE HCV RNA R TR0 R R

S [ESPH HAF), TG R X R 2 R 3 A g5 s T4 R S0
A1), B 0 (A 5 7 s 38 b DX ) AR G S X [ 3 23
A I e R o N I o P a0, v U [ B P
i, 3 [H 3B H R A 5% s e PR 3 A, B X 3D WAL AT
RN 3a WA, RAENBDIL(242.1%) , Z REH
L B A 2 Y

HCV EZEZ MW AL . FKE B 1993 4 Xk il 5731 7 A
Hi-HCV, 2015 4 F 45 % 1 -HCV B @k 1l 5 5 &5 HCV
RNA, &AL i AEm e g4, Bt ss
W, K Z T 1993 47 DR 2 32 i I 5K 8RR 0025 [m] 4 XL 240 . 1
P s . PRI 1993 4F R £ 35 B 1% 7 8 1 60 468 248 i 1001 ot 1)
A L BRI o A I 2 AL R . R B i) AL R A
(1) ZTARI B RN BE AL 3% A FEf F 3E— R M S 38 A
3k R GRS R A BRI B IR ZR R R RN £
S LA ) LR AR BRI IR AL 2
HCV eI 28 MALHRE 7 205 i k2 a3 T G e F R 22 42
G2 H A0 R B i B L1 2 (2) BEEMERE, BT
-HCV FHPER K HOV 53 4 B E LA B R 2 2%, 751
SEAESM AT HCV RNA PHPE, 4548 1) 18 I8 1 v] 38 4% ~
% A N 2 0 B 5 9% 7% (human  immunodeficiency
virus, HIV ) YL B, 1445 1) & 0 14 18 25 20% . FHIE 715l
Lo B PR AN G 3 1 G e 1tk , HCV RNA = #2 v] fE
WG G, (B) SR ia#E, 5 HCV B EH
PR Z AR B HCV S TR s . [ ek
A L TR, FR AR B HIV &, B HCOV (B 1K
PEF R, (4) 32 HCV [HIE M2 B AR, 098 T
WL K ELRIKRR | T B IR A R % At I 3
R — AL HE HCV,

KA HCV BAMREE G , 5 B R v 3, I A 41
FIMPT-HCV M HCV RNA, QS35 R B, W FE 1 )5
2 JEHRASI HCV RNA (ISR HCV RNA AN AN,
BT AHEBR RS s QU 5% 1 E 8 2 8 J5 HCV RNA fH%, W]
PATEI 12 M ZS 24 & AL HCV H RIE%, B A E &

WL HCV RNAABSREAME WM S shiim s iasr .

(=) B

H#il, i 0 A R P N B e AT e .
FUAFR AT 32 R BUA T 5t -

1. i BB AR h A N RAL AT T A A7 A o
QTR BYHT 92 0 2 B 0 B, S5 T B BT 46 18 i NI A7 i 8 A
BRL, BEST TAE AU RMAR AL W] 7R AR N 53 A% (R 1)
BT, R P9 B & 6 0 200 A e B (AR A T . 0o 5 Bk 2
HHAT LS RMEREE W HwE., ERESE
AT H-HCV G 2, ingr-HCV M, W R A& 1 HCV
RNA, QI HCV RNA BH M, R RAE A #5 T-5 IR IR 42,
HATHR A 1R) R IS B 48 , W] DA R AR ST R , 43 36 914 11
Wil FL IS AT N B R LR BERT

e ) 9 2 7 I 2 B P O 2 A A (k) )
P R HE BTG R I PR R ey R T i B R B
VI Ay, 058 B Y7 HLAL RS H BT -H OV B 32 & 195 1R
S AL SN BT R B 12 Wi SUR B 16T , RIS
2 o AR %l BRI X T B R A, A A e
B E-HCV | S BB YL R & Il 2= i 4-HCV BH

2 BN B W BRI AT R HCV B I
K WIRAIT . BAUTA B BT WL (35 £ 81 P A B
AL A AR SS o), MR A RE D) R HT-HCV &, {5
BA e IR AL HCV B Ak i (HCV RNA S 2L R A%
OPURERTI ) BT, F 32 22 LA AR R AR A BE AR R
R R EE2 & REBUINME RIE 4875 1%, B3P R Hi-HCV
I, G 5 S B o SR RS . T R R
B/ B 25 B B2 BE DA B A% Y0 B2 B, T AR 1 Bl A 4
(1) R L, RECE 2 A aih, ESFFBH-HCV K, X bi-
HCV B S S AL s (2) % F AR AT AR AR 2 A
BB DA AR B /B AT AR BU-HCV 7 P 05 B A
Kt Hi-HCV BHEE , 35 IR B 12 s il IR 4R L ) 0
S5 B LR SO RL, 5038 s R B 5 (3) IR/ R
BE SR BEXTHT-HCV PHE & HEAT B AR I, X T 6 A 1
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N B 2 2, BT B0 R T VA, B AT R RIRTT
REDT PR V6T S5 RS TR IEA

CHBRAEAFRALBTAEGFTH T/EFE
(20212030 4F ) Y©IHE H , IR AG T 7 B, 42 v A ) % LR
St BRI AR R A RS SR, S it R R B A R A
TR, SR AR N A R " W, ST A P %
TR AN 4 78 1 7 SR . ISR A FIRLNEIRYT S SR T A
FANE AR EE R I R R EITAL (F 2
BET TAEAILA ) s T By 4 I ALA P R 2 5 1 %12 TAE
BUE A0 O & B AR s 3h R E S IR RIR T s MBS 9T
R .

5T A 2 21 T 5 [ 05 01 7 4 ol v A s R
HCV JATHEANETF 0.1% WHLIX , 84T 18 27 i A HE3g 3IL
PEAT PR AL 8 ) 0 4 s R B R A U R B ¢, I 45 T A U
N IR 1 SRS BT, R 224 8 A A B A

2. FRRE e R AL G RS AT AR N B R [ R a0
YEY AT JO RN . A R W I HT-HCV M HCV
RNA, 4% i ek 1ML 52

3. TR B U SR A B JER TR A 4 < HEA T A
Fr UE T BT, s AT (B Bt J G 428 1 FL D A0 GO 2 3 AR R
TN, ISR A% K BEST T AN BE B gL 5 i 45 1, BER )
TERIF R IMEGENT . O 1297 B BIFR ATE129T 4 IR 45 T
H = SRS B R I . BRSPS F R AR
Bt MELENT RA ST S R ENNETFRIEEIE, N5
EEFRI I AR W A 25 T S B D 1) S5 o A b A A e 55
555 N D4l AR 2 L S PR B B BT . A I R AT
Wk s BB T ARSI T RN TR, TS
VRS BT RAES WHATT S BT AT R, A B AL
AL ATERERE . MRS SUE B ST A
SCE(JE) R B T B &S TA RS, AL R $120
TIBCF HLA XK R NI TR S 4R A8 3k

4. TR AL A v MSM LA £ AN AEAR 3 N 5E
Wk EH-HCV, ISR ER, @ HCV R EHHZEE,
XH DA HEAT IR R R .

5. WiBGEREERE W HCV RNA PHPER 2210 , [ 8
JIE AR R, TR 45 L 3 9 B [, CRTIE R 199 5 BE 1, 3 A o
JE s 2 ), Yo A LR TR LA AL 2%

6. BURIGST A YL E . HEOZ I HOV L, R
VPN 3 AR , A5 A HUW EEIR T TR AR ARG E B IR YT .
VRIT IR HCV B F v 7 — B R B LR AR 48 XU

HEER L 16 HCV e 5 18 XU () B 0547 470 44 0
., REHCV IR RATRBIT 0. 1%, BT 4 fUS 4R
NP GHE . 87 7E HCOV BRI & fE KU ) B 8
WHIf AR, BUARBH I A S IR T AR A (AD)

= R

HCV J& T # 45 # Ft (flaviviridae) I & /%5 # /8
(hepacivirus genus) , 3 5 K 41 J B % 1IF 4% RNA, 1 4
9.6 x 1 MMZEFBR A AL, HCV EFH A A —AFF iz HE

(ORF), %l 10 4 Fh &5 # A1 fE 254 (NS) 2 5 (NS2,NS3,
NS4A  NS4B. NS5A Fl NS5B) , NS3/4A . NS5A il NS5B
EHETDAAS ) FEG, HCV EE S5, Huijw £/
Gk 8 AN EE DR B % 57 ANE UMY iz W] B aE A7 4 v DA
FAETFRR HCV B R A, DUNE B3 S0 F R 3R R B A T
B (4nla.2b.3c%), B HHCV ZAER, BREE TG, &—
SEIT ], HOV BRYL (K Y i IOV 48 Sk B £ s e s Ak
TENS3/4A NS5A FINS5B (1) DA As Uy 55 7] B ) 908 1t
AR, IE AT RE R I DA AsIRYT I BURE , I T RE 5 R YT R I
X, Rz R 2y AE ¢ & A 22 48 (resistance-associated
substitutions, RASs)™ . HCV % — & {b 2% 14 35 57 Bk,
IS BE 2 264 A K35 HCV;100 C 5 minzk 60 C 10 h,
i ZR R S YT A KIE HCV,

LA R

T HCV J5 1~3 J& , £ 4 & I w] 4 0 8] HCV
RNA, 2 HCV B b B R E R I, AL 50% ~ 70%
Fo-HCV B, 34 H JE 29 90% 53 31 -TICV [, K4y
45% I SV HCV B & ] 3 RIS EE, 280 T 1 I
REDR G 1 12 FE 9, s B ILRE R 42 6 A H AT AR i b kg
PEHCV &Y, 2N BUIF 5218 Ak 2k 55% ~ 85%., T
M, Pr-HCV ] fHE

HCV BL it e £ 0% , L 20 4F , FFREAL Ko A= % L
FAE 524 Mok 2%~ 4%, P 4F (7] 4 I JRE 4 5 R 18% ~
30%""7), BALR I3 5 A 10 40 LR £ 1.4% ~ 10.0% ", —
MENTE R 5%~ 15%""", JRYL HCV AR 7E 40 % DA F 13
PE BRI (50 g/d ZBEPAE) A IR L AU
497 B (hepatitis B virus, HBV) . &L HIV 7S5
JE T REAR T 2 A I 2 B, HCOV A X HCC KR
RAEIRYL 30 4E J5 K 1% ~ 3%, T2 3 LT 38 e 0 T 4 44 5
JFEAC R, — B R B TR fL , HCC AR B & H
2%~ 4% IR TR AL A 5 R 1Y) TR 3R 4 T (g
HCC W R4, il 75 3L R B & 1) HCC & AR A X
B
JEEEALFI HCC 218 N B 5 8 & W E R . i
T Ak g 1R B2 4F %R AR 3k 3% ~ 4%, — H % A iFRE AL, 10 4F
A AE L 80% s 4 I 2R AR %, 10 4R 9 2B 2 3 AR 25%,
HCCTEL WIS 145, JET Bl et R 33%,

SRR EA R

(—)HCV [fiL {246

Pr-HCV kil (fh2f &6 S fie 43 ik , CLIA 5 2l i He
B R I EIA) W I T HOV L& (0 i 2, Peidtis
iz (rapid diagnostic tests, RDTs) a] LA#E H 3k 9] 45 i
FEHL-HCVI ! U3 1o MR B B A A7), R At
ST DAYE Ry B AG I0  32 , ANIfT fRT Ak -HCV HUik iy i 2
RE AR et XHFH-HCV Bk, Bt — 4
HCV RNA, PABE 2 AR R, , — 28 [ B oy Mg
5 B2 W B T-HCV B BH 1 5 I 80385 BT R 5 52 B A8 B I
A I HIV S o] I-HCV B A M s 2 T3 B 46
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BEATE AT 5 O 8 -HCV M, Hik, HCV
RNA A B T X B R EAFEHCV B,

HCV #Z L P2 HOV ZEHil AR &Y, fE HCV RNA
K A w] R i, Bl HCV RNA HF12 Wr & ol e 4
HCV ™!,

(Z)HCV RNA B FH A AR R4

1. HCV RNA E& il : HCV RNA E &40 1 4
RMEET PCR MG REUE Fr v AU B & o BL& 1
TR AR R IU/ml %R, HCV RNA &
K& FH T HCV PURE BRI HRIA IR R 1R YT A L 4 55

R AT, DA YT S5 RS B R PRAL . R A i 1l B ik
B s I HCV RNA, Al G i A 1) HOV R YL 4 7F 2
5 YOI R RS W SOA T, AT B YOS i
Tk,

2. HCVEF 8 ok A B H AR 5P DAAs HRIR
JTRYRGL s  RE R R AL, 7EDAAsHH, 5% &
ALK 22 A S R 2R S R B 9 U 35, 40 Sanger

3. HCV RASs# | . H #l 4 M RASs 19 5 ¥& 6 %
PCR 7= ¥ B8 ) e v AR — O BRI 7 v . HER 1Y)
DAAs /7 EATFHRER M RASs,

N A AR TT A2 W

H BT, 5 F B A4 L3 2 R A B J AR R 2K
L& 257 ¥R ¥ 2 1 B 48 2 Pl R 8 AR i 8L, ol R
K R 5% E i (aspartate aminotransferase, AST) Fil Ifi. />
#% (platelet, PLT) % & %% (aspartate aminotransferase-
to-platelet ratio index, APRI)#1 FIB-4 g% & s 5 47, 2
RPERMFFREARE,

1. APRI4y: APRL A I F HFRE AL A IPAE™T . AN
I APRI 73 <2 3%, 95% A K AN AE{L . APRI=AST
(ULN) +=PLT(10°/L) x 100,

2. FIB-4 #8 %t . B T W & ] ¥ & [ (alanine
aminotransferase, ALT) . AST, PLT #1 & # 4 % 1
FIB-4 455 n] fl T-3F RV T 247 440 (FH 24 T Metavir=F3) 1)
Y, AT FIB-448%0>3.25, Wim & O &k A JE ik
JIFEr4ife . FIB-4=[4F# (%) x AST(U/L) ]+ [PLT(10°/
L) x ALT(U/L)BFHR],

3. Wit g i #% (transient elastography, TE) : TE fE
BB AR TO O T A it i 2, FAR S A AR 3
BTG, A 0% 50 M B L TR ) R T A A4 A R 3 R A T AT
YEAL BT RE AL, 5 (5 H 852 MR I L 1] B/ K
PR R G505 R R P, H & 6 2 TR S AE SR 3T IR T
IR B Jg 05 728 45 2 Fh R R S, I B RE G {L (liver
stiffness measurement, LSM)>14.6 kPa & W 4 iT fifi 1,
LSM<9.3 kPa A fE i i fk s LSM>9.3 kPa f] 5 Wi it Ji&
PEIF A 44k, LSM<7.3 kPa HEFR i @M i 4F 4 b s LSM>
7.3 kPa u[ 12 W kg 3 45 4846, TE X8 ¥ 75 B4 % BT
YA A T2 Wi B O 5 X AL 2 W R ERR .

BB Z W55 i TE FIE 2= 4r S 49 H F2 W HCV fl
HIV/HCV £ H Y 3 1) 538 T 4F e Ak /IR Ak . — & Bk
AR AT AR 5 Wi e R P

A A 75 5 5 T Wk b AR/ R B T B AR AN
T HEDTEI SR AR, (LT T DASE R TE FERE BERIE K B3
R B, TR SRR O R (R, IO R o 1 R AR A
SEPY RS PR % (MRE) & 5% RERT, H AT S A
FHEs,

WFER MW 2: W HT-HCV M, B — 44 M HCV
RNA 5 HCV .0 HF (HCV RNA A& A 7] $E4THT ) , PA
B A2 15 R PR SR e . PR B8 HCV Sk e s 2 G0 i 1 1
RSN, BMED-HCV M, & HCV RNAF BT
Wi, HEEKZIEIT HCV B R B P E KU i B, 35
FEMRHCV RNA(AL),

HEFER W 3: APRI W4 5% FIB-4 $5 5045 Il 375 2 F1 / 5
TE %5 J6 8112 Wi J5 ¥ 7] DA I 2 75 77 6 5 4k 5 247 24
I A N FH AT 8 S AR E AR 12 BT e % . 445 R AR — 3K
B, AT T AR A B IS Wi (AL,

-2 Lt

A GEW B aRE R AR A o
HUTZ L8 (CT) Famg L 4R A 12 (MRI 8 MR ) %5, 2 H 1)
S M8 1 HCV RS A Ak s HE R 0, & B o5 o i
AR FSE A, 2 ARSI HCC,

1. AR B AR W8 B JC R e,
e A O A, 2 5 P W B v, %0 VAT DA
Bl VT R BT B A /NI 5 L IR PR I A I O
A TG d LR AR (B8 5 52 S AR A R B oL S 8 A
H T AR L0 F H F 1 FR

2. CT.:CT 2 AERAS 5 Wi S 515 Wi i & 25 152
AT, TR A, T A JCRFRE 4L, 2 B & 2R
P (AR R M R, S S R 2 A HCC 1Y)
YW EA = R R,

3. MRIS{MR: B TG PR S , AU HE e, v
PAZ J5 10, 22 I B BAR RO ot , ot P B 2L 2 5 R AR Ak T
MLIRFE B 1728 1 B P 45717 1) R AL Bk il T CT i
P BHASIGTR S IR SRR B 5 ) S 5 S ) R
PEIFE P 5 LR AR T CTRY,

I\ BRI W

IS AL A8 25 (TR ) 245 1T HLOV SRR i £
AL ANFRE L ) S AR (R, BT B A TGRS o e 7 2
T BURG HE VA T B0 VAR A8 R | S G R TR I R 0 B A
B . PRI 92 1) 2H 00 B 2 5 L At R M I RAH D), 22 30
AN SRS SR 5 2 P AR . OB R IR 4 .
5% P AT U BRI A 200 R A BRI 5 A KR L o L 4 i 2R
VR, B 5 AR S A T R T /NI AE B A L B
BB SR, 4008 M 5 H (cytokeratin, CK ) 19 5 ¢
LG o A By 1 % 1 5 0T LA 40 /NI TR A BRI
PEREIGAE , KA 20 A AN B i, R 370 1 2R 4 F A i LY
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SERTTRIEE AR EIFER, RERET RT3
Rt J 22 S ik, B IR IG 22 A8 A0 K 3R R U0, A 2=
XEZE, BN RICE XK B AR E SR E T 5
S SRR I T T B 5 1T 98 (IHFRAE B AR IR BE ) , 18 P 980 3R
YEFBON FIAR BE W T2 AL TE 18, 3R IR A X 2F e k9
KL 2 (] B T B B /I8 Pt 435 46 5L , Maasson =6, % 6,45 B
TIFAAEACRRBE QY PRAN . 0P T8 P D BT % 1) JF 2 L 50
WIE 53 AL 4 A oy 1, B By b SR BT Knodell,
Scheuer 43 £ ge e ill 404k 19 Metavir B Ishak 4 &
#1230 Hih>FD 3 i3 (significant ) JF£F4E 4L , >F3 i
i (advanced) JfF £F 4 Ak s T BN A 0V 50 R G0 R 12 T 42
(GO~ 4) 439 (S0~4) 5™, Laennec JFHE1L 52K
MR A5 T 2B 25 719 R /N0 21 4 1) I 98 B2 Q% i %%, RF T B Ak
(Metavir F4)414r 4 4A 4B F4C =", 1@ ERBLAT %
BE BRI BREUSVR, FFIE S RE A2 1H 1B , T £ 4 B A a
A0 AT 2 B )RR B 1 % AR s i Y 2 b AR T S A U
|8] f (interrupted septa) . dF [& & 14 £F 4 8] g (floating
septa) 1 H B2 T £ 2k Ak 31 18 508 7 AR5 Biah, A
F TS AR 2B AT AT 7 T 2H 2R i e 1) o 49 I D T
U (collagen proportional area, CPA) ;5T X006 ik
WA YE A 77K (gFibrosis) o] PAYE R £ YL (1
R 2R G) ook i Jo T AR R T A R AE H3E AT 3 24k &
AR

Ju RS

(—) 2PENAF 1912 W

L. AT S A SR 2 10 6 4~ A AN B 34T 9
5205 N 1l (1S SN 1 B G N -G cea e N = o N
HATAf %) I R 6 50

2. IGRFRI WA EEZ T BROHR ROMA ZR
BRI S5, D BUEARHR, B2 B I i, B0 43 S8 3 AT SO L i
K,DEEETT RIS, 2808 E T BRI, R AR

3. S Ek A ALT v 2B s i B, ] 72 1E
WHWEZN, AR 6N H ANF-HCV Fl/8 HCV
RNA K PHEE R 258 . #0583 HCV RNA A[YE ALT P&k
SIEEAIE HWA ALTWE EHT HCV RNA FRZE/H
T,

A LR 1+243 8 2+3 HE W12 W7, HCV RNA PHE T
Pi-HCV AT H BB A B8 B AT e 2% S22 b St T A
JF A& s LI PR RS 1L

()18 R BLRT R 15 W

1. PWHRIE  HCV B YL 6 A, 80h 6 A~ H LART
HAT I 5 5, BUS H R B, HT-HCV Jt HCV RNA
BH A , T 2H 200 BRAAAG A A A 8 HEIT 28 . BURTEIEIR 1
TIE Se 50 % M AR SR A A5 R LR A T, IR AT iS T

2. WARFREEHE AP SV EE 02 W] DA E A 48
SERANET YA 0 BH . HCV BAMUR YL AR /D 5| iF 3 08
HCV HEF HIV HBV 4555 B2 | o PR s i a1k

29, AT R A T A

3. MR B RSN R B S MG R 2 B 45 A5 AiE ]
REARALIAR S 3 o I 2T T 380, A3 2 B I 617 4 VIR D1
IR AL R T B B B NERE R IRA TGS ERER [ IAE . B
00 1 e e A AR R 1 Bk IR 56

T IBIT B RRNEIT A R

PURERIAIT I H AR 1S B HCOV, S84 /1, 75 R 80U
B2 HCV M T 40 FUIT AR, 306 % AT 47 24k, P 1k B A
kR R FRE AL AR F A L P B B HCC L 32 iR
BRI AR, e B E WA RE, WP HCV %
T v R I A 4 AL SR AL R HCV 3 R
AT AT SR Ak 26 AR B2 10 2 2R, T R MG AEL S 8 5 4k #7
HCC i &4, F KW M HCC i & £ % 4L ; Child-Pugh
FE4> A FO B SR FERE AV S8 3 HOV BT 94 7T i 4 22 5§ 1%
I AL A 1 75 SR, W23 3 8 3 v A A A 3R 1 5 ) 7
— A s RS A B AR B PR B IG T AT BOE A AE AT Y
JHF ) i % 10 Bl R AR IS R G , B AR IR P B IA YT AT B AR
FEIP) IRIT A RE SO BUR ERIATT 45 R 12 8, R
TR T A7 (R R RR<15 TU/ml) A& 0 IffL 35 85 1 3¢ HCV
RNA K AE] (SVR12),

T PURERIRYT R M TR

fiF HCV RNA FHMER B, NS 6 A Tl . &
02 1 I 95 B T AN R B, S N 3 2 BUR R YT . F
J M £ 24 A B A AL , 38 A0 B (51 40 HCV A SE TR
AV BREE A MAE ML 46 IOV S ie 52 A WA 2 B L Ik
A4 BBk EIR S ) ARG HCV & & , & Il S
HERE R B (HAh S T B sl T A A2 AR /{ . HBV /HCV
LG HIV/HCV Lk B R4 ) , 24 HCV = KUk
B (B ik 25 iE s O MSM A A B IR E KB I &k
BT B ML) TL BRI

B4 L AE DAASIRIT I SE I A 2 6 CL AR, ©
SRR, AIAE W LI 45 RS 4 TR R IG )T . IR
U B 0 HE I A R D) R 5 R B B IR FH DA As A 1]
IR,

WERE N 4. HCV RNA A& E , YNV EZPUREIR
J7 o PUREEIRIT & ROIBIT S5 WS 12 8, R A Ul
5 (R R BR <15 TU /ml) & I AS 2 137 55 I 3% o HCV
RNA(SVRI12)(Al),

WREB IS B L MEAE DA ASTRYTHI S i J2 15 4T
IR, EARIRE , WIAE S W AL 45 RS 44 TYUR BB YT .
HEBR LR , W0 745541, 3 S AE R DA As BRI 4R (B1) .

T RIT R AR

SR AEAG T v CR I R FR<15 TU /ml) 47 1M 375 5
M2 HCV RNA E&RM, QSRR HCV RNA &
N HEAT RS, AT R R I R BR <1 000 TU/ml [ HCV
RNA KA, a0 HCV RNA A IAT SR AR T48 T 2%, 78
WA SRR R TR IR IA

18R TR BT S FEAT IR BB YT F = VP Al T 0 1) 7™
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ERE, BB R A 4e e 508 IFRE1L , A KA
JHERE AL 5 3, AN 2R 00 A NS3 /4 A F8 10 i 351 1)
%, I EE S, 25 R BE AT 255 D) Im IR B0 56 B = 1
M, ANHEFE @ & NS3/4A T B HIR 1 7 %2, HER
T 2F 4 A6 A0 RE A0 16 97 )5 B 3R A5 SVR , e 75 Z2 15
HCC By & A, AR FIEAL H RAER) K ATE L . HE 2 PRAl £F
YL W R 0 To B8 W 5 vk, ACEE A HE A v 7 v IR B A
HEATHFIG R . VARYT 0 TR VEAN E B Re [ L /Al 80 /ask ki
# (estimated glomerular filtration rate, eGFR)].

RMZEF B DAAs J7 RIYEGLE , H YA K 3b A
AT T 5% S TL T, /T RARAS TN BRI B, 4R B B
BUFF S PEDAAs 7 IR E  RESM M A H A, 7Rk
30 Y FEAT AR AT 5% (1 X, L FF B AR I B A A, O AL
FE R 43 B ARG I Ty VA T EERE A I S BE R 3b LAY, R HERE
VRITHITTHCV RASsH,

TRYT IR EA I HBsAg AT A To 5 3 HBV g,
BT T VEAG R G IO AR & 9 25, TP DAAs 5
GIFH ARSI EAER . 5 E 4 6 E 5
P450/P AR H M (IR FTF A2 308)) 7] PR
DAAsHIMZGIKEE 355 BT DAASIRIT T =AM

R 6: TN AU 2 BB 3B JE AT HUR 2R YT 10, 75 PRA
JHF R 5 95 ) 7™ e AR BE B IE T RE L HCV RNA JE & A6
HBsAg. & 505 LA R & i 2515 00, WA ZER, T k4T HCV
E A (BI),

T = EEBUR R

T B FEALFHAER DAAs 1, KB B AE TR E 3K
B4t E = DAAsH A CAPARHE , A T 7E b
BT E, R IE T FRE LT 20 DAASTE I, Hoor, UK
EL=F AR T ORI A RN T BT I I AR
BT HCV AR 1o B 18 M TN BT 48 888 s n1IE IR Ik
GRWE AT HCV ER 1 AN I TT R B2

RUEH /4 SRR/ R THERE 1 ~6 8
BB R B A E R ES TR IR T 2.

T Iz B E BT R

(—) KW=/ 4

BREG R RS RWETT 400 mg X4EME5 100 mg,
LR 1IR/AIRIT AR 1 ~ 6 BIWNA S E R B TIE a B
£ A B (ribavirin, RBV) S &2 #7535 (PRS) &G B ¥,
TCIFRE A B AR 2 A AR 12 8], 150 3 PR 3 ZRUAR A3
Tl Ak Bl 5 3 U 5 T DA JES4 I RBV, 25 A4 B2 31 IR
HEARBVITHRE 128, & NSSA #5711 DAAs &4 &
BRI R, FERA RBVITRE24 4,

E T A Il PR o, SR =5 /4R Ad =R 7 12 )8, e
HCV R 1 B (4L FO~F4, B FH la By F) 27 (44
L FO~F4) 3B (F 44 FO~F3) 4 B (44 FO~F4)
SHRU(LF YL FO~TF3) F1 6 Bl (47 44k FO~F4) iy SVR12 %
23502k 99% . 100% . 97% . 100% . 97% Fl 100% ; ZK Bt = / 4k
WAL IGYT 12 & AE 5L R 3 B (LR i fb F4) A R 5 B (4F 4
1k F4) 1y SVR12 2243 5113 91% F11 100% s R =5/ 4 i {th
FEARBVIAYT 128, HCV EF 1a iy 1b AL 284 3 AUF)
4 70 2 AR 2 TR AL 55 19 SVR 2843 3114 94% . 100% . 100% .
85% F1 100%™,

AR LB 0 e R I 25 2R s , Rk 45/
AW T 59T 128, FE HCV EF 1a B (1A 244 3a Y
3b L F1 6 LAY SVR12 243 5124 100% . 100% . 100% . 95% .
76% F199%""

T Z R B/ AR YT 12 B0 B R
R F R A AN ILIGIT B E LR 0.2% , 3 BATn] ™= 5
N K ZFH 4 (serious adverse event, SAE) iy £ # H 5] K
3. 2%, o R AR T REAL B A 18% ., TR RIS, 3k
S AR R TR 12 R R AT B/ 4 At T3 VAT Y
EE P L (B ER10%) MG SR RFF, &

RS HEVURELWHI DK

2551 2y FAE 5 =
1ZEE B
NS5B B A BHAZE 2 W Am i 5 / R/ 4emf fih =5 ° (sofosbuvir/ 400 mg R F5 A 100 mg 4EdAfh=E, 1 4,1%k/d
NSS5A 1517 velpatasvir, SOF /VEL) HEAE R
NS5B 2 & B 4% F 25 U i 7]/ RS /g ib s /R P ° 400 mg R 45,100 mg 4EMAflH & 1 4,1K/d
NS5A 5] / NS3/4A & [ g4 sofosbuvir/velpatasvir,/ 100 mg Ak PaHEs, 2 & 57
gilBil voxilaprevir,SOF /VEL/VOX)
NS5A ##i3 T % JE=F *(coblopasvir, CLP) 60 mg, K& Lk, 1k/d
NS5 A $i 5] $ir 4357 * (ravidasvir, RDV) 200 mg, i # 1K, 1%&/d
NS5B 5 A BAZ T 2 L 1 57 R 5 (sofosbuvir, SOF) 400 mg, K LR, 1%/d
PR R S
NS3/4A 25 BT H 5 /NSSA ) IR B/ #shi % 5 ° (elbasvir/ 50 mg /R EFHEM 100 mg g hidm =, 1H,1R/d
Lk grazoprevir, EBR/GZR ) RSl
NS3/4A 7 F B 1 71 5185 *(danoprevir, DNV) 100 mg L=, Al 1F,2k/d
NS5A il 57 K AhF5 * (emitasvir, EMV) 100 mg KA, A Lk, 19k/d
NSSA i) 5 /NSSB SR & B X H AL ORI IR /R Bl F * (ledipasvir/ 90 mg HIHJR 1H,1%/d

il 5

sofosbuvir, LDV /SOF)

40 0 mg REBEm, A

¥ DA E R AP YT R AR H 5%
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R AN RS AE 12 2 R RNRIT I BB 52 R
/4 =F 1A T A T AR R A

() IRF A R

AR F « PSR =6 60 mg Bk & R B 16 5 400 mg,
1y/d, —30 0 G R I g9 A WA A 3EH 1.2, 3 8 6 BY
HCV L 11061, 10.9% H) B FH A AR, 14
TR A B E R AR e s bE 1r , B BT 5T, 109 fi] & 3
SVRI12 24 99.1%, 1 {5 6 BU JF 8 4k &8 38 I #E A R K,
KA RFEARFEIRIT, AT AAITEMR™ . b E Kb
TR — TR P achn % | s, A 371 I, 3B
PE 5 51%, HCV B 1a B <1%, 1b B 5 48%, 2a B |5 26%,
3a (5 6%, 3b B 5 7% F1 6 B 12%, 5141 (14%) 35k
F3,39 61 (11%) A HFAEAL, 39 51 (11%) M WEAE 3 3243 T
FIRIT . FEITREEE R B R SVR12 %8 97%, 10 i &
F(3%) BB R, 2 B B AR S BT . R
FIAR R (21%) R R A s D A s . REHAR
R B R AR, O T

(E)HRES /IR Gt

B R A R &M R s (glecaprevir, GLE)
100 mg/ g ¢ fth 35 (pibrentasvir, PIB) 40 mg, 3 F,1 &/
d,JRIT HCVEH 1 ~6 84 P 8~ 16 JH . % REH T
Uife R B A Y A U Re R A i

TE I R s v, 46 R 5 5 /IR & b =5 1697 8 &, 72
HCV B 1 B (4L FO~F3, B/ 1la Bk F2) 2 B (474
L FO~F3) 3F (4L FO~F3) 48 (£ 4L FO~F3) |
SHEI(AYEALFO~F3)F1 6 B (4744 FO~F3) [ SVR 12 224}
#1149 99.8%.99% . 97% . 100% . 100% FI 100% ; 4% #i=F /TR
M=EaYT 12 8 FE P 1 L (44 T4) 2 T (G 4E4b T4) |
AR fb F4) S B (LR 440 F4) 1 6 B (2F 4E4L F4) 1Y
SVRI12 #4351 2 99%. 100%. 100% ., 100% 1 100% 5 #& - H
F/0R G FIE YT 16 A, AEE H 3B (4 41k F4) 19
SVRI2Z496%",

MRS /IR ORI R B AN R
MK S IEIRTT I 8 TR 0. 1%, 7 T 5B S A R 3
LA SATE (1 H 2 F Bl g 2%, FEIG IR, Sk o A
ZRUEEZERES/IROMI IR EE T RE W (E 4
Z210%) FGIT RIS RFMF, ZRGITHBRERNR
I K R S A IR AR

(VU)W =5/ et =5 /AR 78 3 3

BRHEA RS RPEDN S 400 mg/4E b0l =+
100 mg/ 4K 74 i 55 100 mg, 1 /v, 1 k/d, G977 B H 1~
6 B, WEAE & NSSA 4 71 19 DAAS IR YT R I & 3, I7 2
128, FEXEEE 3 BN & NSSA 15 i) DA AsIGYT R I
B B R 3 A B PRS Z3A FFRE AL 3, n] g%
I EIRIT 128,

o BB R R

() EE 1R

1. REF/MhmT B RhEa S TRES

50 mg FFERIEG T 100 mg, 1, 13k /d, 6T & H 1 83
BAKR TR o B A Al B 5 #k (pegylated
IFN-a and ribavirin, PR) &G B & 7R 12 . Hi24
WP EEH 1a B, F WEAE PR 2R T7 A R v R I R, R
A RBY, 3 HIFRREKE 16 8, HEEH laBFTR
U 1.4%,

FEAL R 115 ) vk E S T B 56 2R 1 — T B &2
Hul i C-CORAL 1, HCV £ [H 1,46 BL K WNA LA
PERFE AL B 2388 B2 32 LR B /M s 57697 12 .
B ABER 115 B A [ &2 3 59 H 7 $0AF IS A 46 (20~ 77)
A, A48% J B3P s SF ¥R TR AR A0l 24 kg /m?s 72% 2k
HCV RNA Kt 5.9 log,, 1U/ml;17% fE7ENFREAL ;
92% R B 1D AL, 4% Sy HLH 1 B AT, 4% S A H 6 B
B, MR B R LY RSO IR R IG 52
P LR B /AR T3 1697 12 8, 98%(109,/111) B 3245
HiEF SVR,<2%(2/111) BEHE & £EF SVR, it
LR FREAL, SVR A — 51

— Ik H 12 A PR T/ T3 A B 56 SR 1Y 45 B 4
BT, GG HCV EL [ 1 54 BU8 M N B 48 52303 780 il , iX
SOk {15 N EIR . 82 0OR B /d G
VRIT TR 12 R B /M hi s B M RBY 16 /8, Fir
B2k E P H 96.9%(756,/780) $:45 SVR12, H 1 96.9%
(748/772) ¥z 52 SR B 5 /46 i AT 12 JA, 8 511 (100%)
B2 RES/ AT M RBV AT 16 i, 16 1b A FE A
HCV & A, SVRI2 1R A 380 97.5%(691/709) , If:
IERDE R R S rE NN D A IO e P
SUREE /A EG RIS RFG MK A LG
ST B LR 0.9%, H BLAT-{AT SAE 1) 8 35 L] 2. 6% ~
3.9%, IGRIREE P, Z MR 2 2 R B /s b
B VAT R B L (KA 3 210%) AT 5 R B
F,

2. RMIRF/ RUEME - BREARNERENRS
400 mg FIKHIRE 90 mg, 1, 1k/d, 7 H T A A K
KT R2BHFDFEERE . JCFE AL 8
SR 12 8, WA O AL B ] DL RE 8 i, AR
AL 82, I & RBV YT AR 12 8 s 503, 106 RBV 4%
SEORZ, WA RBV (B AREE K % 24 5,

AE—TREL B o ] 1 [ o 22 O I BOhR 2 PRI 3 F 5T
TRHIR /R AT, R AEWIA AR R T
B A 1B HCV EYE R ITAL T 12 F 2 ey, #
ZARYT I E Z IR E (n=206) T2 4E 14K 47 %, 50.0% B
PE s BT 15.5%(32/206) 5233 16 B 2k B B A 230 T A
1£,48.5%(100/206) Z i E HEIFHEH . HL&HCV RNA
M K 6.3 log,, 1U/ml, 82.5% [ 21k # H 4 HCV
RNA#BL5.9 log,, [U/ml, 20661, it R GEAE
JIFREAL, SVR 12 K45 100% ",

o [ 22 i I B A SR R T/ R
FOARREM, X EZRE &E LEITHEAR
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FF3 15 1%(2/206) PRl | B & RO 2T A 3K
SHAALT T,

] S8 W, %5 RIGIT AR SVRI2 ZE
93%~99%"“*!, TON-3 Il i3 36 78 HCV 3 1 1 B 4034 3k
AL 3 P4 T I A BRI G RBY 8 JRR IR /R
AT 5 B3 12 R SRR 5/ R B FHIRITITRL. BF R
1oL 1 oG BERL 48 A 3 AR AL, 4% HOV B WA 4y
ZE(la51b), AEA RBV Y 8 JE kMR T3/ R 5167
JT RN 22 T HCA RBV 19 8 J& Ol IR =5 /R W i iR Y7 Fl
12 SRR/ R HIRIT. fEAZL HCV RNA<6.8
log,, TU/ml {4y 3, 8 i sk IR F/ R EMHFH /T
SVRI12 %4 97%(119/123) , 12 J& St R =5 / &= B 51697
HISVRI12 %4 96%(126,/131) %1

3. MOKRMREA RN MOR M F I AR,
— T I A R IR A0 A 129 19736 N 2836 T I 4k 1) 32 1R
L RURE o 18.6% A &G . SR SVR 3 H 98.4%
(ITT 43 #7 ) F1 100% (PPS 4347 ) . #1iA & & SVR
98.10%, 276 . SVR 4 100%(24,/24)™, WG R IR 56
YA 362l Z ik, SVR12 %4 99.7%(361,/362) ™, ik
T AR PR S AR NRTT W TR B 2 T (A4 Sk . RSN AL
NME) BT ERFE R FE . KA RFHARF IR
57, W DABATS . R EE SR K> 3 RN RFH
B SAE, & B 5203 PR R R 41 ¢ 1R VR YT B R B
TR B

4. KW F A PYEE T KW 100 me, 1),
20 /d, il _EAFEARE 100 mg, 1}, 200/d, BEAr i 4 ik 55
200 mg, 1 J, 1 R/d, H [ Kl /1080 1l K 3 36 o
24 FIRIE IO AL HOV 3] 1 8, Bz gk F5 1
ERER S RSB M RBV IAST 128, Bk SVR12%%
96% (ITT 437 ) F1 99% (PPS 43417 ) . 1 il 2 K Ry 2 4 it it
B IWHRYT . U R & AR 5IRYT A K SAEDY

(Z)EFE273

KW F /R IR F 400 mg/90 mg, 1 K/d, J7 2
128, — T E 4 S FF R 3b BRIl R IR0 v, 43 41k e
HCV B 27 f HBV L ¥, # 2 R B /K IR
1GY7 12 i ,SVR12 %3k 100%™,

(Z)EH3

AR Bz EEEBAY) . RUENE /g IR
128, ZE BB ER T AR, HCV £ [F 3a fl 3b Y
B SVR12 243 5112k 95% i1 76%, e w3 ] 3a A JG JIT A 4k
B SVRI2 54 90%, A 3a AR 2 1 JF A Ak SVR 12 %
100%, %5 H 3b BTG AR AL 8 3 SVR12 %628 96% , £ [H 3b T
JRETE Ak B 25 1 SVR 12 368 50% . s E HCV L [H 3 84 48
H P 3a. 3D WAL (5 46% . 54% , J & o Hm v T IR 38
F (T 1%) , R D% 5 T, 38 T0%. 5 AMA TS
EH2, PEHCV E R 3B E T NSS5A YO3H 2848 AT
AL 1.6%, T2 ASOK+L3IM WA 5 5848, J AT & ik
04%" T 5/ 4E N fth 5 B A BUREC A RBV, B Y

BSR4 R B, IOV B [ 3a BUANEL [ 3b B e 2
) SVR12 Z 4% 51k 98 . 1% (51,/52) F192.2%(94,/102) ,
b, 75 (K 30 WAL AT 2R AT 5% A H X, 75 L4 9 A A
3b AL, HER 3b AU AR Ak BB T U 22, # i A
RBVAIT 12/,

R Bl I I U 4500 7, mTIE R 5 16 & R
F IR 38, MR SVRI2 % 901%™ ¥R/
R £ b =5 41 % HCV 36 [/ 3 24 3% 036 JE AT R AL )7 72 A
8 J&, WG AFRE AL AR TR 12 s &h BB PE SO PR AT
fEf, BRI TRE R 16 7,

(Pu) 47

HE HCV B 4 B TS IE AR, F P 4 8435 mT DA
VPR A B B F T R R

1. REH/MEHE . LR EE /SR E 1),
LR/dIRITHF 4 BYNG AR PR 25 B # TR 12 .
B 2FEUR BEIRIT A R R M B3, P4 RBY, I
Hy7RIE K E 16 ™,

2. RMIRF/REUENH ORMIRTFT/REME 1 v,
1R/d, /AT B AR T 12 2 5 D AENG 3, oI
WAL BUE AT REAL PR 128, Q96 B A EUE
%,

(F)HEHS5/68

FIRTE /BB 1A, 1IR/d, TR Lk & 1S 0
JRERE AL, J7RE 12 8], 2096 MR AN U oy 6,

BT RILEFENFR 4 KRS,

WERW T R H /40045 , 400 mg/100 mg,
1R/d, 697 HCV H ] 1 ~ 6 BAIG B # PRS &G E, T
JTH A B A 2 3 PR ALy 7 R 12 FA , A 0 5k ) 3 AR R T
T Ak ] DA FEHE N RBV , 45 102 TR AL JR B & RBV IF
12 (A1),

HEFER W 8. nIE IR 60 mg KA R W F5 400 mg,
1R /d,¥697 HCV H [ 1~ 6 BANGE H PRSEAHEE, L
JTH A B A 2 30 FTFRE ALy 7 R 12 A, 10 42 B 3 2R 4G 230 T
LT DA M RBV (A1),

RO HCV R 1b B ATk . IR B/ #hi 5
45,50 mg/100 mg, 1% /d,IGI7#IiE M PRSEIR B &, 1
JREAE B AR B AR AL R BT R 12 B (AL) . SRIEIRT /R
75,90 mg/400 mg,1k/d, ¥k & PRS &G, Uil
1 B AR LR A RTRE AL F 97 A 12 1 (A1), MR+ R
fid5,100 mg+400 mg, 1 &K/d, ¥4 I PRS &34 , Jo Tl
BB IE TR 12 A (AL) . BB +AFEARE,
100 mg+100 mg,2K/d, B&HidEk=,200 mg 1k/d,
KRBV, #liA & PRS &6 dE /PR AL B 7R 12 F (A1),

TN R AR ERR YT

(—) AR T A 2B 3 B A YT A 3

A% 2 A JFF R A A, 001 T 5 ) A A s [ ) 2 Al
B KR, BRI ZITF B U 2R TT . NS3/4A 25 1 il 110 41
AL F RS FRA IS, AR



FRAERFRER A2 2022 £ 12 HZE 30 558 12 ¥ Chin J Hepatol, December 2022, Vol. 30, No. 12

- 1341 -

R4 WHAEPRS A TCIFAEAL HOV GBI 77 %

HCVERA  BEARIT4L SOF/VEL SOF/CLP  GLE/PIB SOF/LDV GZR/EBR SOF/EMV  DNV/RDV
P a7 WG 124 124 8 JA 124
EZSE) 12 12 8 J& 124
P 1h 7 IS 124 12 )& 8 Ji 8JH /12 124 124 124
23] 124 12 & 8 J& 12 J4 124 124 124
- LR 124 12 8 Ji 128
&R 124 128 8 J& 124
3 Wik 127 127 8 Ji
&R 124 12 16 4
P47 WG 124 12 8 J& 12 4 124
26 12 & 12 8 J& 16 Ji|+RBV
5 WG 124 12 8 J& 124
2k 124 12 8 J&
M 67 LIRNG 128 127 8 Ji 127
2N 124 124 8 J&

HPRS: RO TR o O EBEARERBEN L HCV. INAUF 07 SOF : B 45 VEL: ZEMA 1 45 ; CLP . WK IR 5 ; GLE 4%
REF s PIB R G ; VOX . AR P55 s LDV R JHIA S ; GZR AF BT 45 EBR : 3R B EMV  AKOR At DNV . 3k 3% 5 45, RDV . S 4k ik

P RBV A 454k

RS WHAHPRS AR AL HOV B a7 77 &

HCVEREM  BARITER SOF /VEL SOF/CLP GLE/PIB  SOF/LDV GZR/EBR SOF/EMV
12 WA 124 124 124 124
AN 12 J4 124 124 125
P b8 WA 124 124 124 124 1278 124
25 12 ] 124 124 125 124 124
2 WA 124 124 124 124
25 12 ] 12 J4 124 12 )&
e WA 12§ +RBV 12 JH+RBV 124
23R 12 I+RBV 12§ +RBV 16 4
S 47 WA 12 )& 12 J4 128 124 1278
EZNE 128 124 12 16 JE+RBV
- LR 124 12 12 % 128
25 12 12 )% 124
S 67 WA 12 )& 12 4 124 128
2R 12 12 )% 124

W PRSBLZE TR o A M B AR 5 OV . AT 205 ; SOF : WAl 45 ; VEL : 4EfRfth 55 ; CLP . A4 IR 5 ; GLE : 4%
RH 5 s PIB: IR A fth 5 s VOX: AR P B 5 s LDV« R IR s GZR AEF 5 5 s EBR : LR L5 EMV  AOKAB 5 s RBV : Il L= 4k

R & A AT I RE R A2 s 8 CTP 3153 74> Je bA L
B R AN T NS3/4A 2 Y B 1 570 1) 58, R 3L
259 BT M/ BBk 2 2 ARl . CTP 2 S 6 43
B R 2 N REHEAT 5 D) I PR B S 0 2 M 0 3, S HE 68 T
B NS3/4A BB BRI =

U TEIRYT 7 58 ] AR £ R IR / Rl 5 (L
1.4.5,6284) U WA =/ 4E WA fh =5 (Z Z A, PAK RBV
(<75 kg #& 1 000 mg/d;>75 kg & 1 200 mg/d) iR J7
12 Ji , RBV i 46 7] & 600 mg/d, b J5 MR i 52 4 2 Wi 1
B, WEREFEA RBY 5 2 80 A T % RBV, W AHE &
RBV, {HJFRRAE K 2 24 4

JHAEE AL 26 AR 2 8 3 1 S 5 RS AR, R 2 4 R A I
Wit (model for end-stage liver disease, MELD)3#E43>
18~20 43 /& . DAASIRYT IS Y SVR AR T 22 1 T 5 1k
B, B DAAsHURERYT WIBIA R g5 5 A R AR &
I, AE A HCV RS &5 Lt Tia Yy, Bt HCV 3Gy B
TR AT = 0 ), SR e A T R R AR R4S IR
I7 . 1BIT I W E ARSI U7 S i Al . e AR £ I AL S
DAASHURTREIRYT 107 BT J0 T RE Ak B AR 1% 01 A A4 22
# ,SVR %25 94% (ASTRAL-4 57 )",

() JLERNRIT S R

JLE HCV B2 W A 5 A —HE (B — L2
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TR I} B AH X R, B i R 218, IR HCV BB T A1
FAE LIS WK T HCV RNAKI, 3% AR JLE, Bl
WM TCHEFER DAASTRIT IR, 3% AL LI 75/ 04, Bl
BT DAASIRYTY , AT R 2 A A RA TR A T L
R HOFEBREY, 128 0F)LE, B AlE N IR
DAASH| A,

3% DAL REALT 17 ke iy JLIE, BT S5 /4L At
FHEFE N &N K 150 mg/37.5 mg; X TR & 17~
30 kg WJLE , RUEM /4 M 45 7 & A G K
200 mg/50 mg; X T E>30 kg # L, R 55 /4
MAfth =5 777 & 4 K 400 mg/100 mg,

12 % K DA ol i e 35 kg i /DA, B 1,
4.5,6 BURYL A6/ Gk TO AL , S0 6 1812 1 T A8 1L
BETPL400 mg E#E /90 mg RMIRFIRIT 128, 4
WA A BT R AL B I6 97 24 B, HCV BB 2 8, F A
400 mg Rt FHEA RBV AT 12 8, HCV £ 3 AL 4
J7 24 3~ 12 % JLELARYE MR o R VR R )

(=) B BB R A&

HCV YL 4 18 M B 413 (chronic kidney disease,
CKD) 3 18 M B i . MLIRGEAT B B R . JRYT
N7 TPAk A 1) DR B R 1) P R, R o
BAFIGIT R BB SR RN B N %R R B
FEVRYT , R R RS AR 7 ) S 4000 500 mT LA 28 L e JH 9
PERE, HCV R E &4 CKD iy 6l i & T 5@ A
BE,8.5% (1720~ 64 %} 26. 5% [1#B1T 65 2 [ HCV Bt %
)4 CKD, CKD BEMH-HCV PH 2] i 1%
W AEE, 7t B HCV £ CKD #8355 H At 28 45 9 72 995 XU B
M, CKD & 7f HCV & £ DAAsIRIT K 1H SVR
J& » B I IR 3R 20 W S, JHF 0 4 e AE 4% i 3 BELT , 5 5 0 e
WA AE 7, $L 2 FA R GU 9T & A WS Ak, LG, Ty
A HCV YLl CKD B2, 3 By Bl 2 Y UR #1677 .

NS3/4A Z& F B0 57] . NS5 A 416571 F1 NS5B R A%
AT, X =2 KER 7 25 T B 4o ad FF AR A 3t , 7T
T CKD 3% , a0 3R BB /46 bt 55 4% R 5 /IR &
=, NS5SBAZFHFER AR EI (KRBT ) EEAR WY
GS-331007 1Y) = ZH IR A 2 E i I .

CKD BEMEFE M A LTI RN DAASIRIT R, X
F CKD 1~3b#l##[eGFR>30 ml-min"-(1.73 m’)"],
DAAs kB LRk, 5% A CKD i3 — 8. % T
CKD 4~5#i[eGFR<30 ml-min"- (1.73 m?)"']#I CKD
5D W (BT ) B, ORI S N BU3EF: ICRBV il DA As TR
SR, kg R/ SOUR B A CRE 1 4R, R/
A Gz EFEBY) , HYORBIRSE /R 5 (1.4,
5.6, R E /MM FIHIT HCV ERF 1~6 Bz
BEHTHY R, SVRI2 ik 95%(56,/59) 5 3l Ik 55 / R Wi 1
FIRIFHCVER 1 4~6 BIREEZ BN R L, SVRI2E
% 100%(18/18) s RIMIR 5/ RETH FHIRIT HCVERH 1.2,
4~ 6 B Z BT B , SVR12 33K 94%(89,/95) %

BRI E ST RER MY -2 A A
YE i (drug-drug interaction, DDI) 2 #E# DAAs 7 &£ i}
TEE RN NEERR, WA X T2 EAE AT
2 %55 (http: //www . hep-druginteractions. org , 8¢ # N
T4 AL X HCV DDI APP), 'S #4# )5 CKD 1~
SHIAE AT AR IR /R 5 (B 1.4.5.63),
HOE R R/ A (2 R AL ) , R B R S 1
e, HASC RS A 5 B IR YT RGBS
Mg RE,

M EAT EE A3 SVR JG & HE, Z IRCE K A
FRZBIN ST R T BV R N BT 20 8 (HCV. RNA ) A& 458
o O V3 BT Ay R 0 ([ 2 R R 120181
10005 ) M HFT

(74 FF R A AR 2 TR YT A 2

SRR RS A B MELD 14> <18 ~ 20 43+ JFF-fifl {28 2 . 7F
FEAEHUR PRI I 16T , H A A S8 & FRIRITIT . 16
IT G #E— 25 1P A A5 SVR J5 19 B2 RE i3855 0, 4R T2
REE e, BE LR T RENAH SR 2 R bR, Sf
HF#2 A8 H MELD #£4»>18 ~ 20 4 5 35 W 1 Je 3647 I A2 i,
A Ja BT P HCVIRYT (B2, W R 45 R i ) 1 6 4
A, AR B L R AE AT #E AT BT HCV IR T,

SRR HF DR R B B AR AT
FRIRAEEIFRE AR . SRS AR Y T8 Ak a2 X 12
1 RE Ak AR, B L T RS AR T I 46 0 B2 VR T . LAT B
HCV & & K B8 JG I KA , W0 SR 75 S RV FS A8, AT 7E )i
A IEHATHUR TR , WA SRR ROE SVR 3,

XA G 5 HOV BRI B &, 3R T 4
FIRIT S RENEFIE TS YK, BAEE R TRELY
N B gz 3 ), HCV 52 e 5 8% 4 ) T AR 52 13 A i
Ak, TR K A R EL 2 g, L, JFR A
B — BRI HCV RNA B, B I HUREER YT .

Bt HCV Iy 1 (8] 5 2 5 75 e 00 S 92 4100 7 50 feg 1M 25 9k
FE. )G HCV B R B FHE e , vl i8R YT 7 22k R
F/RWERE (R 1.4.5.68) B RKBERF/gmE 2
R, IR 97 I O R R G 0 ) e

PT-HCV [HPE  HCV RNA [HEFR IR 125 5 AT AH
T HCV RNA FHE R 8 (B2 OAF 303k e 0 27 4
BT REASHE27 T T RS A AL 1A

(L) 5 Jok 24 90 DA B 2 32 B 254 & A T (opioid
substitution therapy,OST)# 1i&y7 fEHH

BRIk 2 N B BRI H-HCV fI HCV RNA,
k2R AR A ML 153 OST ki ot 4% . T A %
P HCV Ry # Bk 2aE ER Y S Bl 2 50w #:9RYT , YU iR
STTHEIEFELTIMEN SO RDAASIRIT &, Bk £
) AR, T RIRIF TR DD A, A RS E BT
P B Tk 2 38 I 7E SVR S IR HCV Uiy, 2/ B4
1K HCV RNA #¥fli, SVRJGHETS o HCV BB 3 [
FRFHLHCV GRS,
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(7)) ML A 975 /-1 o 38 4 L 458 L 90 9% 5 S & 9096 9T A
HH

Yo LA 55 I R G 6 3 & 7T HCV IRGLHT, b
HROE A I SR T A A LA B R A T HCV R, HCV 7L
TRV IT I FRAENAS , (B3 Y R B2 Z BU B AT .
LFHE L RBY 4 LR DAASIEIT 7 %, HAk &£ H
e

(&) K Hepems B A TRy T A A e

Tt HCV e m] 5[ v K 5 41 J 4 2 22 G0 FDRS it 57
LR B AR SRR I 5 I A A R
ARG R AR BT IR BT R RYE
BREBEIE, VAT L TIRENDAAsHt HCVIRYT,
FrIRTT A ) IURS pORE AR, RTF H0ORS R 2 2 R T
TE (PO MR 2 25 W A LICV 25 83R 7 I, B
DDI [i] 8,

O\) &7 HBV IBYL G AR T R 2

£ 7 HBV gL}, i % HBV DNA £ 4T %4 il 7K
S B AR T RS I I, T HCV £ R IFe i i 325 A,
PP R, BRI HBY AHCV (3G 3R A, A
RE AT HBV M HCV HR a7 T &2,

HBV/HCV &I B4 13t HCV a7 7 £ AT
JE 5 B — HCV IR F M A . QR EE R & HBV S
IBITIRAE, A% [RF AT R 8 () 25U 3t HBV R
J7 . HBsAg [HIPER & LEIRYT HCV id /24, HBV DNAFH
FREOE R, B, 7R HCV IGSF BRI RNE YT S 34~ H
WL A AL (R ) J A ikl HBY FRs ™,

¥ HBsAg A  §i-HBc B B3, 75 4 A H I 3%
ALT 7KF, A0SR AE ST HCV IGYT AR 802 J5 ALT 535 80
BIFF &, W) 223 — 4 5236 HBsAg #1 HBV DNA #:31 ; %
HBsAg Fl HBV DNA BHH: , I 75 T 4a A% (BR ) 2 4 it
HBV /7 ™,

(JULHIV/HCV & 1Yy 835 1157 R

HIV/HCV & i@ 85 3 W #4740 HCVIGYT ,
B 47 P 5% 595 22787 (antiretroviral therapy, ART) .
CDA'T itk LA E<200 4~/ Wl HEFE S JE 3 ART, FF Ay 20
RETR 3 — E R E IR E G G BT HCVIRIT. ARTZ
Y E AT E R N 2T

EFXT T HIV IR 18 RN AU 2 8, L DAASTA
I7 T R S8 M B R B A, B ARTR T RCR M
L, WDAASZYFH S ART 23 RIEHEH , & 5 ART
2 IR A AH AR, B A 2 25 W) M B AR ) DA B
BRI 25, ART 259 e 5 I o 48 v 2 BR QO B S 1297
FEHE (2021 4F )N,

HIV/HBV/HCV = &4t 35 , /£ DAAs 211G T
AR 5k HBV B0E 9 RRE, B I, = F ke A8 5 b A
A EHHBY 250 ART 7 RIGFRE G, B4
HLHCV B DAASIEST s HIV/HCV & B 17 Jl DAAs
TRTTH N B AT HBV AR &S W i 2

() B ETNBURT 9 5B HOIR YT AN 2

SPETT AT R B B8 AL B A 55% ~ 85%, (A U,
N F X R R AL, (H AR 2 HCV B 2 (i
WHHCV AT, BRI AR —, #aEE NN, &AF
ALT F+ 8, T A JoH s AR IR, @t HCV iR Y7
Wy I 4 E A 1R ICV RNA, X545 12 4
HCV RNA [HEH 2% R #i6s7

SVETNTBUIT R 3 W 45 TR BN 5/ e T (2 B A
) AR E /RO (2 BN SR/ LR B
(FPH 1b g4 8) skl IR/ R F5 (K H 1.4.5.63)
BIT 8 H ., A IERE & RIIRGE , B Hi i SVR12 77,

HEFER I 10 A0 20 T 1L 5% A 2R AR s s i
B R F NS3/4A B BT HI I 2 DAAs, KA L 1
b B R R R AT / At , S AR R Bk ok
WIRF/ B, LR RBV (<75 kg # 1 000 mg/d;>
75 kg#& 1 200 mg/d)iGYr 12, WiEE A RBV 45 25k
ToYET 32 RBV, MREEA RBV, (ESFFRGE K- T 24 ] (A1),

W 1175048 E, 124 K A b s ik 5 T
35 kg, Al 45 TR BN /4L F5 400 mg/100 mg, J7I7
12 &, s MR B A 45T 400 mg RATF5/90 mg ki
IRFEIAIT 12 (B1),

WM 12 014 &9 HCV &Ly CKD B3, ¥R 57
B3 Z iR AT . MRAE 5L R B W] e R s s =5/ /R B
F5, RUEH /G R EIR S/ R+, 5
PM S B, TR AT R/ A=, SORMIR S /&R
WA, N B R M H R (AL),

WER N 13 SFHF R AR, IR MELD {743 <18~
2045 , M AE RS A B R RIF IR TR FER YT, B T RE MR AR 5
Rig i A B WAL MELD 1148218 ~ 20 43, B Je #E 1T 7%
M, AR BT 5T HCV BT , AR S fEm i 6 A~ H
AR S AE R BT AT L HCVIBIF (A1), TG
HCV & ksl B &, n IR R0 =5 /4L i b =5 50k i
RT3/ R FiRYT 128 (B1),

WEFFT I 14 F k25035 1 3 B A I HT-HCV #
HCV RNA, Y HCV (18 bk 2538 B 57 B2 2 Ui 216
I7, HLR 7 RS T EIRT I DDL, A FrseE
fEAT J ) Wk 25 a3 B AE SVR J5 , 2 /D84 1 Ik HCV
RNA #1ii, SVR J5FE1; o HCV B R B & W Bk T4
HCV Y7 (B1),

WEFER I 15 1A | Hb v ¥ 23 L 4k 7 240 B % 1L 56 1
RGNS B A9 HOV Bt HCOV FU% F 1697 1 3%
FEARAS T RBV 4 DR DAAs )7 %, Bk 7 A%
W (BL) . A s i) HCV Y B 2 167 Al B 1T
FARE IR A V69T W 1) 2 HE DR PR A, 20 B0 F DATURS
BRI, FEREE H ZiRt, S5 DDI(BL),

WER N 16: & HBV BRYLm, HCV iRIT 5 ¥ 4l
HCV B AEIT 7 M . 1R FEAF & HBV Sk
IBITIRAE, W 2% BB AT 0 3R o SO (BR) 22 31 HBV
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1BIT . WAFEE HBV HUR#HAITHR1E , (H HBsAg HME:, ]
TEHT HCV BT [l BT DAZER (B8R ) 28 4t HBV 697,
B HBV F-#0 (B1) .

R 1T A9 HIV BG40 HCV R T 5 5
i HCV B i) DAASYRYT 7 £ AH[R , SVR E 5L HIV A
AR . W DAAs 5P e s 2 WA M BEAEH 67
T EMYH BT IRE(BL),

WEEN 18 SN T R B E T4 TRUEN /4
Mt 5, lE AR YR B R A, 45 T hrdin =5/ UK B 5ok M
IR/ R 1697 8 F(B1),

T AR B E N ERIGIT

ST PR RRIGIT 1A — LB NRETR S SVR X
B EE CHRREE . BIGEES AWK, PRSER
FIDAAsZIR, PRS &40 AR £ FLTE AT PR H5%
FIRYT, B PRIKG RN FIRIT, i E REHFH KA
RBV&IT  (HRIAIT R, DAASLIEE A BEAEZL M
T DAASHURBRIGYT , (HZ A7 2R M, 45 & NS5A i
KR DAAs ZIEFIAR & NSSA I HFIRI DAAS 234 ,

PRS ZI4 1 B R DAAS AT T B 5HG B E 2
B, A — e B R sl 3 AR AL B K TR, Bk S
TR S5 DUAT+ H AT HERE R L,

G I B8 A 5 132 1 FF 4 A | B2 AR A R L
NSSA 7 RIATF R M) DAAs 534 3, 7] A4S T R Wt
F/ 4 /RSB AIRYT 128, HCV EH 1 .28
DAAs &G R MY B3, 0T 45T R =5 /48 A fih =5 56 £
RBV &7, T RE 24 A, JE# MEVA DAAs &R B (5
B A ) 7 5L NS5A 5 2R M 29K, NS5A RAS) , 1]
TREEMF /4t /R PEEGS  [RIEHIIH RBV (<75 kg
% 1 000 mg/d; =75 kg & 1 200 mg/d) iGJ7 12 & 5%
16 J o AR 122 0 BF A Ak, | 4325 28 5 0 /1 570 2 NS5A 7 22
VRYT R R 5 B AR B R ) B FRR TR B S /4R
135, [ B A RBV (<75 kg # 1 000 mg/d;>75 kg #%
1 200 mg/d)iGyy 24 J&=,

BRI 19:PRS ZIA B E M DAASIRIT i R 5V1E
BEZELI(AL) . DAASZIEAY JOIFAE b 3R 10132 M A 1k AR
LA R /A /R P S A AT 12 A
(B2). DAASZIRRM 2RI EE , /] T RBEH /4L
F /RS F A RBV JAY7 12 J8 (C2) . DAAS IR K
PR AL BB 3, 55 & P 000, Y TR T R B A
F5 /4 th T, RN RBV 497 24 J# (B2),

TN AT R R M

SEEVRYT IR B AT YT R RN 2 A

7RI BRI HCV RNA, B 3% F R 8 &
e} o B PCRAAF] (K FRR <15 TU/ml) , 40 SR
HCV RNA AT K, W] A H A I R BR <1 000 TU/ml
B THCV RNAAIMHRH, BTEIRIF L VAT 48 .
IRITE R JRITEE ARG 12 AR HCV RNA,

P Z A5 DAASIRIT I B0 BB TR i T A

i RN R, TefE R LR RYT Ja 4. 12,24 8 5UA  PRAEAR
B M0 AT 7K, 28 1 A A o) 0] 7 2 JHF 45045 S8 3 T Y
N R KA BRI, & 8 B RGO A
FHF SR AR A R Ak 55 2R AR A2 s R 1

BT EAM], ALT H 3 10575, FRIR BT 36T s ALT
TR AT 10 f5 i, A Z 80 KN BE SRR
BRI W TR G . ] P A A A LU (A 2 3 T, TR AR T IRIRYT
ALT FH& 0T 10 £, HGGEARE U1, B2 FE &
1, QR ALT /KPR 8, AR A& (RIRYT .

i F DAASTRYT , Fe B0 T MR 20 S U6 3 48 H A9 B
HAHEAEH R HALZS Y, ST 68, HCV IGYT # A B 4 11
AAHEAERR AR, 808 i BB EAE R
G, BRI AL TR AT 2 WA BT R B PR 82
IR 2 A LA A L A S R R
2R R DDL, #EAH R 7 FE T 3R ASAH L SVR 2R,
2R DAASZIUI B A A 25 IR T 3 M DAASER A A2y,

B I LA/ SO 5 B AR 8 RBY B, 220
TE R 250 DA R AT 2 J5 6 4 H R A B0 2R 15 it

RN iVl

L. SHF ARG BOATT I B3 X DR R R R R
HATHUREIRITH , BOAZ I ARIGIT IR, DA RCARTBIT R
PR 6] P AL S R R T RE S M . AR R VA T I LA R
PRRIZERRAR S, W SE 67 X T 6 A 2B 17 52 T e 2 B )0
TR VR T 28 AR FH I R , S RPN BEIR TR L. AR
WisE B BN BETRYT , R A TGRS Wiy R AR &, 1T
1T 21 4E AL 0 2 JRe 1 00 s X6 T JFR B A0 B it ) A, 42
o MHEE LRI HEAEFINEFIEEE .

T BRAE PR R IA YT R MO L B % R BE AR YT R
TR R IR 2B (O 27 V2 R B2k ) LA TG
1k, IR 25 ] R PEAN DA As Al 8IS A /], 30643 T 32 SUH
HIDAASHATT . HHEFEATLEIZ B X EEEE 1R,
TEA T 27 2 Ak )2 R 00 s X T SR AL S Rl 1 o, 4
BoNMAEEIRETBEEMMENRED. BFEE
1R E B, A B4 B I E IR k1B 2

2. IR A FE 2T A AL R RE Ak R 3 i A A B
T R £ 2 AL R0 AL AR o, JGIR PUR B IR T 2 5 IR
SVR, N iZM 6 AEE L RIEHBEREMIMEFRKRES,
& HCC, ®AEEA 1K H 5, WA E B IKH kil ik
‘]%am[ss]o

WEFER L 20 FE 767 b A v 7 5 B M 0 o 0L A AR A
HCV RNA, AR R 5, BIHEL G748 JRTT
SRR U 12 PP B B RE . HCV RNA, KiRTT
HIRYT R B, ARSI RN E & LIk T
YR RS DL, T B R £ 4 A 5 RE Ak L Tl
K EE , LIRS SVR, & 3~ 6N HZ & | (RIS
FHREH(BIL),

A RIS R R I A T A

1. FHB HCV B ME Wi K
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2. BT DAASTARITIRE > IL HCV 5 2 2 1 y7 3%
PEREVEE R

3. DAASTAYITJLEE BATUR A L% & DL IT L.

4. DAAsYE HCV Mk HCC B & F iia 7 BHHL 123
JT AR o

5. 18T B R U R Z AR AL A 1b R £ 2 A
HCC A& i HAG T AR 0 A W) A AR S IR SR

6. DAASIAITINBUAT R AT RE AL B 26 A0 R R, 3045
SVR J5 Bl T A e R FiUE 5%

7. DAASIRYT TR T AL e HIF R AE R HCC Ay
W

8. DAASHIZIYIAMHEAER , FRAl TR 2 X DAAs 5
2R HAE AR,

9. BRI AREEEMEEZ LM HCVIEREE 25
IR AT R,

HEL R REBL (LU AR ERT) 3k (F K2 M
JEALRGE R BREE BT ) s f /Nt (URUR 25 — BBt ) s 2K
A (o [ BR o B B AU R R BE 2 B AU b AT BE B2 ) s AR
PR (IR R B BR B 26 T PR bl ) 5 i T B (TR BE B A7 56
ZBEBE) s £ (U5 — B RE) s Bep-F (e #pEE AR
B AL R BT ) 5 B e bk (BT BERHR 2B T BE B ) 5
BUAR (T HREE R R MR ARG BE B ) 5 HERE (JE iR
B AR LAl PR 2 B )

REAER(RERZEGEHF): THE (L R¥HE—E
Be) s EHASE (B BOR== P Jm AR L B B ) 5 158 38 (U TR 25
—BeBe) s 0 (RS0l Ko B e P B B 2 B Bt ) 5 AR
A R ZE R BB SR TR 22 Pl ) s B4 (INAR KRS58 B
Be) s JLLL AR EE B R A R AL A R B ) s B (R %
BERAAEE— IR BE B ) 5 FLIR IR (E #RER LR 22 Y IR AL st A
THEERE) s £1 7 (P H A XN REERE) s T (B
[F] 5 B e P s () F B B ) 5 A2 07 4 (L AR A S2 BR B ) 5 FERE
(AErtR g EE2E AR Rl B2 e ) 5 X IR B (i ] BE 2 Bk B L
AN BE 2 B AL s U A BE I8 ) s XU ([ R 2 k2 e b
SN BE 2 B Lo AT B e ) 5 X1 357 o (R i 4 I g B= 5 )
I (B R R RL RSB AL A BE B ) s 22 K 4R (h E R
R B AL A BE 2 BE AL VMR B ) 5 2% 22 88 (LK
R B E A — b)) s B F (B ER RS — MR
Be AL NREERE) s A (JERTR A R 3 R i PR~
BE) s 2 50 (LR 25— I BERe) s 28 5 (h E =
R K 27 B J B s B B ) 5 49 7R 5 (e P B R 22 T B B 2
BE) s F K ZL (TR BRop B R 25 — BBt ) » KSR (AL
R P A L = Bt ) 5 5K U (98 52 0 R = B = B Y U i
EPRRE) s SRERHT (R EE B 255 — P B EE e ) 5 5K %2 ([
B2 b B AL s A S 2 B AL SR B B ) 5 il (8 AR (1
KB NR AR B JE S — AR EEBE) s BREZLAS (LR A
REERE) s W (o b B B =2 P S AU i 22 B e ) 5 v 2 (AT
FIE N REERE) s 27 48 (SN & N REEBE) 5 80 4% ik CR T

BNREERE) s F A (F#R BB 27 B s Ui 1 BE
Be) s BB (P22 A il R 55— iR BR B ) s BB 2 (L
BRI A28 =R ) 5 B8 (L RtR 25— R B ) 5 X3 S (A
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