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NRTEA LT R IS« WA GURERIRTT, TR B S 2 B 2 70 2 U GYIR 5 0 2 AR P BT 980
BERCIAORT /L [ AMOEIE R AR A2 r] S, T 2015 SEHARENAREREH 1T (HR R

DiREEi=TEEp

SEE I TR ARG I B ME S AT 4% 3 (hepatitis C virus, HCV) JERYLTHdr. WM. 2 WG y7 15
fite MRIFREH AT R BN, ERFERWRREEE T RFEERX HCV RNA Z& /M HCV ZH 4>
RUIRIRT . BUR . A4, SREMAR, 24 b 36 [H] 5% 7 DR R8T B 30 #9697 1 mT SR m] 748

AR B AL B AAE IR A2 Wr . Ry TS AR h it & B SK, (HAN SR VERRE, AT
RE EL G Bl R I BT 2R BT R L. AL, I PR R AEAE T LA B I, RS B &kl Il
PRI AN ] M I By B, 8 i S B2 T 7 & .

BATEARYE E NS K RS, RS AR r AT AT SR T Al 523
IR P IRESREER N AL By C =AEG, HEFESH N LA 2 5 (R 1, ¥ GRADE 432

B

1 HEEBRKERS RN EESFH

2 VEL 1

T 2 5]

AERE HE— 2B FEAS K AT RE B 28 %7 2 0P Al 45 3 145 0

B &R & HE— D A VT REAR TRAT T 27 RO A% 45 SR A5 O A EE BRI

C &= HE— D SR A AT RERCMZ ST RO 25 1, HAZvPAd &5 SRR 7T e o
HEFE

- O ER) TR R & B E TSR UG 17500 S VA T AR T B 445 HY
1 GRHESE

2 §9iERE

S 5

IEEIHMES ZATE, MR WAAEAENE, BUHER 16T 8 LT BE A B 1 A
JrR bR, S T ARSI
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— Ri&

RIE '

e 95 # %% B % (Rapid virological 43745 4 A HCV RNA A afil X
response, RVR)

FLH 0 8 22 B2 (Early virological 76973 12 i HCV RNA BUAYTHT T F#>2 Log
response, EVR)

64 BIR R E N2 (Complete EVR, 39755 12 J& HCV RNA ASAl il
cEVR)

HB o B # 2 B % (Partial EVR, 769728 12 il HCV RNA BHETTHT R 4>2 Log {EATS ATl
PEVR)

IR B 24 % (Delayed virological 39755 12 i HCV RNA AT RT FBF>2 Log (EAF R, 27 24

response, DVR) J& HCV RNA ANa] i
#h7rNi% (Partial response, PR) 1BITE 12 i HCV RNA BURJTHI FFE>2 Log, HAE 12 FAIES

24 J& HCV RNA #AJ3

TFoMiZZ (Null response, NR) TBITES 12 Hl HCV RNA BA7THT R F#<2 Log
Z¢f% (Breakthrough, BT) TESCPUR RN G, IR H I HCV RNA /KPS
2% (Relapse) TSPV G, 1RITE R 24 i N HCV RNA Al

FreLpiss 7 M % (Sustained virological V77 45 A f5 55 12 JA A1 24 Ji , HCV RNA A AT 754 SVR12
response, SVR) 1 SVR24

ORI R e g s R A HCV RNA RS 75 R A4 %1 HCV RNA.

Z WATR AT
WATIR

PR A R ABRIEGAT, AR 8. Bk, RIEABEIN HCV Gk, RtAR PAHNS T,
SBR HCV MR YR LN 2.8%, {40 1.85 /L NIEHE HCV, RH4ER HCV B3 S EUMIBET 1) 35 it

Y AER, BT HCV R RN, 2RI IR AERY: HCV, Kk, A BREHYI 1 kR AL %
BRI ATELRE 4.

2006 4= [H IME AT 22 2 B, FRIE 1~59 & AFEHT-HCV AT N 0.43%, {EAEKVEE W B HCV
TRAATHOIX, I obHEs, R E— M ABE HCV &4 # 41 560 /5, Wi b &fa N & R HIX F) HCV B,
211000 Jiffl. &HPi-HCV BHMEFRA —E 25, DKITAS, b7 (0.53%) mTr 7 (0.29%) . $i- HCV
BH 1t 26 b AR S K T T, 1~4 24 0.09%, 50~59 LA FFZ 0.77%. T4 Al Toi %2 5 .

HCV 1b i1 2a FEFAE IR E BN W, HA Ll 1b B8 F (56.8%) , Hh 2 A (24. 1%) Fil 3 #Y
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(9.1%) , RAEBIIER 4 BIF0 5 7, 6 BUMHX D (6.3%) 5 FEVEERLA S FEHBIX R, A 1 B EL T4
E P4 Ee ], PEEIEN 2 AR 3 AL s T Ax PR LR, R CEIEEISAIER LX) FI7E LA 3 Y
A6 BUEL I T4 E T . REFEEE/D W (4)2.1%) , £oRFEK 1 RRES 2 8, RE HCV B
IL-28B L [K A L), 1512979860 CC = (84.1%) , TiZFED AL T-Hh 20w #5147 R BT ©.

HCV T E & Mpifek, FEA: (1 L4 A& SRR i 40 fre 4% . FE H 1993 Fx)
HR 0L 524 07 2 Pi-HCV, 2015 SEFFAEXHT-HCV B PEBR I 52 5 & HCV RNA, 2840 1 AN i 1] i A 3% AR /D R .
B2, HutgtiemEad, KEZH 1993 4 AR s 4 i s R i R i 4n e ) sk s (2) SR iz
JRFNFE AL o X2 H AT i 2 B AL T o BFEEH JE— IR S 2 A E Sk R H B2 10 T BHS
WS (ZZETEERE AL J S5, FERELEHIX, DR R 9 35 4 S 80 HCV 4835 (5 60%~90%. . —LEnffe's
B R R I 2 R AR G BT it S HCV 4B o0 SLRAIZU]. LR R . sea g IR LS
2 HCV B 1E & AL #E 75 .

5 HCV B Bl AT 2 AR &Y HOV MIfa Rt mr . (RIS A HAR AL w2, el
FERE NGB (HIV) &, &Y HCV ek 5 e

Pi-HCV PEMERESEW HCV 4R 455 A4 LI fE e 2] 2%, 25 RESEAE /I HCV RNA FRE, THESRE )
fER MR R 4% ~T7%; A HIV BGRR, BRI faEE 2 20%. HCV 55 =3k & Al Re s infe #& 1 /e
1

V). P, WIME. ZOR. 8. YUK, R AR To B AR R HAh TG I v R R R ik — %
AR HCV .

kil
AT 18 JEAT 28K PRI A PR R 2 2 v T (R o P AR 28 B T 6 R MR LA 4t
(=) =A% SR HR I A

FEREPAT e N R FLANE R ML) , HEAT TOA2mR I o S A6 ML iE FT-HCV . IR R E LB (ALT)
F1HCV RNA, ™A% 5 ik 11 53

(=) TR BN A% 18

HEAT ARSI HETIRT , A% AT CEEBERAE R A QHBERORINE) » (A — MRS 4%
XE RS AR DT A BN AR R R 5 N DR R LS AR N BT . XK A AT
OHEERM LT, MHME. ARRBISU L RAE, BRMR . FRIASCS S A N R .

(=) TPt %

Xt 5 5 A PEANAT 2 AR R WA A, BRI . @ HCOV IR E % aE . XN
ITIERRITERE

(IO By £ AL +%

A HCV RNA FHFERI A, S R, R RATRIA I 1o, GRAERA B SE 0, DAL
5 TR Z

(I NREEARRE
AR e N R DAAT AR HE (PR R0 & A B i B R s N AT i & e B

=, R

HCV B T EiAl  (flaviviridae) HF#7 )8 (hepacivirus genus) , JLIEPRZ A IESE RNA,
H1%) 9.6x10° MHFIR4L K. HCV JENALEAH —MIFHEEHE (ORF), 4k 10 AFhasHIRIAESEH (NS) &
(NS2, NS3, NS4A, NS4B, NS5A 1 NS5B) , NS3 / 4A. NS5A £l NS5B 2 H il B #471% # (Direct-acting
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antiviral agent, DAA) {1 B#LA7, HCV JEH AR5, HFTA 2070 6 MEE A 2 AR, 1408 F pr
AT, DARTHAR B3R HCV BRH A, DUNE 3 s F RER R LAY (W 1a. 2b. 3¢ 5§). HCV
FEPRM 5 TR IGIT N B AEEF SN, £F%F NS3 / 4A. NS5A F1 NS5B ] DAA A fE EL A Jk R R4S S bk
BN HCV 5485, s Y5, 4 W, HCV BRPHE N RINEER . HZ AR FEIHE R . B
HIREFIJETER) HCV A8 SRRBEARTR JgdERt (quasispecies), A JELbE 58 A7 f 48 S VRN A RESL I DAA
I INRURYE, JF AT REAA YT R % 8,

HCV X — i 7H 2 71 BU=%;  100°C 5min B¢ 60°C 10h. 5y e 28 50R1 FH B 1 28 5535 1] K% HCV.

MU, B R AR
EE3d

BT T HCV J5 1~3 JA, fEAMNE MK E] HCV RNA®, & HCV B et BRI ARREIR I , 1Y 50%~
70%$5-HCV BHM:, 3 A G520 90% & Pi-HCV FHEL . K218 = 50%I1 2t HCV B 7] B RIEBRIi R,
LR T ARG 12 W . mEMAERES: 6 D ARG SR, R RSN
55%~85%. ARG EE, Hi-HCV T KWIFEE . HCV BB TEL I TAE R e BPE. Bt
W>25 %, JEGE BN Mg CEMEEE A HIV BYE . G ifl B . 15 10—ty
SRS AL, IL-28B FER. AEAGIABTRE 1 255 F HLA B57. 113547 HLA DRB1 A1 DQB1 ¥
st i FL IR 22 A5 PE AT B4 HCV 35 R 224, i, 1L-28B JE[KI7E rs12979860 7 £ CC M AH FI T 15 4,
T TT 2955 R B R ARAK .

HCV Ryt fE 2 2218, LG 20 4F, JLEMEER LI R RN 2%~4%";  Hh4E R I s g
& 18%~30%°; B3R L 2% IR i ML 200 LS e 35 44 1.4%~10.0% "8, — i ABER 5% ~15%'°. &L HCV B}
EWRSTE 40 UL b BMEL B (591 50g/d BA L, Zf). A IFEGE HIV IS EURE DR T & nl gtk
FRRERE 020, JERE. BRSEAHL. & HBV YL, AR VRS AT, AP E S E . S R, AT
FEVELG YIRS 5 Y B B . AL R R A AT a g h g 212, JELRIN T H SR RE SR UL,
LS 2R AL 73 2 3t e SR R A 117 e A P00 X1 3% o

HCV #H5¢ HCC KA ALK YL 30 4EJ5 N 1%~3%, 2 0T ik At g B A 4t 3, — B KR
HONIFREAL, HCC HIERETA 2% ~4% . iR 3t 75 28 48 5 13k Fie 1) BRI 25 A W BRs T mT fie i3k HCC
FIRAE . I s P3R5 B35 1) HCC R AR A X5 e o

FFAEAL AT HCC 218 M N BYAT 4 R I E B A0 N . BFREAL K AR AV R AE RN 3%~4%. — B R4
JFREAY, 10 FFEATERLN 80% , W IRSANE:, 10 FERIATERIN 25% . HCC fEiLW G A 1 4F,
BETHI T REME A 33%%.,

WERE A SR AL B
R
— 3%-4%
Ry, e R T e
e | — Yy | 5%-15%
55%-85% N I A
R
2%-4%

B 1 REFRRERE

KIALHE

PR S I 5 1) 2 B R R 2 HOV R SR 1 e 2 IOz, JLrh g dedk Tk E4riE (CTL) ik
AR 2. CTL I HARTH M T 40 32 AR 5 ¥EA0 LK) MHCI 2855 TR i 2 Ik &4, AU Y1)
FEARML, SRR .
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LR S ASIEAALHE MR B B, 25 RE R fs . A% S AR I 3L FE A R . RN A
G BB RN UATUR BRI 5Bk 7, JE I HCV 455k T 20 S0 28 I 25 78 e i K e 8 Jo) 7 T A T B4
o PR 5 SB35 A R AT AR RS R 102 AN 20, 70 BRI B0 G i T LR 2 0, A A gt v ik B
KA 2. HOV AIBRE A e B, LR HIRE IS T CD8+ T 4IMBMIBEFRAE 11, 255 RIE AV Y.

PRI I AR LR AR R HCV A E RS . HCV B R A E2 &R IX I 1 (HVR1) % S8«
RLEAs, PAAEAR BRI s 20 18 YE HOV L IR . B 86, AN b #87T LU 2 B 41 ve e i
¥, XSRS IEABRE A M. JEESSMERAE .

Fi. ERERE
(—) HCV M2k
1. BRI

PU-HCV Kl (fbZ R A0 drik CIA, BUE BRI EIA) ATH T HCV B i A . Pidiz b
IR (RDTS) AT LA P SRAT A B Hi-HCV® . 3t FHukBIvE S, Riik—5 34T HCV RNA K, LAifiE
S I B . IS P-HCV R, HCV RNA K AT BB 3334, — L6 i yio@ H Al £ 4
P55 M B A HHILP-HCV R FE Y, SR ThRESEE A I HIV B v B BT-HCV B, StEp s
BT % 838 AT KUAPT-HCV A AL 2 13 R BLPT-HCV . Bk, HCV RNA R B T2 ix s g 2
&Y HCV,

2. LA

fEfkZ HCV RNA Kl 2 AEI, w25 3 T HCV - Dopt R A, H T84 HCV JBgeE [ sLin =12
,ZEF[ 35O

(=) HCVRNA. ZHRMZEFK N
1. HCV RNA E &

HCV RNAGE S B 2R F 56 T-PCRY 8 . REUEARE B B = I+ HAS TG 053, Al 45 Rk
MIUMmIZ7S . HCV RNA € S IE M THCVEUE KA HIHIA . JUR BRI AR AR 8 E i, LK
PURBRRIRTT R T SR T SRR IRVl o RN 4 R T RIR B RBVIAYT 7 &I, 5 REUE
HCV RNARS T A7 By T S R % ERVR, M AH & HUm #iR 777 R AL 5 nl SRR, 768 FIDAA
MRIT TR, MRZHEFEEIAITE, HCV RNARE KL ZRTRINAY . EXHEELT, &
R IITHCV RNAK IR (1 PR F000 42 (0000 9 7 R ) I B BN 75 Bt — B

2. HCV EH 4 &

HCV JE R 3 B ) 58 o T E RIS 2= RS, BT G4 DNA Ik, B S PE 5 9 ik
TR R TREFACEE, JEE A HCV RESME 2 BRI 4 53 1 o pR NI [X 43 R R B, (HANRE X
W A RINEEERET 5°-UTR, {H5-UTR AJLLATRIN 1-5 Y, Asd& T AR
W F 1R 6 REX 4y 8. i RILERAIARE X P WA, W] LR T 0 X B NS5B X ff] DNA i 792
%, HCV L[ 70 B B 24 2L HU% 3507 T EAT

ERC T EB SR EARIETF R 1 8, 2/3 Bl grh, AR 5 A a3 ) 2 =E AR FH B AR A,
RGT [ EIS AR —FE 30, 75 DAA W8I ZH, HCV [ K 7 A [l & I E DAA 77 R (13Eat,
FEIFFEAA EEEZ Y, HEEZ KT DAA & DAAs HE RN, FEKIBGHAE T N2 15200 75 52 58 2 1E
?E 41O
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3. HCV [ Z5AH < 2k PR 8-

DAA FIFR 257597 K 5 SEM 250k 2, B RS 2541 53 R A8 1 75454 DNA Ik, 45 PCR
PR E ML AR F T %%, DA AR AN R A bid, BRIV E s B A o T T I 25 R
U EC50 8% EC90. H m S A I 2540 S 84847 A EHAT . O NS3/4A HE S AHC: V36M. T54A. Q80K.
R155K. AI156T 1 D168V; @ NS5A # &S AH5¢: M28T. Q30E/H/R. L31M. H58D A1 Y93H/N; B3 NS5B
BESFEDS: S282T. C316N/H/F. M414T . A421V. P495L/S Fl S556G 2 *3,

la B HCV JEkL i35 an SRAE FLER I A7/ QBOK T 24 5848k, X Simeprevir Bt A& TP = AR L F G ST
A Y. BRI T 1a 8 HOV &Y R A R IR S S a7 I I SUFE 16 7 BTAS TR 26 58 A8 (A *°, (B0
FAERA LiRiRIT 1la B HCOV BYs3 Je HoAth 36 IR AU G H A B W BAEPUR BEE YT T T 9% 3 i
SR, DR RIS AT AT 25 6K (R A AE AR S B miA T T 2% %

4, T5E 1L28B FHE 4.

a5 3 1L28B FE K 4wt IFN-A3, A TR, gahd IL28B FE K LA — L A% IR £ 507 55 HCV
T RIERREE ) KO TR A 5. % R 1L28B R (K40 B 77 A0 4% DNA B35 . TagManSNP
WRENESE . TR IRERIRIT T R 18 £ 1L28B RH M 2 &M 5 Fr8UR = NE (SVR) 5, KRR 7E Y
TR 1 e 4 BRI R R N R, (EAEREDN 2 A 3 AU AR e T R A A X Y. 1L28B
] rs12979860 1] CC FE[AZ . rs8099917 (1) TT JE[AI B L K& rs12980275 (1] AA KL 5 HCV B H K
TR ZVA T N BRI EA M B, 75 DAA WGYT TR T, 1 1L28B FE M (2 A MEXHGTT M2
N A TR A -

75~ R4t AR R RS BT

H 1 H B TC A2 W7 A6 LS H AR PR . LI 22 07 VR R 18 B4 2 Bl PR B b 148
M. $rh APRI AT FIB-4 f6 5 5017, (REUREERIEERPEAE . APRI R A EIRAILHAEE (AST) FifL
/MR (PLT) L2454 (aspartate aminotransferase-to-platelet ratio index, APRI), TJ F T FFREAL 1374k .
WA H APRI ¥F43>2, Fiun B3 B R ARSI . APRIHE A XCA[(AST/ULN) x100/PLT (10M9/L)] - 3
T HERFEZARE(ALT), AST. PLT FEHEE K FIB-4 $55007 H T S5 A 4L 2 Wi f 4y . FIB4= (4F
WexAST) + (I x ALT FFI7HD.

AR ITIE BRI SR AR (TED . AR ERST ikt & sl BT 0B 8 (ARFI/pSWE). —4E
BIYI LR (2D-SWE) FAZHE T3tk ig (MRE) 4.

TE AT EFFUR) Z M B — R SR RS B T ik, S HCV FFEF 4L A B2 e il &,
xof FFREAL 2 W SR . O B2 W A0S TE RS 45 £ FH T2 HOV R HIV-HCV & 3F R ge
() 52 35 P LT A/ TP R Ak, FEBOIR Lt TR AR S0 T IO R o I R A R TT LU s W e i 1 1
ARFI/pSWE. 2D-SWE ik i B 5 £ [Hf 7% .

HERR N 1. A7 DUR A MLTE A AN B e 34 R SR8 A S TE AR W SR B T R B e R BT K
FHEALER AT 44k . B RTHITEAIT X TS se It T BB FF e dife. (A1)

HEFEN 2. MFZMBENBEREERBRETEEIRRENA, 7R R EE AT 4L B2 Wit
R, AWEGERA BN, BUGHETHERYHEHSE. (A1)

. HHRELH

H AT B A2k G A A it EE g (CT) Atk (MRIZIMR)
S5, AT LA B SIS R P Y R I PR EERE P T AL S IR RONE « R BN S IHCCAR 5 A PR 22



(AEUETRBEiIATER ) 2015 SEEHTHR

J\N IREESW

RSN PR R A2 W . SOREVE BN BEMETAELL M PP . 97 RO T FIRr A5 07 T B R 2.
RUBT 2 S B2 5 AR R PEIT SARML, T/ A RS X RS 2 i A2 o O B SR A0 45
JFF 52 P4 AT DS A L R BRREIRE s VA DX AT LM A SR AR R, E R RIS T A T L
BT, B /NBE SR, CK19 SR A At B 450 7T W4 N TR & BRI RS,
XA G, BEIA 3 B, 1 BT 4 B 5 WL 50 Gt BLRT R EATEF4EML, APl AR e ot
—BEF IR AHFRBEEFERSE) I PR_ERRARS AR AT AR S 5008 AT RS .

B IE PRI R AT B S ik R 22 ek, LS RTARRE AL R R R, GRS LEE %, i
AN TR R FEE PR 3 DX B T 4, V% DX P i DAL bR EEL 4 i 5 S MR T Bk L8R T 1, 8 5 WL/ INIRE 35343
AN FRE R A 4E4L, OFET0E XEFYErEy R, A4ERIFETE %A%, Masson =44 th J (R 4F4E L
O BT R LT AR BT B34 . WIS Csignificant fibrosis, METAVIR 731> F2) Alidk g Wi £F 44k
(advanced fibrosis, METAVIR 738> F3) it — ke, ISR, FFAMMEs 1k mA, et
ZERITE R, BORFREAG . FFER I Sy X N RIS IN T RE 5 HCV HEE B TR G T RS E >0
BRI EREIE], RAERATIR, e AL B RE AL TT S TN (R R R Fr i s 2800,

1L DY R 2R RAEIR B 53 2% (G « LFAEWARE 1730301 (S, HEFF R FH [l Br b8 HI ) METAVIR
VRS O YU AL VRN AT S sh AR 1R, @ UCR A Laennec IFREALITSY R 40, BIMRIRLT
Ue IR T2 . BEALEESTHI R/, ¥ METAVIR FFEF4E4k 70 W19 () F4 411554 FAA. FAB I FAC %, 41,
K FH S A B4k BEUE o Hr i e AR 2k ) TR AR L 1) (collagen proportionate area, CPA) F-F4F-4
%%%Wﬁl\ TEFIWTIR IR TS 5 AR 4R Ao QIR AR DG PESE 5 T AT B E T METAVIR 4402 &5
1 504,
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X2  METAVIR IREAL LI RS

FHTH R NI P SEREIRBE RIEVENE (A
0 (D 0 (EUEE) 0 (o)
0 1 (HFED 1 CRED
0 2 (R 2 (HFED
LT T 1 !
(Histologic activity, A) * ) )
2 ChED 0, 1 2
2 2 3 (EHED
3 (EED 0, 1, 2 3

*HLAIER I A=FHI R+ N SOEIRSE

I AR S (P
TR 0
X AP, (HTEARE A TR 1
SFYEAL 5]
R X AP, BRI 2
(Fibrosis, F)
UG R, BT 3
JHRE A 4
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Jus RIS
(—) SRR RESHT

LTRSS A HIATUZ ET 6 A LA ROUAT =2 5, e it s P VR ) e S BT A ) HCV B
5.

2. WARRIL: ATEESZ). BRSO MATMEAOmSE, DB, BRI, Mo EE T
MBS, ADRUEE TP S B EM R, RIUYRE E RS

3. SLIREMA: ALT Z EREAF L&, UalfEIEREEZ AN, R 6 4N H LA P-HCV Fl/s HCV
RNA F 0 H P4 45 R ARG 52 . HCV RNA H7E ALT W& IEH aIHEFH, (HF ALT PR E 1IE%# T HCV RNA
FRaEAPEE .

H Bk 1+2+3 5 2+3 H 2.

(=) BAERRATREZE

1. 2WrikdE: HCV Yyt 6 A, 80 6 A LLRTHIRATR 258, s8R HIAR . $i1-HCV & HCV RNA
PR, FFREH VR AT BT A ISR 28 o BURPEREIR . RME. SLIO0 = MR FR A 25 R Ei & o d, JRmT
Z .

2. JWARREPEFRE - FHFE AR B2 W mT DUAE HHE SO 70 RANEF 4R 0 ). HCV Bl Gel /b 5 s E R T
K, HCV HZ HIV. HBV SRRy I B s FI T Rk 250, R e B ARUAT % .

3. B VE BT R AT ANRIL: AR R R I BER S AL W] BE AR T S S M TR, IR GR AR T4
RO FREREE. P& & B/NIRE R REIRIRE A MAE . B 40 E IR AR A B Sk nRIHRAE 55 o

+. TR

FUR BT FLARRLINER HOV, SRANAR, IHRBUE HOV MSCHFRLE, FELICIERMIFRELL, A
PEOURFREG BE SRR, SO I KVE AP, SRR 0T O, SR 41 ST
WAL HCV AR T ISR SRS R, TR RIS HCC HIRZE, T KM TP R
AL RARIFBILE S HCV (MBI AEMRISRF RS IO TR, R30S K VA7 K 030
EAll 5t RS ML R 08 7 0 X3 R LA (0 D0l S B B R PR, B R B
BT TR .

+— FURBIRITIIERAE
1 RZTEBEATREBREFEFHK (PR EITHIENIE

DAAs L2, PR EZERE I HCV BEH 2R BRI MR E TS, WM HTHA %
K7 HCV BIE ey, [FIN TG T 28 SalF 0 . %07 R H0VA T 28 SF A3 46 0 22 Sl M X 22 BilF (3
3. WEH BEALNEE T, NE B L EZDUREEAY (DAAS) NERRITE. i A AR
SE, 1 DAAs Z5WsREUA ME, TN 787025 FE AR 3 AR WS, X2 2, BB EE HOV JEGLAH DG 1) 3
Mg ™ E AR, BEMRIT BB & HCV MR RIS E AR R, ARG 552 M
PR 7%,


http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/ganyan.htm
http://www.haodf.com/jibing/guanjieyan.htm
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&3 RZTEHUTRR SR EBROEN B RIENENZETAE

Yo A 2T A 2T
GEUR B I N AT SR T ) Hr PR A R X <1.5%10%/L
FUA AR 7 20 5™ HAAIOAE 5597 2 1/ - $<90*10%/L

ARAZ I R 22 22 G0 AR AR BRI

AP B 5 e PRI

b RACE TR AL

Kok
TR FEA T EIRYL, MBI, L3, TR E
P T A5 AN
AR AR ) e 1L s
R 1) R
FRITAZ R A SR 25 B R4

XTI EA R 5 AN 52
25 LLNTF)LE

U AR BT S N A IR TR B Hb<13g/dL, Zct Hb<12g/dL
s W1 A I 218 (57

FIE K
X B A ARAS R B s PE AN i 52 B Ihae s, MULEF>1.5mg/dL

AR 1l B TR AR BN Pk PRI

2EEVURESY (DAAS) 1RJTHIERUE

DAAs 1EZ /MBI K OA Z MWkt 117, #55> DAAs TERE kb T I ARRIG I B, HA R SRAL R
TR Lh DAAs JEER BT T 77 45 1 A DAA BLA PR, DAAs BXEFIEFibk, BLEAE DAA
A B A1 . HRTHIIRRTE 8 A4 55T DAAs 25445 %t 28 S (3RIE, [Rik Eik DAAs 1) =Fly
SR LR LT B HOV DU HVRYT . X8 DAAs 197 SJCHIE M T PRIAYT G E R Ek
FEXT PR MAMMEREE . WA EHE W EMH S DAAs 7%, DAasyrfe, Mmms2rt, & SVR
o HEEATRRBTRRIEN, WIHEMALTERT SR HEEAHEEMEIER, W5 EMEH]
A DAAs B BRG], SRR DAAs GAFRIMERG 7%, Ja— DAA SANFEZI A Jq i H g
et NHEs2mi s R I R A5 . AT 1K DAAS k& 75 S20&E T Iirfy 2= Y HCV FW“E’JJ\% AHPCEM T
FLLEIEN T . DAAS 1IERIE RN 32 RS 5 i 2R SAIE A2 . #870 DAAS (AR 0%t H T g
(ISR AR, S AR A TR I E . DAAs 25452 Jﬁaf)LiﬂPf“ﬁﬁﬂj%*TE%E,
I 2B BT TR O

I NBE: T HCVRNA BTG, REMRITER, LiRrERiE, HWNEZIRERTT.
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T BHRARMTEI T, NAEFEEERRE, EBEWRRE LG LIRS, ibE s BE e/l
J7e

LA T P AT AR AL s T A ) B3 B8 72, & 9F HIVTS, HBV & ™. A f27E M iFm  (lir NASH)
[l ST SRS B R FR AT RS M T HOV L3, BRES T RAE G tHIl HCV B R MEE T8, JE1Em
175 00 B ) e XURS:, 8 R & B PO B 7 R TIR T BE R s, K R . IX A B B SETR YT

A BEH) HCV IBHAR ST ANR DL B (35 HCOV IR YA DA BR R (4 IRE M S 80 R Gitk i ™
0 HCV RIEE AWK E & 2 AFES S B MM 2. AR 2 AURRE IR B SRR
PR R SR LA R 55 s SE I  %°, RAE T R IRRE, B R FE BT R TIRIT, T DA AT
HMEAR, PRI R ACRERE — P I s A XU . BB SRR YT

PN ZG# L AR O T B R ARG L BT . A
5% % DL HET R PEIRAE (OB 45 A BEFEAE SR HOV R b, M9 Sk SRS B I Is
AT ORI R RO I AT B R B R, T RELAR v .

ERARSEIRTT N, URAFAE TR AR L HARAI 2 SR B A e 52 TR A EHRENETT, &
FRLFIRTT DAAs HEATIRTT .

A B 5 AE B AT A4 R A 2 1R BT TR YT RE SE KRR P 3t B I AR A S AU S5 2 AR A
RS2, DRI B IR AT ARG 18 P PR 8RR B SRR S R TR YT o AR I AT R AL BT AT 4R Ak g e A A
JF R B g Gt — b AR, BENARARE &R YT o B ANSRAZIS B H R 2] S B G A 2 WK 3K %5
JEIEIRIRYT, WEE A YAl B R0, ORI B R R A G ACRE HR A AR U, 2% 8 i 2 1 i B S A 2
SV ) B PR R A IR T IO, e IR U T4 .

#FEN 3: frF HCV RNA RN EE, REFWITER, THITERIE, HINBEZRIURFRIT .

HERN 4: PR TREREIH B HCV BUEBRETURTRITHEEST R, TN TRAERA
HCV BRELFR T T R BIER B .

WFEEN 5: Dl DAAs NEBIKFUREZ T REIE DAA BES PR, DAAs BEEFIEFHHK, PLERF
DAAs BREEEAHIF, =M FREEJLERAREN HCV B . IFERTRIERR, WEESR
BERE, WELEYW RERERE, BREeMeEZIRBHRTHESE.

T2 RZTEATIRR o BREFEBIGTTHNE B E KRl

— B2 08 M T B 26 B A 2] HCV RNA, B R TR FIPURERIRYT « YRY7 0 NARYE
BECE. SRR AL WL S PR SR T A BAE L A P

I T [ A 118 1k DS 2R T 28 a2 A R 2 AL TR o (PEG IFN-2) « 38 T & ARIE
F#k ®. PEG IFN-2a 4257180 180ug, MM 1 Y FiEst, 44 EE 54754 PEGIFNa-2b HEFEF B A
1. 5ug/kg R 1 KBRS,

E A AR IRIE 45 R 2R, PEGIFNa BAFIEFHMIGIT 48 Ji, 1545)5 24 AFFEH 5% % (SVR)
(54 %~56 %) BN TEHE TR ERS RO T (44 %~47%) ¥, HAMIRBEIEEY HCV K 2 5
3 #U4%5% PEG IFN a-2a BEA FI 35K EL PEG IFN a-2b B S FIEFEIATT 24 [, H SVR Ny 76% F1 82%.
FE[H 37 SVR MR T3 2 /) %,

7t DAA LTl H1,PEG IFN a B &R EL AR SR 23 E B A gt B AT & B PUREHT 7R, HIk
S IFN a S5F) EEARBES YT, B T8 IFN. [E 5 T8 R AL Y 1 10 7 L 28 1R I PR A 95 485
BRI, XTI 1b SR TR (HCV RNA>4x10° IU/mI)#)A 3%, % PEGIFNo2a BEA I
MIGIT 48 JH, 7E¥RIT 12 FlF HCV RNA<15 IU/mL [ # 3, 90.8%I¢) & 1 LA3KTE SVR; #AKIAF] cEVR
%, PEGIFNo2a B FI B FMRIGYT 72 JAM 96 Fi, H SVR HZF R & X 10, 3K 2/3 B HE G

11
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JT 24 J&, SVR 4 90.0%, FE:[K 6 Kl SVR 4 100% (10/10) o Kk, an A 2 =F Ak 24 Bk, 3 B %
FHEREIRTT -
1. VBT HR

TEH:5% PEG IFN a BEAF L =H MG T I FE A NAR SR G T o 2 N 2 3E AT MR TG T (Response-guided
therapy,RGT) . JGJTHI 097 4 J. 12 J. 24 FENCRFH m RS 7 90 HCV RNA RLUIEAS 99 55 B & F5
SVRIT .

(1) FEPIAY BRI K6 R iR 777 %

DU S R AL TR E A FIE T aTr, SEAT R A8 . 11T e AR AR AR [
PUh T HISIALEL, L2 940,

@ HEIFNaE AR EHMRIGIT % : IFNa3~5MU B H 1A B RS 56 A AR B =5 4K
1000mg/ d @B T48H

OANREM 52 L FH A KN BT 75 50 5 H @ IFNasPEGIFN-a , /7 ik L. BAEEAERS T
1§ FHDAASIEIT -

(2) 28, 3BRIT T &

O RO BATRRBEEAEFHRENGIT TR XRHCV He K28 a3 i S HERE 5 58 FIELH AR
LR B EERB00mMg . (HAT EH AR B ISR 2, MR 2Rt AUZR a1, AT
APYEACEUTFREAL . AR RIS F AU R 16 452457941, FEH2 PEG IFNal A FI 24
MRIETT AR h BRI AN [F L2 45 T AE LA, L3 4794100,

@ TIEIFNoELSFIEFHHRIET T E: IFNa3MU &:E3 LA S A 5 B A B A1 B =F K800~
1000mg/ d, ¥6¥724~48/4.

OAREMT 52 F A WA BN 35 13RS 7 5 5871 H A S IFN o B PEGIFNa.. B7E B2 4245 5 T I DAAS
RIT

2. BRTRRBAR EHMIGTIEREH B KBEVA M

(D) JBITHT IS G T B A AT B ThEE . a0, HOIRBRINRE. B B HiiAR. k. JRE M. R, 7
TL-28BHE K 73 7Y .

(2) AR 6T I AR A EALT, 67T 451 n 6 A MR 3 kil vk, RIME BEHCV RAETSER,
WNE IR EALT.

(3) JRESR A AR VAT I FE TP R UK. YERIIHCV RNAK I 7 35 W7 2. fEREZR . YaIT4RE . 12)8.
24f8 . A8JH UL RIG T EE RG24, K MHCV RNAZKEG BT W iy 2 3t 48 S 97 FE e 3k

(4) AR AT S AR AR IR BE U TR NP AN R R MRS =Z J) . AR SRIR. BBk S M AT
P PRI E S5 o T30 3 AR ES 5 ORIV R AN R SR A4 PR 4/ . BRI I /DA B AR L2 4
b o ST IRIRTT IR LA A AN R A LR, LURRIFRA~8 A e & LR H 261, RIeR3MH
RELR, WS MmN SRR, AT DU BRI . B B IR T R P AL L RIS
HJE EE3~6 AT FARARDIRE, iR 7 it A7/ FORAR DO RE S, WIS R A AR & HUIRBREBE . X T2
B, IR B A EALO DI REFIWT . NOE PP RS RIIRAS, X B B AHCRE A B SRR
B, BUFZIBYIGIY, 4T HRLGTT0,

12
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[] *% [ HCV 2K 18 ]
|
[ |
O 4+ HCV RNA [ ] [ HCV RNA FH ]
|
| | |
ER ( (" N\
O 124 HCV RNA [ i HCV RNA fH#E (Et | |HCV RNA FEf# (Eb3E |
FHL T HE>2l0s10) 2 T #<2log10)
- \ y,
| |
Q 2eH HCV RNA [t ] HCV RNA FH
'd | N\
R TR R PEG-IFN/RBV PEG-IFN/RBV Al —
v #HE8*, PEG-IFN/ T 48 F WiT 72 A \ J
RBV 577 24 A

F2: HCVIE K1 457 PEG-IFNEX A A1) B2 =5 Mot B2 rh AR 4 2522 LB 18 2R 9T
FWAEOH] . 4. 128 FN24 5 K H m R 7 EAGIIHCV RNA
CERARA I 28:<151U/mL) . *{KJH #53&E: HCV RNA<400 0001U/mL.

13
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[] %% [ HCV 2 2/3 B ]
|
. [ |
O 4 HCV RNA [ ] [ HCV RNA i ]
|
| | |
O 12 EA A HCV RNA R (H HCV RNA FH#: (ke
" ;é [ HCV RNA & ] HLRHE>2log10) B4 T <2log10)
@ e ®E 24 AR
ST |
|
i | |
! [ mwr
PEG-IFN/RBV PEG-IFN/RBV ¥4 PEG-IFN/RBV
YBIT 12-16 8 T 24 BT 48

FI3: HCVAE R 2/3 8 B P 52 PEG-IFNEK 5 1 E A5 Mot A PR o 25 5 B 1 TR T
FWAEOM L A 1208 24 R i R THEAIIHCY RNA CRARKEI R £k:<151U/mLD
ORI H R BRI, RBMLEEIE. BT A BT FREK.

HEREN6: — BB NRERRAT R M FATEIHCV RNA, BISLEEATHTERTUREGIT . 1677
HINARGERFHE . ZEDH. AU D EE ERRBIE TEBIEFLEE . (AD

WEZN7: EDAALTHT, PEG IFNoELAFESMIARLERE H gy BRI EENTRE
WITHR. (AD

HERN 8: 8% PEGIFNa BEAF EH a7 R MARYE IR T HR BN E T MERIT. 16
JTRUS YR9T 4 A 12 A, 24 RRCRA R RBUE H N HCV RNA MR BN S DR RIET. (BD

HERN 9: TinfIFERER, WByT 12 H HCV RNA TREERE< 2 log,BX 24 AT HMIZ], W%
225, (BD

HEFRN 10: AERTEEPME RN M AR, £ HCV RNA BLEA R RMEE. (B

1= RZZBEATUR o BRENEFHETRERRBRERBENEBE

L PURTEIRIT S A B2 B A BRI SVR, JUHE BEAEHUR ERIRYT 77 AN, W H A 5@ IFN-a

8, Peg-IFN-; i FH il IFN-o &R L F AR B Peg-IFN-o BEGFI LAk, (H2 358 IFN-a. Peg-IFN-a

FECH TR FIEAE . TTREA L . PURTEIRIT RIRIT SVR B W 2 A L A BL T R K

(1) #EHE K (virological relapse): JA77 45 AT HCV RNA ARG E], (Hi21525)5 24 & N HIL HCV RNA

FH¥E. (2) JREEJCMZ (virological non-response): ¥AJT M AL HCV RNA KAGE], HAis &
HIRIT 12 i HCV RNA R < 2 log IU/ml, FRAFREE LN Z (virological null response ).

14
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1 ERBERFRIGT

A% E S 1E DAAS VGIT T % . £E DAAS ANAT KB IL T, BEAE B A E5E IFN-o 2% Peg-1FN-a /697 &
RIGEE, TR T Peg-IFN-a BRI F G748 i, JL SVR 4 93%; BEA:fd H M IFN-a S F)
BT E R EE, FIRE T Peg-IFN-a AR FHH0A7T 48 J&, H: SVR %y 85%. BEALL T #TE
Peg-IFN-a BEAFIEFHMIGIT E AR EE, FHIRG T Peg-IFN-a BEA R EFHMIGIT 48 B, SVR FH 71%.
CEVR /& SVR {1 E BRI F, 3515 cEVR HIHEF, 86.4%%575 SVR . EAMAZE#E 40 Hr4 ANk 18 4~ RCT
WF9T, WPFEE 1 B kR, R E IR Peg-IFN B35 IFN BEAHI L FHMEKIGI7 ATk SVR £H
43-69% "2, WA R EBF, AELEBYIEIT TR, BIanEca LR E N B A4 s AL (F3-F4).
HIV B85 HBV & Jfess . S M. PG HCV Bk BEIFAMREIL. (&5 HCV I fa Mk,
A LR BER B2 259, S 2GR IT T R G FRTT .

2. TR BEWEKIEIT

NAZE S 1E DAAS VGIT I % . £E DAAS ANAT KB IL T, BEAE B A58 IFN-o 2% Peg-1FN-a /697 70
N EBE, FIRA T Peg-IFN-o BEAFIEFMIGTT 72 &, H SVR F K 75%; BEA:{# %38 IFN-o B &
FIEFERIGIT LR BRI EE, FIRES T Peg-IFN-o BLAFIEHMIGIT 72 i, H SVR N 76%. REfELRE
FIE Peg-1IFN-o B &R L H AT TN B3, FHRS T Peg-IFN-a B & FI L F4R36TT 72 i, SVR Ry
AT%. 12 JARE3KS CEVR I 91%3545 SVR %, [HAMK— L2404k Ak 18 > RCT W%, W[ 1
WITE NI B, S A ) Peg-IFN BEGFI B FMKIAIT SVR F < 18% %%, B —IZE R HT 45 IR
ToR % 35 PR IR Peg-IFN-a B & R 2 ARG T SVR AUA 16.3%, (HJ2E Toi AR S B R (K 2/3 B3 SVR
e TR BREFUGGITIG, 24 AR R & M R a7 10,

HEFEN 11: BbE PRIGITE RN E K BE N E % E DAAs YT. (AL

HFERR 12: BABITARKA Peg-IFN-a BRER B, REBTHREAS. TEACSHER
K%, AT Peg-IFN-o BREFIEFAREKIGST, TR 48 A, TN RAEL R FERNG 8% . (B2)

WERENL 13: BAERTERNES, WREAFEBTIRITHER, FInEEUTER: BEFS%
ACERFREAL (F3-F4). HIV B HBV AR 4vE. SRS E. HBEE HCV 8. ARIRI. 1£
# HCV KR MESE, W LERSERIRB AE S HAWEIRIT. (A2)

HEFEN 14: BAEBITARKA Peg-IFN-o BeERMESK, BRERTHHESAS. TENSTENER
B, WHTF Peg-IFN-o BREFEFHHBEIIETT, TEREKE 72 A, 67 RN LEEEN FYNE 8E .
(B2)

HEBR 15 AR ENERE, TEHFRETESNAYEGTT, BERFEIIGTRR
i B MR BT EERPURBZ AT . (A2)

T, HESUREAWIGTIE R BE

B E H AT HCV B IARAEIR T 7 RS2 Peg-IFN-o R G FIEEF54K,  200iA 7 054 A 24— 304 B R
B IE AREM A2 23697 7 &R BT HCV AR5 i A HH s B 28 (13 5 S VR T IRV 2 /N T & 015 2
TR, HEm T HURTERIT . XY G—ar 4 APl HCV R BE YU B2 (directly acting
antivirals, DAAs), BFEIELEHIE A (non-structural, NS) 3/4A & I EEINHIF. NS5A 1571 NS5B 5
ArBEPNEI IS . 2011 LR, KR 2 R 2 DR S SE R AR SR BT, BT IR
4 Ff7R o

15
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R4 2015 FxE. WERESWAEFME LT RRTRETRAY

25 2y B 5 7)==

NS3/4A H H B 77 Simeprevir 150mg, fRZE 14 Qd (- EfRAD
NS3/4A & [ B0l 771 Asunaprevir 100mg, K% 1 %7 Bid CH-BEARAD
NSS5A 1171 Daclatasvir 30 8% 60mg, i 1A Qd (F _ERRAD
NS5B 2 & Btz A4 77 Sofosbuvir 400mg, S 1A Qd (B EmRAD
NS5B 5% & il #% 17 S8 L4 #0157/ Sofosbuvir/ledip  400mg sofosbuvir, 14 Qd (F EmAD
NS5A & H # il 551) asvir

90mg ledipasvir, }i 7]

NS3/4A & B 7]/ NSSA | 7]  Paritaprevir/ombi  75mg paritaprevir, 2 Qd (B EARAD

ICYP3A4 58 3] 71) tasvir/ritonavir
12.5mg ombitasvir,
50mg ritonavir, 5]
NS5B R RpdRZ H T Dasabuvir 250mg, i 10 Bid  (FBERAD

AFHCV R &, RAN DAAGTT TR ULITREAR . B, BHEHT DAA JURFIRITHT,
—E BRI HCV FE[A A, FLREXRE 1 AR, TEIX NS la ML 1b Y,

R BH NSRS DAA, AL BRI LU IR IT T %
1EF 1 BYNRERFE PR 1T R BE

(1) Peg-IFN-a Qw. FJELFi#k (<75 kg 1000mg Qd, >75 kg 1200mg Qd)~ simeprevir 150 mg Qd, %¢
BeEIRIT 12 . 25, XTHIEAEEAE &k I 838 TR s N Peg IFN-a AR B2 HMRVGTT 7 12 ] (97
T 24 J), BT BEAE BB N BT N A RVAIT 5 36 JE (TR 48 Ji ). 2 B3I e A6l 31 R 2k 47 4E NS3
FE AR TS Q80K A5 (L[N la RUKGE , NRAZECE TR, (H2ENIER 1a B EH LN 1.4%4
Ao TR AR E RO SR WEHE D 1 B R SR T R SVR E o 91%, 3 Hiif 2 R 1F. 1L28B CC
. SVR %4 94%, 1F CC #3# 4 79%: METAVIR 153 F4 [ 5 ] 52 43545 7 SVR ', 723497 4 i,
12 fi 8k 24 &S . HCV RNA> 25 1U/ml, NiZfEIEIRTT .

(2) Peg-IFN-aQw. FJEL=HE#k. sofosbuvir 400 mg Qd, VAJT 12 . EAMNEE BosviG B8 K%
%R, MK SVR FHy 89%, K[ la BUHE A 92%, TMFER 1b M HE K 82% 1%, BE4: Peg-IFN-o BE & A2
FIRIGTT LI B SVR ZTiH R 78% 1.

(3) Sofosbuvir 400 mg # ledipasvir 90 mg E& F7l, 17 Qd. TR EEITRE 12 4, HE2TMH
AL I SE LR R AE (HCV RNA<6x10761U/mML) [W)A B8 AT % [E 45 iy #2242 8 s AREB AT Al fL &
FMNEA R EFEMRITRE 12 F; A2 A 8 2 0E R B S5 MRAE ZEOANIN 52, AN R 54k, (H2
JTRRERK 2 24 s WA REAL 2296 83 DL AFAEARI T AR 2, MECG R B FHRIF BT
K& 24 JH. EAMRE S %0 69T B SR SVR % 93%6-99% M0,

(4) Ombitasvir (75 mg). paritaprevir (12.5mg) Al ritonavir (50 mg) &2 (2 7 Qd, 58
YRR BL K dasabuvir 250 mg Bid, %:[X 1b BUTCHHAEAL BT 8 12 )8 s JER) 1b RUATHAEAL 35T 7R 12 7,
HHIBESRE TR, JER 1a BT BT RE 12, R HBCASFIE T, FEH 1a BFTEL B E 7R
24 8, FEHBEAFIEF. FEAMERE LR %7 RI69T B4 Bk SVR % 91%-100% ™0,
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(5) Sofosbuvir 400 mg Qd #1 simeprevir 150 mg Qd, J7#E 12 J&. AFAEfLEE AR EFEK, *+-TFF)
RS IR, TR TR K2 24 J . EAMIRE Boni% )7 % SVR FoN 93%-96% *.

(6) Sofosbuvir 400 mg Qd #1 daclatasvir 60 mg Qd, J7#2 12 J& . FFadftk &3 inAF EHEk, S FRE
FMEE SR B, TR AR A 24 A . B Ah—I00 1o Bl RIS 1) 504 (7R SVR %4 95%-100%

116

(7) Asunaprevir 100 mg Bid Al daclatasvir 60 mg Qd, J7F% 24 . HAK — T N 3 R IR 5L
PR, JEA 1b RIEE SVR24 04 87.4% (TIUHEAGE/TINREAM ), 80.5% (TLME BT R,
JFEAL £ 2 FAERTAEAL % SVR ARAL, 435302 90.9%41 84.0% 7.

2.2 2 BANAERE PR IGT R B E

(1) sofosbuvir 400 mg QAAIF| L F5 4k (<75 kg 1000mg Qd, >75 kg 1200mg Qd), JrFE12/H. ATAELL
B, FERE IR B, ITRENEKEL16 ~20 . %7 REIRSVREIS%, TEHFELL 3 AIIA97%,
T A AEAL 55 83% M8,

(2) Wt AN/ Ee i 35 v R Peg-IFN-a. QW FI| LT3 #k Flsofosbuvir 400 mg Qd, J7#212J, B
sofosbuvir 400 mg QdFldaclatasvir 60 mg Qd, ¥ F£12J# .

3.3 K 3BUHVE BRE PRIGIT R I B H

(1) Peg-IFN-a Qw. FEF5H# (<75 kg 1000mg Qd, >75 kg 1200mg Qd) Fisofosbuvir 400 mg Qd =k
1BIT, JTAEL2H.

(2) FEF M Asofosbuvir 400 mg Qd, JrFE248H . AEFFEEALWITE 38 K T RSVRZE H94%, FERT
WAL 230 H 5 N8T%, T TR AR s SVREAUN60%, KULATREILL: 6 B Rk #rt i & ™,

(3) Sofosbuvir 400 mg QdFldaclatasvir 60 mg Qd, JCHFAE{L EE I FEL2HE, B L EE, BERIE
FMITRE 24/

4 FEF ARIHIG BRE PRIGYT R B H

XL RAR B, B IFNFIDAARI AN =TT S [A) 2R R 128 i35 . 48 FH G IFN 7 %2 Sofosbuvir 400 mg Al
ledipasvir 90 mg&E & Fr7fll, 8% sofosbuvir 400 mg QdFlisimeprevir 150 mg Qd, &% sofosbuvir 400 mg QdF/!
daclatasvir 60 mg Qd1 7 %, [FIFERI17 . K Hombitasvir (75 mg). paritaprevir (12.5 mg) Flritonavir (50 mg)
Bagh?y RhQd, SRR wiTh, FEKESMEFK, HEAB &dasabuvir, JoHHEEAEE ST
P12/, LT R4 0.

5.2 K 5/6 BRI IR Bl PRIGTT R B

(1) Peg-IFN-a Qw. FIEFk (<75 kgali>75 kgl H35 755 5371 9100051200 mg/d) Fisofosbuvir 400
mg Qd, JTrFE12JH.

(2) Sofosbuvir 400 mg Flledipasvir 90 mg [l & FI BB A F7, 157Qd, EAkJ7gFRFEFLA 2,

(3) Sofosbuvir 400 mg QdFidaclatasvir 60 mg Qd, J7rFE12J8 . AL B F AR E M, FIEFHHEE
SRR B TR T PR K 224 0

SR YT IR A B AT A AN 2 A M 9 O I R AT IIHCY RNA, MR RS =i
SER EEPCRIRF (KW FER<15 1UMmD), fEIGITHISELE . 5548 . 12/ BT 45 1IT 45 5128 24
JARNAGIHCV RNA. K fPeg-IFN-a. F| L F5 #kMsimeprevir =B6VAT7 B, G754 . 12/ 524
JA B FTHCV RNAF R BRI R, Rifs1EvGy7, B 5 —MDAAR EIFENIIGIT I %, BEA
035 ARENHIFI R LIFNIGIT TR B WA L /st A1 60 53 P AR 0 Z A8 A 1 B2 F5 AR DL R 15524 s
6/ H KA Stk 2t it 252 sofosbuviriyr R, RO IS IE The; OB R =T s EA
FEALT It 15, T RESsimeprevirtH o . fEHIDAAIGYT , B 1 24 dn bt B b H 0 B A A B ) HAth 25477,
WERATRERE, HCOVIRYT IR NS (b A M B E R &2, BEE i A B DM EAE A& IR 2.
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RS WHPAREAE PR TR T B BT R

‘ FE A e 55 =375 e 55 FH R
BT &
la 1Y 1b Y 2 7 3 471 5/6 T
24 J -
PeglFN-a, RBV 48 JH 85 72 4 B 48 24 JHE 48 A sk 2E % H}I?Z G
JE
12 . WHRIE R
12 J& . HIRIE K T F N F Peg
¥ 5 Peg IFN-o, £ IFN-a A1 B2 =54k
PeqIFN-a RBV Fi BRI 53 12 A OR B R 12 A (A
g Simeprovir R 24 B | AEH ANEA 24 B EH
53 N AE B TE N 25 3 PR N B TE
TEIT 5 36 JE (e N BRIT 5
48 &) 36 A (RYTTHE 48
IZD)
PeglFN-a, RBV Al - - = = =
sofosbuvir 12 12 12 4 12 4 12 J
Sofosbuvir #1 RBV ANiE A 12 A 24 J AN H A& H
Sofosbuvir £l 19 E A - - A 12 FEAER
ledipasvir 8-12 A ABEA RBY  AiEH AN H 12 JAAEA RBV PR
Ritonavir-paritaprevir, - = A
ombitasvir A1l -2 v 2R e i & i
dasabuvir = =
Ritonavir-paritaprevir < < = A =
F1 ombitasvir AEH FEHR  AEM 12 BARBY iEH
Sofosbuvir £ 12 FIAELS RBY | AEA]  AER] | 12 AAEES RBY | 4@
simeprevir
: 12 AR ‘ ‘
Sofosbuvir Al B v 12 AL S 12 AL
daclatasvir 12 A B RBY 5 4 RBV 12 FiAHk 7 RBV 4 RBV
RBV
Asunaprevir Al 24 FEAE
w2 mam e i i
Daclatasvir H
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R6 AL RBEEPRIGIT KRBT REAL BE KBTI R

WITHER HK 1a B KR b A R 28 R 3A FE[K 4 Y JL[H 5/6 HY

12 . #iEl

2R P
V. F Peg
12 JH AR K B IFN-o F1F
F Peg IFN-a FIA] B35 4k EFmiaTT
PeglFN-a, RBV fl 7755 12 i (EJTHE 24 12 A
simeprevir JiD s BEAEER o M BTG JTRE 24 )
L NARYT 55 36 JH (U Y RERL )90
JTRE 48 J&)D E TGN
HRLRIT 5
36 JH (ST
T 48 &)
PeglFN-a, RBV Fl
sofosbuvir 12 8 1218 1218 1218 12 8

Sofosbuvir 1 RBV 16-20 f

12 HBA RBV, oY 24 [
Sofosbuvir A1 ANBLA RBV, Y 24 JHEL

ledipasvir 4 RBV CH Y7 RUTIAEE
S

12 S RBY, Bi 24 A
B4 RBV, B 24 JH B:4 RBV
CHIT AT AER )

Ritonavir-paritaprev
ir, ombitasvir £/l
dasabuvir

24 WA 12 AEE
RBV RBV

24 A
RBV

Ritonavir-paritaprev
ir F1 ombitasvir

12 S
RBV, &} 24
JAAREA
BRV

Sofosbuvir F1 12 E B4 RBV, B 24 JH
simeprevir ANEA BRV

Sofosbuvir #i1 12 JHBA RBY, 8024 ] 12 JAAE: 24 S 12 FHBLCA RBV, B 24 A
daclatasvir NS BRV 4 RBV RBV B4 BRV

Asunaprevir Fll 24 FE AL

4 RBV

Daclatasvir
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ThH. RRARIURRIRTIEERE R
1L JLERETNER

JLE HCV GRS W S TN 5 RN —HE, BBk L 28 RS AR B0, Bomt e 9218, 1697
TRIES B AH LE R AZ S P24, BRI IR AR 4ELL Iy (F2 BLED JFARIEYT . HCV IRGLRESE I AL A2 L2
Wi HCV RNA [ .

2014 5= WHO fargfath, RS JLE IR IR ARRT 7 LLE D, (B4R 7R ) LR HUR R8T TT 305 B
MAEL. H AT #AEAE R LB SUR 6T O TR CGRIEMEZ T , &6 2 P LKL,

Il PR FC 57~ ) LEECHC R, FHPEG-IFN/RBVER &R TT S [ISVR50-70%, 5N FISVRABL . E A
RS SRR IR AN (14 12212 RIS B e 4 R B R, AR FISEE A, IFNBESRBV S IFN
259697 FISVRANE], LR SR K2 f13 7 (Y SVRIH & ey T 2R K178 (90%F150%) , BAARYT Bl & T 2457677
H ATDAAS A LZ IR PRI 7L, 76 L2 F 254810 .

2. FEBENRTAMER

HCVE G & JH B 451 T AR 1 ML B . MVBOENT S B B 3 . VR)T T
LBIR I ERERE, ARJGE R E R AT PUR BT SR FATRIATT T 5o 35
FYURBRGTT, BRGNS el 7R T DU EE . bR AT ik i o

I EE B H EHILREST R LIFNAIERBVIRIDAAS 7 58, 2iWik i 5 ot vk iy R 58 g HH 1R .
2R B IGFR>60mL/min, DAASTC 5 %I &, 2R 3 HIGFR<30mL/minsi 2 AR — AN BE R
DAAs, [KJ9LLSofosbuvir AR IIDAASL A ZAE  EHRME,  H ARESRA R T HAE A2 8 R
(e 4 tepikl. R CBENAFELFIES T, WERNRRNAH ©.

H AT UL FEPEG-IFNalX & RBVIFIETT 775, (HRBVAHI PEG-IFNe#R 75 £ i 45 & . W EH 1
GFRYE20-40 mL/minZ ], i%K PEG-IFNe-2af )il & %% 135 ug/fdl, PEG-IFNa-2b 7 [ %5 1ug/kg/
Ji, R RBV 75 5 th B2 4 943 K200 mg 25200 mgls H 1k 14720,

PPAR AR R XS

S 1%
S AERE2 b S VAP

3. B EEBERTMER

ST G B HCVIEE R E &, KN HTIUR ST 5B RS oMx ¥, Bi)E
FH T 75 A S S 55, HOV A K BRI Jo mT DLBH S gt IR 4F Al S BRI & A A L
. Fit, AR EE — B HIHCV RNARHTE, Nz & HUREsiaIT. HiLLIFNFDAASEL &
BIT T, IR RE T3 A 1 B AT LAS FIPEG-IFNEC A RBVIRIVATT 5 5. S ITRE M 1) o /0 N
TERAE RS0 R AT PR ERIAYT, UABH IE A AT G . WisR HF I AE A Child-Pugh AZL AT LLIEFRBV(1000 5§
1200 mg, 1A= <75kg B{ >75Kkg) Hk&rsofosbuvir (400 mg), ELFIFFHE . W ZHCCHEA RSN B,
HAFIhBE NChild-Pugh AZL, ] LLIEFRPEG- IFN-a/RBV/SofosbuvirffiGyy /7%, 697 /0128 . WA
IhBE NChild-Pugh BAICZ, #E$sofosbuvir/RBVksofosbuvir+ledipasviraksofosbuvir/daclatasvir/RBV J5 & i
JT120, (HES VIR R R %,

4. FFEEAL R WG T A

KERIAIITE T RGERR SRR, AT W T 2F 4R AT AL ) 5858 TRAF SVR A I R - H I ARAREE AN
HCCHIJ LR B S RRAIE 2542, SRTTTAT W) S AT P 4R AL SRR AL 1) 5 SR A3 SVRIJLEE, ISR i UDAAS
AT T WAL TR AR o R T AL VR TI, IE RO B I A R RN
PROIR A — R U R AT BOR, A5 MR A, B RIS B AR 259, 5 AR AR AR
B EAh, T ARG MUE R TR, hR T B MIHCC R I Ik e S A R R R 0

—RORYL, XTI RN BUF IR B, IR R R R AN R], T ARG £12-24 ] BLIFN g
Bt AR I B = IV T T S WA T LSRG DAASHITE L T, % B SE e FEEIFNFIDAASER 51077 7 %o
2% 5% 8 (1 & % 1 Child-Pugh BICZ I R RIML B, Ekif R R AT AR A . i RASREREAT T
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Wi, PURTEIRIT I H Bt 2SR AT DR AR M A A . T B A TR R, A e 2
R, PURERAIT T EAE T R T AT R AR TR 2534 B sofosbuvir/ RBVASSE {437 L4
WA T BAF T ROME— BRI LR AT Th e, ERI TS A2 5 BGE Tk e /5 E ik — 2D L

5. REBEREITNER

T EIRH ORI . BOZORER R S AR e . R ST AU S R . AR R A HCV R
ROBEIN, [T IR AR . TR ARERLH] PEG-IFNa V697 IR A PEZE 7 28R T — BN,
PR AT LSRG DAAs, BRAFEFE IFN BGYT 755, JFsRii MAIIGIT .

6. I A /3 P Y LS MVREA B T A B

o ML A 976 5 TV B2 Ge 50 BB & 3F HOV R, BT LTI RIS R 2B #RIG )T HCV BURTE
ik 53%, A IEE 2/3 U 86%; i LA 1/4 Bk 30%M . A Sk LT REZ ALK B A 3 HOV &g
i, HPt HOV W97 R SRR TR AL A R, (BB AN Fe AR NI IR 7, TR o ik e
F14) M 0 2 3 ) A A B R S TE R RS B B 42 4. T HCV (1) DAAS 1] F T8 B3 (1) HCV JA97 .

g2, BROJANMIET ML 35 0F HOV RGN, RO TR TIER a BeaM EHMRIUR a7
AESLETT Mt — 2, PRUbs X %2R B EUGR L TR MR EHEAA) DAAs BRERTT T o i
JUEH RBV MBS T7 582, EE R WM w0, 0 3 DA I 55 SRR T

7. R B R T e

1L HOV AR SR P XSS A M R, KR s, HIOEIE. IR, RIRSE, N5 HHE
R e 53] 91 BRAEARE MR SR, AR CRETIER o WITRAR, BRI S VR T ] 5 R
TUL TR DAAs L HCV 1677 HIRIT W M BUREAIER, T 7 LU SR 25007 . A ioks
MZGYIANGT HCV 5 TN, EER PR AR LA, 4 simeprevir R3S HIBKIA MG (1 ML 25K 5, Xt
TRERBENEREMEE.

8. HBV & H BRI B By T ME

£ 9F HBV BRYLRS, £ HBV DNA Z /4 FRE KK TARE, 11 HCV 2 NIk R £ 23R
P, B T2 E SR SR HBY 1 HCV BNESIRAS, DLk @ik Syuminr e .
REH HCV RNA BH4H HBV DNA (K T IAE RS, RIARHE HCV LR ALE HPT HCV 25%); ZREEAEA
¥GJ7 HCV 3k14 SVR J5, HBVDNA H H GBI R, FULEGR ST BARIAG YT 5 2y & W HBV DNA
K, %5 HBV DNA 7K P B & Tk SRR () -t HBV 897 %, % HBV DNA FH{4ET HCV RNA
WEAPE, PRI T LR O TR a BECEF BT HCV ¥8)7, (BLERTT BEER RN HBV DNA
K-, % HBV DNA SEEIA] 2% & R H 25T HBV ¥877 . %7 HCV RNA BI{EiT HBV DNA [,
& 8 T UL T I R BAZ AT 33T HBV 1677 . # HBV DNA A1 HCV RNA TR, =] & 8 A AT Th
. MRFRICY. JFFIF B #. HBV DNA Ml HCV RNA 25, #2427 ULk EesT .

9. HIV &R YL B E MR T EH

A I HIV BT RE 5| AR e, JCIHR AR s thBE A 4k COM MM I B FRAR I 5, Rk
HEHF HIV R BFH B T EVE R B HT HCV V69T 16T BT T LUFFIE 5 3G sl AR N A 2 DP Ak
MRS A HIV BB E R KT, &9F CD™+4Ha<200 AMul I F LAHL HCV JA57 7] LAKE N
CO+4IM/K . FURZ TR a BEAFIEFHMPURRIITH, PR EB G0 LRI, Afhke
F 2 RKEFEHY)

XA IE HIV B R IE AT 2, Ry r RS 181 HCOV BEMFEL. X T&EIF HIV EGE
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B, A HIV A TARESIEEHNRE, 1 PR ZBETIER o V69T . SE0THED 2/3 RS, nfEET
DR TINER o BRE RBUEFE A EHRIURERIT: FxrER 1 EE, RO TR TIR a BEL
R E O R A B MR UR 6T o (H H AT 820 538 A 09 UK D9 R K 4 B2 =6 M) 5 4R 4t
800mg qd FIEAHEL, J7 R S 10, [ i A8 bR R T B S T L AR R o X T R
EEARRBEITIEN 24 A, M RN BCRAER BETTRENY 48 .

XTI HIV EGLT H HIV 3E3h ) HCV JEA 1 R, 2 A AT RIG eEh, BT LA
ledipasvir/sofosbuvir 0 A B2 Ak iG 97 12 J, #4776 F E 45 bk 25 2 B A 43 3 A 4 R 2 AT T DA
ledipasvir/sofosbuvir J4 57 24 & “°.

10. SRR B HiG T e

SV TR BT % R B A 2R ST 50-90%, R T ax R E N A AL . (HE 2 HCV B
B aR9T HCV 697 HATW S ARG —. S22 E WNEER ALT Fra, BwA oA R R 2 2 1 T
HCV J477 7, Tidfh 2t i 4 A2 HCV RNA, %4 12 Ji HCV RNA [T BB 35 A4 2% re hi
HiBT

BT IRIIT PSR RHE R R ML 90%; HEJF HIV IEE, BRHRZTETIR o 2 SVR
B & FHIPTHCV TR T MR, M BUFEE IR 4 I T IR o 3697 12 s & N AMENFEE
BA B BCE R BARBUREEARYT, JTRRREEE 48 . X T HIV BFEGIHANE HCV YR, 7r5 8T L
ROTBTINR o BREFIEFMIGIT, HIriEN 24 . HxHEME HCV TR R EHMIRIT T %
WA T2k HOV B, (A H AT BN A R HCV 288 5 T 7 DAL HCV Ja97 H sk =4 Z0dh .

HEF AN 16: PEG-IFNa-2a 104ug/M* 4R TE, PEG-IFNa-2b 60ug/M* ARER, EFH 1 kKB FiE
%F, BEE RBV 156mglkg/d, IBITRFEIFIRA .

HEFER . 17: Simeprevir, daclatasvir, & ritonavir boosted paritaprevir, ombitasvir f1 dasabuvir 33
EFFERS, TLHAFEFEDARLNES, T eGFR<30 mi/min/1.73 m® FIL K5 B i) B
Sofosbuvir B RIE&AIEE . DAAs YT 755, THHELEEGIT 12 A, FELEEGIT 24 . PEG-IFNa
EXE RBV RIfRi#fE eGFR HEF .

B 18: FBEITZED 30 RMZITIaHRERYT, BiEBEE HCV B&%. Sofosbuvir+RBV
(R 2 &) , sofosbuvir+ledipasvir (R 1. 4. 5. 6 &) 5% sofosbuvir+daclatasvir+RBV (FTE ZH
Ei DI

HHEENL: FBEEERBERLENEE, BHiksofosbuvir+RBVELsofosbuvir+ledipasvir B

sofosbuvir+daclatasvir+RBV 7212/ . A3 H KB E W PAPEG-IFNa+RBYV, JT#E24-48 8,
PEG-IFNa-+sofosbuvir+RBV, JFFE128 .

HEERW 20: RUZFFEE (Child-Pugh A 4%) , RBIEARFIERER R FARHERE PEG-IFNa B¢A RBV
BIVEIT AR, JTHE 48-72 A, PEG-IFNa+sofosbuvir+RBV, J7HE 12-24 f; sofosbuvir+daclatasvir, J7#
12-24 &, fRAHEFETL IFN KIRIT TR,

HWHBEN21: RAGHFEH (Child-Pugh BICZ) , EHELIFNFRLRBVIIEIIT IR, i ZEREEY
A] LR Fsofosbuvir+daclatasvirBc & Y897, J7#E24 . E#Esofosbuvir+Ledipasvir, ZF1/4/5/6%: j7iE
247 . BFE2/3%Y: FTFE16-20/, IFNAEREVEIT RERIE, DAASHARERENE.

HERN22: AR R ERBSVRIG TR T 246 A AT IEE AR R HIHCC.

R 23: BT IFN 3L PEG-IFN AEREFIF =B 1897 7 R, BNHEER G HZ &M E 8.
#8 SVR J5, IEET HCV RNA R E HARLE R EHRE.

HEEN 24 MARSEMIIRERILK EE S HCV RY, 4% HCV BET HF REA S F IR
BEHREMEFE (B2),

HEEEN 25: HAPERIM. |RIAMFMEREEIH HCV BER, B HCV BT AREERLEHE
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R, HEJGEATTRENTFH EFKRE DAAs BREIGT AR, DAUEARI BTG, 8RNm0
FHE, WENFURMIMGT (B2).

HEEN 26: AEMRERN HCV B, ZBATEETFULTIMER DAAs $it HCV J8¥F (B2).
P HCV BT RIS REAIRAS, BT R R IR AIRES, YERTF USRS EWIEIT (C2).
fE AU ZAWAB HCV ZiWikyr i, ERRAYEKMHEEER (B2).

HER 27: &3 HBV BYHET, &% HCV iR 554 HCV BRI KI5 £HFE (B1).

HHEEW 28: ZEHL HCV 18T I FIRHEZ AT HBV DNA, 2 HBV DNA B 3T T LB R
#it HBV IGJT (B1),

R 29: &3 HIV B, 4% HCV BIRr 584 HCV YRRy £AMAR (B,

WEE N 30: &3F HIV IREER, #F HIV ANEST HCV &3, 4HdEE 2. 3B HCV &%, BT
MEEHNERNMENA R T URZ _BTFRE a BKITRETT (BD.

HEFERN 31: A3F HIV IBRYLET, 3 HCV 2R 1 BEF, 7R -F LU ledipasvir/sofosbuvir 3677 (A1),
HEFERR 32: JEBY HCV BEBE, HFERHARCETIE a 67T (AD.

HEE N 33: HIV BFEHIME HCV BEN T EFURZZETIMNER a BRI EFHIETT, 72
24 F (B1).

ARANE L
(=), SFRIBITRAIT R

X PRI R R BEAT PO R A T &, ROAZIRARIATT IR R BURCRIA T T PR 3 73 B A 9 0 i3t )

ARERCH o ARFEAIATT I BAR B RIAZORIRS, B ity T e R Ao i R e, BT s
UERIFE R B, FHEIUR TR T HL. XT?HH%%S‘WW‘?FD HCC &%, HMiZH B, sk
HATAREIRTT, HE3 ERIS W SN2 & PP — IR 4R A BE R 1 s X T4 IR AL S Ak ) B
A7, B 6 N HEE IR A AFP,

X BHAESUR TR ST RIGE , NAZIIRIEAE VR T 1075 R ALY R IR R e, sk, BiR
WO A I, ARYEZ T K PEAN DAA FIHE SO [F] 16 3% G 28 XHE A5 1) DAA fﬂAﬁ o FFHEFELLE
QW T EERE A PP — IR IBERE I DL X1 AL At ) S8 ?ﬁ%%G/I\HEﬁ*YK
A AP, RERE KB H, W EE B R K 5K O

(=D FFREAL R 3 B e U A 2

XTI B, B PR IR 2 13RS SVR, YN %A 6 MHEE —IKIEEHE S AFP, RER A —
WE B, M%ﬁ*ﬂﬁﬁ%ﬂmﬂﬂéﬁrmﬂ

B 34: RGBT RBNEE, ULRSHTTAGETE. W — KT 4R RIE
HEFREN 35: X THAELEMBEE, TREBRE SVR, &6 MAREREIEFM AFP.
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B, RRRLR K 1H AR

1.
2.
3.

18 R L T 28 0F R ZE PREAL,  FFRE AL AR B AT HCC 3 72 vp B BV AR F B 5 S I 9T
DAA ETT I BT R ICH T RIIRZR R 2 18 A i R B P BR vt T 8 (KT 9

Xt DAA 5 PR VATT SRS AT 2PN

DAA 97 1B DI BUAT 4 35453 SVR JE K Rt A 41k 1

DAA JET7 I B SR ARG e H AR B, 3R SVR A SO0 I RRE A T B 9T o

DAA V617 XS Ty FFRE AL e HIFAAEAT HCC IR

DAA ¥} 25 )% ZiAH AR, R F5 BEOGTE DAA 5 B 20 FLAE F (9 100 L o

BE— DRI TT DAA TERFIR ARE: GEIR. JLE. S IF HIV BEGL. B I ReRans & B 5. AN
TR 98 2B AT RN 22 4 i) L

TR DAEZTAVTT . SRR SRmiaT ] KERA R84t

24



(AEUETRBEiIATER ) 2015 SEEHTHR

SR

1.

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

Mohd Hanafiah K, Groeger J, Flaxman AD, et al. Global epidemiology of hepatitis C virus infection: new
estimates of age-specific antibody to HCV seroprevalence[J]. Hepatology, 2013, 57(4):1333-42.

Lavanchy D. The global burden of hepatitis C[J]. Liver Int, 2009, 29 Suppl 1:74-81.
WHO. Guidelines for the screening, care and treatment of persons with hepatitis infection.

Lemoine M, Nayagam S, Thursz M. Viral hepatitis in resource-limitedcountries and access to antiviral
therapies: current and future challenges[J].Future Virol, 2013, 8(4):371-380].

MRl 2B, 2232, wE o, 5. BN R IME®RAT S50 PEmRAT WS RE, 2011,
32(9):888-891. .

Rao H, Wei L, Lopez-Talavera JC, et al. Distribution and clinical correlates of viral and host genotypes in
Chinese patients with chronic hepatitis C virus infection[J]. J Gastroenterol Hepatol, 2014, 29(3):545-53.

Simmonds P, Bukh J, Combet C, et al. Consensus proposals for a unified system of nomenclature of hepatitis
C virus genotypes. Hepatology 2005;42:962-973.

Lontok E, Harrington P, Howe A, et al. Hepatitis C virus drug resistance-associated substitutions: State of the
art summary. Hepatology. 2015; Jun 10. doi: 10.1002/hep.27934.

Farci P, Alter HJ, Wong D, et al. A long-term study of hepatitis C virus replication in non-A, non-B
hepatitis[J].N Engl J Med,1991,325(2):98-104.

Corey KE, Mendez-Navarro J, Gorospe EC, et al. Early treatment improves outcomes in acute hepatitis C
virus infection: a meta-analysis[J]. J Viral Hepat, 2010,17(3):201-207.

ChenSL, Morgan TR. The natural history of hepatitis C virus (HCV) infection[J].Int J MedSci,20086,
3(2):47-52.

Tillmann HL, Thompson AJ, Patel K, et al. A polymorphism near IL28B is associated with spontaneous
clearance of acute hepatitis C virus and jaundice[J]. Gastroenterology,2010 ,139(5):1586-1592.

Kim AY, Kuntzen T, Timm J, et al. Spontaneous control of HCV is associated with expression of HLA-B 57
and preservation of targeted epitopes[J]. Gastroenterology, 2011,140(2):686-696.

Thursz M, Yallop R, Goldin R, et al. Influence of MHC class Il genotype on outcome of infection with
hepatitis C virus[J]..Lancet,1999,(9196):2119-2124.

Kenny-Walsh E. Clinical outcomes after hepatitis C infection from contaminated anti-D immune globulin[J].
N Engl J Med,1999, 340(16):1228-1233.

Freeman AJ, Dore GJ, Law MG, et al. Hepatology. Estimating progression to cirrhosis in chronic hepatitis C
virus infection[J]. Hepatolgy,2001 ,34(4 Pt 1):809-816.

Li JF, Liu S, Ren F, et al. Fibrosis progression in interferon treatment-naive Chinese plasma donors with
chronic hepatitis C for 20 years: a cohort study[J]. Int J Infect Dis,2014 ,27:49-53.

Rao HY, Sun DG, Yang RF, et al. Outcome of hepatitis C virus infection in Chinese paid plasma donors: a
12-19-year cohort study[J]. J Gastroenterol Hepatol,2012 ,27(3):526-532.

Poynard T, Bedossa P, Opolon P. Natural history of liver fibrosis progression in patients with chronic
hepatitis C[J].. Lancet, 1997, 349(9055):825-832.

Barreiro P, Pineda JA, Rallon N, et al. Influence of interleukin-28B single-nucleotide polymorphisms on
progression to liver cirrhosis in human immunodeficiency virus-hepatitis C virus-coinfected patients
receiving antiretroviral therapy[J]. J Infect Dis, 2011,203(11):1629-1636.

Ohki T, Tateishi R, Sato T, et al. Obesity is an independent risk factor for hepatocellular carcinoma
development in chronic hepatitis C patients[J]. Clin Gastroenterol Hepatol,2008 ,6(4):459-464.

Milner KL, van der Poorten D, Trenell M, et al. Chronic hepatitis C is associated with peripheral rather than

25


http://www.ncbi.nlm.nih.gov/pubmed/?term=Rao%20H%5BAuthor%5D&cauthor=true&cauthor_uid=24090188
http://www.ncbi.nlm.nih.gov/pubmed/?term=Wei%20L%5BAuthor%5D&cauthor=true&cauthor_uid=24090188
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lopez-Talavera%20JC%5BAuthor%5D&cauthor=true&cauthor_uid=24090188
http://www.ncbi.nlm.nih.gov/pubmed/24090188

(AEUETRBEiIATER ) 2015 SEEHTHR

23.

24.

25.

26.

217.
28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

hepatic insulin resistance[J]. Gastroenterology,2010 ,138(3):932-941.

Kamal SM, Turner B, He Q, et al. Progression of fibrosis in hepatitis C with and without schistosomiasis:
correlation with serum markers of fibrosis[J]. Hepatology,2006 ,43(4):771-779.

El-Serag HB, Rudolph KL. Hepatocellular carcinoma: epidemiology and molecular carcinogenesis[J].
Gastroenterology, 2007, 132(7):2557 - 2576.

Huang YW, Yang SS, Fu SC, et al. Increased risk of cirrhosis and its decompensation in chronic hepatitis C
patients with new-onset diabetes: a nationwide cohort study[J]. Hepatology, 2014; 60(3):807-814.

Irshad M, Mankotia DS, Irshad K. An insight into the diagnosis and pathogenesis of hepatitis C virus
infection[J]. World J Gastroenterol, 2013, 19(44): 7896-79009.

Heim MH.Innate immunity and HCV[J].J Hepatol, 2013, 58(3):564-574.

Neumann AU, Lam NP, Dahari H, et al. Hepatitis C viral dynamics in vivo and the antiviral efficacy of
interferon-alpha therapy[J]. Science,1998,282(5386):103-107.

Thimme R, Oldach D, Chang KM, et al.Determinants of viral clearance and persistence during acute
hepatitis C virus infection[J]. J Exp Med,2001,194(10):1395-1406.

Dowd KA, Netski DM, Wang XH, et alSelection pressure from neutralizing antibodies drives sequence
evolution during acute infection with hepatitis C virus[J].Gastroenterology,2009,136(7):2377-2386.

Dammacco F, Sansonno D, Piccoli C, et al. The lymphoid system in hepatitis C virus infection: autoimmunity,
mixed cryoglobulinemia, and Overt B-cell malignancy[J].Semin Liver Dis,2000, 20(2):143-157.

European Association for the Study of the Liver. EASL recommendations on treatment of hepatitis C 2015. J
Hepatol. 2015, 63(1):199-236.

Long L,Shen T,Gao J,et al. Effectiveness of HCV core antigen and RNA quantification in HCV-infected and
HCV/HIV-1-coinfected patients. BMC Infect Dis. 2014 Nov 5;14:577.

Telk, xbg, BRE, . i HCV FuiR/KFEAFE HCV B NHE A I R 2 SO A s 4
£.22(4): 244-250.

Omata M, Kanda T, Yu ML, et al., APASL consensus statements and management algorithms for hepatitis C
virus infection. Hepatol Int. 2012, 6(2):409-435.

Sarrazin C, Shiffman ML, Hadziyannis SJ, et al. Definition of rapid virologic response with a highly
sensitive real-time PCR-based HCV RNA assay in peginterferon alfa-2a plus ribavirin response-guided
therapy[J]. J Hepatol, 2010,52(6):832-8.

Sarrazin C, Wedemeyer H, Cloherty G, et al. Importance of very early HCV RNA kinetics for prediction of
treatment outcome of highly effective all oral direct acting antiviral combination therapy[J].J Virol Methods,
2015, 214:29-32.

Simmonds P, Bukh J, Combet C,et al. Consensus proposals for a unified system of nomenclature of hepatitis
C virus genotypes[J]. Hepatology, 2005, 42(4):962-73.

Yang R, Cong X, Du S, et al. Performance comparison of the versant HCV genotype 2.0 assay (LiPA) and
the abbott realtime HCV genotype 1l assay for detecting hepatitis C virus genotype 6[J]. J Clin Microbiol,
2014, 52(10):3685-92.

Thu Thuy PT, Bunchorntavakul C, Tan Dat H, et al. A randomized trial of 48 versus 24 weeks of combination
pegylated interferon and ribavirin therapy in genotype 6 chronic hepatitis C[J]. J Hepatol, 2012,
56(5):1012-8.

Nelson DR, Cooper JN, Lalezari JP, et al. All-oral 12-week treatment with daclatasvir plus sofosbuvir in
patients with hepatitis C virus genotype 3 infection: ALLY-3 phase Il study[J]. Hepatology, 2015,
61(4):1127-35.

Abe H, Hayes CN, Hiraga N, et al. A translational study of resistance emergence using sequential
direct-acting antiviral agents for hepatitis C using ultra-deep sequencing[J]. Am J Gastroenterol, 2013,
108(9):1464-72.

26



(AEUETRBEiIATER ) 2015 SEEHTHR

43.

44,

45.

46.

47.

48.

49.

50.

51.

52.

53.

54.

55.

56.

57.

58.

59.

60.

61.

62.

Larrat S, Vallet S, David-TchoudasS,etal. Naturally Occurring Resistance- Associated Variants of Hepatitis C
Virus Protease Inhibitors in Poor Responders to Pegylated Interferon-Ribavirin. J ClinMicrobiol. 2015
Jul;53(7):2195-202.

Lawitz E, Sulkowski MS, Ghalib R,etal. Simeprevir plus sofosbuvir, with or without ribavirin, to treat
chronic infection with hepatitis C virus genotype lin non-responders to pegylated interferon and ribavirin
and treatment-naive patients: the COSMOS randomised study. Lancet. 2014 Nov 15;384(9956):1756-65.

European Association for the Study of the Liver. EASL Recommendations on Treatment of Hepatitis C
2015[J]. J Hepatol, 2015, 63(1):199-236.

AASLD/IDSA HCV Guidance Panel. Hepatitis C Guidance: AASLD-IDSA Recommendations for Testing,
Managing, and Treating Adults Infected with Hepatitis C Virus[J]. Hepatology, 2015;62(3):932-954.

Masao Omata, Tatsuo Kanda, Ming-Lung Yu, etal. APASL consensus statements and management
algorithmsfor hepatitis C virus infection. Hepatol Int, 2012 Apr, 6(2),409-435.

Geneva: World Health Organization. Guidelines for the Screening, Care and Treatment of Persons with
Hepatitis C Infection. 2014 Apr (ISBN: 978 92 4 154875 5) .

EASL-ALEH Clinical Practice Guidelines: Non-invasive tests for evaluation of liver disease severity and
prognosis. J Hepatol. 2015;63(1):237-64.

Wai CT, Greenson JK, Fontana RJ, et al. A simple noninvasive index can predict both significant fibrosis and
cirrhosis in patients with chronic hepatitis C. Hepatology 2003;38:518-26.

Castéra L, Sebastiani G, Le Bail B, de Lédinghen V, Couzigou P, Alberti A. Prospective comparison of two
algorithms combining non-invasive methods forstaging liver fibrosis in chronic hepatitis C. J Hepatol.
2010;52(2):191-8.

Martini A, Fattovich G, Guido M, et al. HCV genotype 3 and squamous cell carcinoma antigen (SCCA)-IgM
are independently associated with histological features of NASH in HCV-infected patients[J]. J Viral Hepat,
2015 Jan 22, doi: 10.1111/jvh.12394. [Epub ahead of print].

Macaluso FS, Maida M, Camma C, et al. Steatosis affects the performance of liver stiffness measurement for
fibrosis assessment in patients with genotype 1 chronic hepatitis C[J]. J Hepatol, 2014, 61(3):523-9.

Moucari R, Ripault MP, Martinot-Peignoux M, et al. Insulin resistance and geographical origin: major
predictors of liver fibrosis and response to peginterferon and ribavirin in HCV-4[J]. Gut, 20009,
58(12):1662-9.

Poynard T, Moussalli J, Munteanu M, et al. Slow regression of liver fibrosis presumed by repeated
biomarkers after virological cure in patients with chronic hepatitis C[J]. J Hepatol, 2013, 59(4):675-83.

Mohan P, Barton BA, Narkewicz MR, et al. Evaluating progression of liver disease from repeat liver biopsies
in children with chronic hepatitis C: a retrospective study[J]. Hepatology, 2013, 58(5):1580-6.

Lambrecht RW, Sterling RK, Naishadham D, et al. Iron levels in hepatocytes and portal tract cells predict
progression and outcomes of patients with advanced chronic hepatitis C[J]. Gastroenterology, 2011,
140(5):1490-500.

D'Ambrosio R, Aghemo A, Fraquelli M, et al. The diagnostic accuracy of Fibroscan for cirrhosis is
influenced by liver morphometry in HCV patients with a sustained virological response[J]. J Hepatol, 2013,
59(2):251-6.

Akhtar E, Manne V, Saab S. Cirrhosis regression in hepatitis C patients with sustained virological response
after antiviral therapy: a meta-analysis[J]. Liver Int, 2015, 35(1):30-6.

D'Ambrosio R, Aghemo A, Rumi MG, et al. A morphometric and immunohistochemical study to assess the
benefit of a sustained virological response in hepatitis C virus patients with cirrhosis[J]. Hepatology, 2012,
56(2):532-43.

Badossa P, Poynard T. An algorithm for the grading of activity in chronic hepatitis C[J]. Hepatology, 1996,
24:289-93.

Kim SU, Oh HJ, Wanless IR, et al. The Laennec staging system for histological sub-classification of cirrhosis

27



(AEUETRBEiIATER ) 2015 SEEHTHR

63.

64.

65.

66.

67.

68.

69.

70.

71.

72.

73.

74.

75.

76.

77.

78.

79.

80.

81.

82.
83.

is useful for stratification of prognosis in patients with liver cirrhosis[J]. J Hepatol, 2012, 57(3):556-63.

Huang Y, de Boer WB, Adams LA, et al. Image analysis of liver biopsy samples measures fibrosis and
predicts clinical outcome. J Hepatol, 2014, 61(1):22-7.

Ding H, Ma JJ, Wang WP, et al. Assessment of liver fibrosis: the relationship between point shear wave
elastography and quantitative histological analysis. J Gastroenterol Hepatol, 2015, 30(3):553-8.

John-Baptiste AA, Tomlinson G, Hsu PC, et al. Sustained responders have betterquality of life and
productivity compared with treatment failures long afterantiviral therapy for hepatitis C[J]. Am J
Gastroenterol, 2009 , 104(10):2439-48.

Bunchorntavakul C, Maneerattanaporn M, Chavalitdhamrong D. Management of patients with hepatitis C
infection and renal disease[J]. World J Hepatol, 2015, 7(2): 213-25.

El-Shabrawi M, Hassanin F. Treatment of hepatitis B and C in children[J]. Minerva Pediatr, 2014, 66(5):
473-89.

Morgan RL, Baack B, Smith BD, et al. Eradication of hepatitis C virus infection and the development of
hepatocellular carcinoma: a meta-analysis of observational studies[J]. Ann Intern Med, 2013, 158(5 Pt 1):
329-37.

Backus LI, Boothroyd DB, Phillips BR, et al. A Sustained Virologic Response Reduces Risk of All-Cause
Mortality in Patients With Hepatitis C[J]. Clin Gastroenterol H, 2011, 9(6): 509-U145.

van der Meer AJ, Veldt BJ, Feld JJ, et al. Association Between Sustained Virological Response and All-Cause
Mortality Among Patients With Chronic Hepatitis C and Advanced Hepatic Fibrosis[J]. Jama-J Am Med
Assoc, 2012, 308(24): 2584-93.

Nakamoto S, Kanda T, Shirasawa H, et al. Antiviral therapies for chronic hepatitis C virus infection with
cirrhosis[J]. World J Hepatol, 2015, 7(8): 1133-41.

Boccaccio V, Bruno S. Management of HCV patients with cirrhosis with direct acting antivirals[J]. Liver Int,
2014, 34 Suppl 1: 38-45.

Konerman MA, Mehta SH, Sutcliffe CG, et al. Fibrosis progression in human immunodeficiency
virus/hepatitis C virus coinfected adults: prospective analysis of 435 liver biopsy pairs[J]. Hepatology, 2014,
59(3): 767-75.

Konstantinou D, Deutsch M. The spectrum of HBV/HCV coinfection: epidemiology, clinical characteristics,
viralinteractions and management[J]. Ann Gastroenterol, 2015, 28(2): 221-8.

Michelotti GA, Machado MV, Diehl AM. NAFLD, NASH and liver cancer[J]. Nat Rev Gastroenterol
Hepatol, 2013, 10(11): 656-65.

Monje-Agudo P, Castro-Iglesias A, Rivero-Juarez A, et al. Impact of HIV infection on sustained virological
response to treatment against hepatitis C virus with pegylated interferon plus ribavirin[J]. Eur J Clin
Microbiol Infect Dis, 2015, Jul 9. [Epub ahead of print].

Marino Z, Londono MC, Forns X. Hepatitis C treatment for patients post liver transplant[J]. Curr Opin Organ
Transplant, 2015, 20(3): 251-8.

Charlton M, Gane E, Manns MP, et al. Sofosbuvir and ribavirin for treatment of compensated recurrent
hepatitis C virus infection after liver transplantation[J]. Gastroenterology, 2015, 148(1): 108-17.

Agnello V, Chung RT, Kaplan LM. A role for hepatitis C virus infection in type Il cryoglobulinemia[J]. N
Engl J Med, 1992, 327(21): 1490-5.

Cacoub P, Terrier B, Saadoun D. Hepatitis C virus-induced vasculitis: therapeutic options[J]. Ann Rheum Dis,
2014, 73(1): 24-30.

Johnson RJ, Gretch DR, Yamabe H, et al. Membranoproliferative glomerulonephritis associated with
hepatitis C virus infection[J]. N Engl J Med, 1993, 328(7): 465-70.

Paydas S. Hepatitis C virus and lymphoma[J]. Crit Rev Oncol Hematol, 2015, 93(3): 246-56.
Desouky DE, Kasemy Z, Abdel-Hamid AE, et al. Insulin Resistance and Prediabetes in Hepatitis C Virus

28



(AEUETRBEiIATER ) 2015 SEEHTHR

84.

85.

86.

87.

88.

89.

90.

91.

92.

93.

94,

95.

96.

97.
98.

99.

100.

101.

102.

103.

104.

Patients: A Cross-Sectional Case-Control Study[J]. Am J Med Sci, 2015, 350(2):77-80.

Zornitzki T, Malnick S, Lysyy L, et al. Interferon therapy in hepatitis C leading to chronic type 1 diabetes[J].
World J Gastroenterol, 2015, 21(1): 233-9.

Gisbert JP, Garcia-Buey L, Pajares JM, et al. Prevalence of hepatitis C virus infection in porphyria cutanea
tarda: systematic review and meta-analysis[J]. J Hepatol, 2003, 39(4): 620-7.

Racciatti D, Gorgoretti V, Sepede G, et al. An Italian study on health-related quality of life and fatigue in
patients with chronic fatigue syndrome and patients with chronic HCV virus infection: similarities and
differences[J]. Int J Immunopathol Pharmacol, 2011, 24(3): 673-81.

Xu CJ, Zhang CP, Luo BF, et al. Prevalence and characterization of hepatitis B and C virus infections in a
needle-sharing population in Northern China[J]. Bmc Public Health, 2015, 15: 460.

Zou X, Chow EP, Zhao P, et al. Rural-to-urban migrants are at high risk of sexually transmitted and viral
hepatitis infections in China: a systematic review and meta-analysis[J]. Bmc Infect Dis, 2014, 14: 490.

Lambert J, Jackson V, Coulter-Smith S, et al. Universal antenatal screening for hepatitis C[J]. Ir Med J, 2013,
106(5): 136-9.

Fissell RB, Bragg-Gresham JL, Woods JD, et al. Patterns of hepatitis C prevalence and seroconversion in
hemodialysis units from three continents: The DOPPS. Kidney International[J]. 2004, 65(6): 2335-42.

Post JJ, Arain A, Lloyd AR. Enhancing assessment and treatment of hepatitis C in the custodial setting[J].
Clin Infect Dis, 2013, 57 Suppl 2: S70-4.

Leidner AJ, Chesson HW, Xu F, et al. Cost-effectiveness of hepatitis C treatment for patients in early stages
of liver disease[J]. Hepatology, 2015, 61(6): 1860-9.

Puoti C, Bellis L, Guarisco R, et al. HCV carriers with normal alanine aminotransferase levels: healthy
persons or severely ill patients? Dealing with an everyday clinical problem[J]. Eur J Intern Med, 2010, 21(2):
57-61.

EASL Clinical Practice Guideline.Management of hepatitis C virus infection[J]. J Hepaology, 2011,
55(2):245-264.

AR ARy 2 TR SRR S AU 2. MR RPN TERR]. HENRERE,
2004, 43 (7): 551-555.

R E AT R R (PEEZATTE) NRZELE R 2010 4.

Bk g CREAFR-IRRIZW 5677 T M1 B2l iE 2012 4,

Awad T, Thorlund K, Hauser G, et al. Proceed with caution peginterferon alpha-2a versus peginterferon
alfa-2b in chronic hepatitis C[J]. Hepatology, 2010, 52(6):2241-2242.

T B, M, e, SER TR R RV B AR TT B B R R N A R[], PR RE
iz &, 2015, 23 (6): 412-417

EASL Clinical Practice Guideline.Management of hepatitis C virus infection[J]. J Hepaology, 2014,
60(2):392-420.

GRAEHE, MEEE, M, SF ARYTRERE TR TIMERBES A ERME RN R R E R B E KT
B SR R, AN RRE. 2015, 54(8):699-704.)

Singal AG, Waljee AK, Shiffman M, et al. Meta-analysis: re-treatment of genotype | hepatitis C

nonresponders and relapsers after failing interferon and ribavirin combination therapy[J]. Aliment Pharmacol
Ther, 2010, 32(8):969-983.)

WEE, IR/NTT, BRETH, %5 RO ZEETIE o -2a BEE R FARIGTT 8 1% 8 B 2 T Ri% B8 197 2%
MR 2. AR R G 2k &, 2015, 8(3):232-237.)

Camma C, Cabibbo G, Bronte F, et al. Retreatment with pegylated interferon plus ribavirin of chronic
hepatitis C non-responders to interferon plus ribavirin: a meta-analysis[J]. J Hepatol, 2009, 51(4):675-81.

29



(AEUETRBEiIATER ) 2015 SEEHTHR

105.

106.

107.

108.

109.

110.

111.

112.

113.

114.

115.

116.

117.

118.

119.

120.

121.

122.

123.

124.

125.

Wei L, Han T, Yang D, et al.Simeprevir plus peginterferon/ribavirin in treatment-naive patients with chronic
hepatitis C virus genotype 1 infection: Results from the Phase Il TIGER study conducted in East Asian
patients living in China and Korea[J]. Hepatol Int, 2015, 9 (S1):S61.

Lawitz E, Mangia A, Wyles D, et al. Sofosbuvir for previously untreated chronic hepatitis C infection[J]. N
Engl J Med, 2013, 368(20):1878-1887.

Mishra P, Florian J, Qi K, et al. FDA perspective on sofosbuvir therapy for patients with chronic hepatitis C
virus genotype 1 infection who did not respond to treatment with pegylated interferon and ribavirin[J].
Gastroenterology, 2014, 147(6):1196-1200.

Afdhal N, Zeuzem S, Kwo P, et al. Ledipasvir and sofosbuvir for untreated HCV genotype 1 infection[J]. N
Engl J Med, 2014, 370(20):1889-1898.

Afdhal N, Reddy KR, Nelson DR, et al. Ledipasvir and sofosbuvir for previously treated HCV genotype 1
infection[J]. N Engl J Med, 2014, 370(16):1483-1493.

Kowdley KV, Gordon SC, Reddy KR, et al. Ledipasvir and sofosbuvir for 8 or 12 weeks for chronic HCV
without cirrhosis[J]. N Engl J Med, 2014, 370(20):1879-1888.)

Feld JJ, Kowdley KV, Coakley E, et al.Treatment of HCV with ABT-450/r-ombitasvir and dasabuvir with
ribavirin[J].N Engl J Med, 2014, 370(17):1594-1603.

Ferenci P, Bernstein D, Lalezari J, et al. ABT-450/rombitasvirand dasabuvir with or without ribavirin for
HCV[J]. N Engl J Med, 2014, 370(21):1983-1992.

Zeuzem S, Jacobson IM, Baykal T, et al.Retreatment of HCV with ABT-450/r-ombitasvir and dasabuvir
withribavirin[J]. N Engl J Med, 2014, 370(17):1604-1614.

Andreone P, Colombo MG, Enejosa JV, et al. ABT-450, ritonavir, ombitasvir, and dasabuvir achieves 97%
and 100%sustained virologic response with or without ribavirin in treatmentexperiencedpatients with HCV
genotype 1b infection[J]. Gastroenterology, 2014, 147(2):359-365.

Poordad F, Hezode C, Trinh R, et al. ABT450/r-ombitasvirand dasabuvir with ribavirin for hepatitis C with
cirrhosis[J]. N Engl J Med, 2014(21), 370:1973-1982.)

Sulkowski MS, Gardiner DF, Rodriguez-Torres M, et al. Daclatasvir plus sofosbuvir for previously treated or
untreated chronic HCV infection[J]. N Engl J Med, 2014, 370(3):211-221.

Kumada H, Suzuki Y, Ikeda K, Toyota J, Karino Y, Chayama K, et al. Daclatasvir plus asunaprevir for
chronic HCV genotype 1b infection. Hepatology, 2014;59:2083-91.

Lawitz E, Mangia A, Wyles D, et al. Sofosbuvir for previously untreated chronic hepatitis C infection[J]. N
Engl J Med, 2013, 368(20):1878-1887.

Zeuzem S, Dusheiko GM, Salupere R, et al. Sofosbuvir and ribavirin in HCV genotypes 2 and 3[J]. N Engl J
Med, 2014, 370(21):1993-2001.

Pol S, Reddy KR, Baykal T, et al. Interferon-free regimens of ombitasvir and ABT-450/r with or without
ribavirin in patients with HCV genotype 4 infection: PEARL-I study results[J]. Hepatology, 2014, 60:1129A.

Gane EJ, Hyland RH, An D, et al. High efficacy of LDV/SOF regimens for 12 weeks for patients with HCV
genotype 3 or 6 infection[J]. Hepatology, 2014;60:1274A.

Hu J, Doucette K, Hartling L, et al. Treatment of hepatitisC in children: a systematic review[J]. PloS One,
2010, 5(7):e11542.

Hartwell D, Cooper K, Frampton GK, et al. The clinical effectiveness and cost-effectiveness of
peginterferonalfa and ribavirin for the treatment of chronic hepatitis C in children and young people: a
systematic review and economic evaluation[J]. Health Technol Assess, 2014 , 18(65):i-xxii, 1-202.

Sulkowski MS, Thomas DL, Mehta SH, et al. Hepatotoxicityassociated with nevirapine or
efavirenz-containing antiretroviral therapy: Role of hepatitis C and B infections[J]. Hepatology, 2002,
35(1):182 - 189.

Nunez M. Clinical syndromes and consequences of antiretroviral-related hepatotoxicity[J]. Hepatology, 2010,

30



(AEUETRBEiIATER ) 2015 SEEHTHR

126.

127.

128.

129.

130.

131.

132.

133.

134.

135.

136.

137.

138.

52(3):1143-55.

Fabrizi F, Dixit V, Messa P, et al. Antiviral therapy (pegylated interferon and ribavirin) of hepatitis C in
dialysis patients: meta-analysis of clinical studies[J]. Journal of Viral Hepatitis, 2014, 21(10):681-689.

Scott DR, Wong JK, Spicer TS, et al. Adverse impact of hepatitis C virus infection on renal replacement
therapy and renal transplant patients in Australia and New Zealand[J].Transplantation, 2010,
90(11):1165-1171.

Singal AG, Volk ML, Jensen D, et al. A sustainedviral response is associated with reduced liver-related
morbidity and mortality in patients with hepatitis C virus[J]. Clin Gastroenterol Hepatol, 2010, 8(3):280-288.

van der Meer AJ, Veldt BJ, Feld JJ, et al. Association between sustained virological response and all-cause
mortalityamong patients with chronic hepatitis C and advanced hepatic fibrosis[J]. JAMA, 2012,
308(24):2584-2593.

Afdhal N, Everson G, Calleja JL, et al. Sofosbuvir and ribavirin for the treatment of chronic HCV with
cirrhosis and portal hypertension with and without decompensation: early virologic response and safety[J]. J
Hepatol 2014, 60:S28.

Kevans, D, Farrell G, Hopkins S, et al., Haematological support during peg-interferon therapy for
HCV-infected haemophiliacs improves virological outcomes[J]. Haemophilia, 2007, 13(5): 593-8.

Monaco S, Ferrari S, Gajofatto A, et al., HCV-Related Nervous System Disorders[J]. Clinical &
Developmental Immunology, 2012, 2012:236148..

van der Meer, AJ. Achieving sustained virological response: what's the impact on further hepatitis C
virus-related disease?[J] Expert Review of Gastroenterology & Hepatology, 2015, 9(5): 559-566.

Papatheodoridis G, Buti M, Cornberg M, et al. EASL Clinical Practice Guidelines: Management of chronic
hepatitis B virus infection. Journal of Hepatology. Jul 2012;57(1):167-185.

Liu, C.J. Treatment of patients with dual hepatitis C virus and hepatitis B virus infection: Resolved and
unresolved issues[J]. Journal of Gastroenterology and Hepatology, 2014, 29(1): 26-30.

Rodriguez-Torres M, Slim J, Bhatti L, et al., Peginterferon alfa-2a Plus Ribavirin for HIV-HCV Genotype 1
Coinfected Patients: A Randomized International Trial[J]. Hiv Clinical Trials, 2012, 13(3): 142-152.

Micallef JM, Kaldor JM, Dore GJ .Spontaneous viral clearance following acute hepatitis C infection: a
systematic review of longitudinal studies[J]. Journal of Viral Hepatitis, 2006. 13(1): 34-41.

Hofer H, Watkins-Riedel T, Janata O, et al. Spontaneous viral clearance in patients with acute hepatitis C can
be predicted by repeated measurements of serum viral load[J]. Hepatology, 2003, 37(1): 60-64.

31



PUEFLIFHEND
PUESRBRBEN D




