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SRR

R 9 27 25 5B HCV 1697 Fa B e S o A

BPRE FEH FEAH AFE

T H TR e R H &7 (hepatitis C
virus, HCV) [T, KRG HE K HCV AR T 4
TIHF 4 % 8 Chepatitis B virus, HBV) %, H [H 4}
2y wlLEPL HCV 25 )R 7 TR N 1) 2 FH e i T 9t
HBV!,  HL7E 2009 4E A A (6 T-51 HCV 1259t A
70 40 P R, BFE HCV BEPUR T2 (direct-
acting antiviral agent, DAA) & [E/MF % 35 4 25
A BOE S 22—, 8 3¢ http://www.hcvadvocate.org/
hepatitis’hepC/HCVDrugs.html } 35, #] W, JL F &
— X HCV WHRI 25 W) 508 A 1 BBt D225 2014 4F 6
H 11 H, 8eR R & A7 8 2 10 DAA [ttt i, $i
HCV [#] DAA 2 — [t Sofosbuvir 1 #% 3£ [H v F| 5 2= [
LTl 2014 KB EIHT Z — (Nod. Y&
P 8 Ik 25)  (http://www.cn-healthcare.com/guoji/
focus/2013-11-21/content_432758-all.html) .

BTHUHCY 9 HEHE R IS, FH0 T HCV ik
J7 SRR AR . 2014 SERR T 25 A 0 TN A
JH 4 (hepatitis C, HC) FINAITHLRAT T MR —
NE 2014 4 1 H KR AE (Journal of Hepatology) i
EASL Clinical Practice Guidelines: Management of hepatitis
C virus infection™; %) — AN J& 2014 4F 4 J] 75 43 FF KM
JHIR A 25 TR I R AT KB R a7 i) (EASL
recommendations on treatment of hepatitis C) ™, [H A x|
LA B e O AT R R T (IR
MRS 2%E) o PN B R AT T R AR ZE AU 3 AN, H
740 15 52 48 te s 5 &I HC 13697 B4 TR KIN
e, BHMENT &M T 2 2014 45K Ko 2
&5 (European Medicine Agency, EMA) W Rg#t
#E BRIV HC B2y, 78 T8 N 2525 B i
THEESMTHCV Bl iR, AEE IR AT TR
45534

— AR B TT T S g

R1~53 IR T R~ 6 M HTHC VIR YT 77
%o PTAHCVAH AL 9% 8 1 4] v M 4836 i 1)
N3 Z PR TEIRTT o« AREIRTT T R R & AL
T# 2 (pegylated interferon, PegIFN) a5 & K
180 pg/JH, PegIFN-2b5 1.5 pgkg A~ Fl
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LAk (ribavirin, RBV) 7441 00051 200 mg/d
GGETRE< 75 kggli = 75 kg) . 1fi H ATDAA RS
TSR 3, ARSI 7 ZAR A .

—. HHT EASL #3251 HCV 1697 7 R 50 HT

F 6 BGERERE T AN R R IR Y RS VR T T R GR
J7 JE . Sofosbuvir k& HoA ST 85 254 vl T %
LR B8 Y7, 1l Simeprevir A1 Daclatasvir 4 7] H -
JEIR 1 AT 4 RS . ATRDIE R Y R I A R T R K
WA, — Bk 12 ~ 24 J,

1. Pt HCV iy + =Bayr: Wk 1~ 5k
TR UG HE 6. K6 LLEH, X T H K
1/4 BT HCV 3897 R EEA W K LL PR+ AH
75 DAA i — Rl 55— 25 /& DAA 1 NS5B 1l 5
SOF 4 R 5k 2% DAA. H iR 47 LL PR I
AP DAA IHIEIRTT T %, 1M LA SOF K&
e, HUOURES 2 40 NS3/4A 4R (A RGEHMHI7] (protease
inhibitor, PI) SIM, FILUCGEBEA NSSA & H M6l
7 DAC. 44k 1T NS5A % (4 B 1 77) (DAC) &
KRIER B, 78 BTG PR 64 DAC 280 TH S —
U NS3/4A PI 1] SIM, WA 5 T3P AL,

A —Pp I SOF I A 7897 ABEA R 855 4k
—F DAA, Rt NS3/4A (¥ PI (¥ SIM 1 NS5A [
PI #5111 DAC, H:vh SOF BE# R £ 80k T ANBENH
%% IEN B AT HoAh n] Rk P p 67 5 e, $2
TNIX B ¥R T AE T SOF A5 IFN [ 5 ik 7
%, Mi%ET SOF [e# 54 —Fh DAA, RBI 4L PI
(1) SIM F1 NS5A [f] PI #iil5 ) DAC. H4R H %A
SRS FUESETE B I R v LA A, (H R 2 DL
TRIT A N A B N A B A LC R, AR
DAA BEE R En R 28 b, Big2ET PRIE
FEHET SOF [MiRy7iRy7 2 39k 3 BiAYy, HILT SOF
A 2 BURAE LRI ORI R B I, Wdos
HarEAMER 1. 4 B F AR R HF DL PR IS 73 7 —
Bl DAA [0 = BGTT J7 o0 &, sy £ 2%+
HARIER AR TR

2. BAWIT RS AMPLEE N S APLE
SIM: # i 7F [ 4h L1l () HCV () DAA J& PI. 1%
J& NS3/4A B A i /E HCV £ 5 5 A I L% 2T RNA
A R B AR, 30 NS3/4A 35 P T LLRH
HCV S 4l. BB E 2 REOm TR, X
A IFN S AP R PUm a7 2% 9 PLIY R 5T K
Je 77 W) ks OBH W NS3 85 (1 B F1 1L 4 B NS4A (7 1
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YEH: @9k Zn™ Gkt i @HEMHIEY S
WG PO s Z e PLUT 3 SR, —2O R AL
Pramsls CE—A0 XA S PRI e R AT ),
AL FE 117 1) Telaprevir A1 Boceprevir; 75— 28FR
S BRI R A M AR LA A ) R = AD B
simeprevir (TMC435) ., 1{H & —4C PI Bl Telaprevir £l
Boceprevir 37 2 Iy K 1K A [ S B A2 AL .
TR S F LA R RO e kA, ot 2 AR
G - 4i B B 3% PAS03A4, HAT#FUMAIEIER, &
SN AE XAE R, JCIE T Ik 6T HoAth
i Z Bl 254 (polydrug) o 5 AN B 11 Jn] 7t L
PR, . X PI R3NP
Ze, PUIRAERI AR, 128 =A% PT ] SyG AT A8
WG, M m A Rah SRt A vl B 2 ok
AR K. AP =X 5 WK 7. Simeprevir
(TMC435) J& T ARG, H oy S 2 edt B
HAFT—REABEHDEIFR], e D RA = —RK—
W, AREI R 5 1. 2, S A6 AL Il

IR B 78 TMC435 14 SOC 1136 )7 R AT R b 18 in
SVR & U g T2 M 0 R AR 77 35 &5
NS3 WGPy, BRI PIE PL 2 (A AEAEAS X 2.
Simeprevir AT 2547 24 F43S. Q80K. D168V/E,
B PR 25441 71, MK-5272 Fil ACH-2684, 52 Hi
(1) PLICEE [R] i 25748 55, H A b N TR PR 5256

H i, V52 NS3 & A Bgp il 7], 5 NS5A f %
T AN A AR TT, BT RBY BIfEH,
WP I 45 R o T R AF G R FH A st i,
—INEE SR, 11 A5 1a 8 1b B HCV J# 4 % 4
5§ NS3 4 [ g 4 i 57 Asunaprevir 5 NS5A 1 il 5]
Dadatasvir [5G 097, HPf 4 2488535815 7 HCV
AR BR U o — TR 5 B AR B & 2 45 T 25 I
Ib B i, SVR HikF| T 90%",

3.ITTEM B4R AR 6 TTLUE Y, BRI AE
%2> (European Association for the Study of the Liver,
EASL) #EF#45 5 i =6t HCV 5 K KA S AE TI7
PRI B4k, DU TR R E T PR IAIT K

F=1OERE 1 BB HCV EIT &
JE A D JFFE RD Ve
1 PR + SOF 12 " NI
VIUEIRIT IR I7 5 25 Sf HOV JLEH 1a %0
PR (12)° 24 AT LC B THCV HEIN 1a BUBH o g 4, 128024 0,
2 PR+ SIM (12) . NS3 (<R E ZHF, HCV RNA > 25 [U/ml, |
R 6> Mg MFEMHI AT e A71E QSOK 25 7R LB m 2
%, AFE LC ¥ ety 2 eI
PR +DAC 4 JHIF, HCV RNA > 251U/ml, 10 J4I5), HCV RNA
(12) AR \ y X
3 PR + DAC(12) 24 1b , la R 2
N 4 I, HCV RNA < 25 IU/ml, 10 FiE}, HCV RNA BT la MERILATR
PR (12) Cde
AR
4 SOF+R 12 ANBEM 52 AN F IFN J097 5808, 1207 R4 T A B0 HAANE TRN ¥a97 5 6]
s JiN e
5 SOF + SIM 12 YL R BORBS R ¥ HAATE 20, (0 T HCV W& ] fe b 2%,
JCFOEREAERIT O (8 LC M, NHREIKE R
12 YIIE s HAr A& SRS R TE 2% T HCV
6 SOF + DAC s 2594 B %, 4 PR A TEL i} N, JUHREAE SR (80 LC B, M

BOC — BBy RMUE

FIBIKA RIGIT

Vi: P:

WO AT ILE -2a2b; R: FIEHHR HE: AF > 75 kg, 1200 mg/d; AT < 75 kg, 1000 mg/d) ; PR: PeglFN-

2a/2b + AL F5#k: SOF: RIAEA+ (HIfE: 400 mg/d) : SIM: wJEULH (HIH: 150 mg/d) : DAC: daclatasvir (JfE: 60 mg/d) :

IFN: TH#0%: LC: Mfitk; TEL: $5drik4E; BOC: 3k

Fz2 KN 2 MHLHCV K7 %

ES 2 D ITRE (D L
12 — R
1 R+ SOF 16 ~ 20 LC B, RILEZHEY
2 PR + SOF 12 LC Al () &t
e P ROZEALTHLE -2a/2bs R: FIE A5k SOF: RARAML; LC: JFhlifL
£33 AP HCV EIT T E
HE I D ITEECRD I
1 PR + SOF 12 D e o
2 R + SOF 24 XTFZA LC B, 7 5L R IESE, Mg # a7 %
3 SOF + DAC 12 YA s Hur & BoRBeA RGIT B2, (HXT
24 Zin i GRERRD T HCV 4% 22, JUH 2196 T8 N 2 A

(8O LC B4, WiZka R

Vi P

BB TILE -2a2b; R: FIELFiAK; SOF: RIEAIH4; DAC: daclatasvir (F#: 60 mg/d) ;5 LC: FHilifh
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AU FE 2 N2 (rapid virological response, RVR)
M E AT LA FE S 24 J8, i H AT G &3E T PR
MG ik /2 T SOF kS, —MyrfE 2 Ll 12 4,
WK 2 24 L, feH 48 JH. (R BT R
B ) R T DA B 8 VR 7 30 43 N 2 B Y 2 B
HGIFLC BEH .

4. #4 ok 4y CHC &4 (41 HCV 97 Wl RE P A
IFN-FREE [f] 3D + R I 48: 1T 1] 1 AbbVie 24w JT &
G TEN, 42 iR 3 Flt HCV-DAA Bk &5 -- R #K 3D 7 i,
TBITHEIN (genotype, GT) 1 UG IEPR AT 4 (chronic
hepatitis C, CHC) &3 n] SR 15 |k o i (1) RF S 5 2
N 2% (sustained virologic response, SVR) . 1% 3D
J7 ikt HCV NS3/4A & (1077 ABT-450. NS5 411
il 771 ABT-267 F1 NS5B RNA % £ g 1) ] 71] ABT-333
Frdip ™ ¥, EASL 2R ZE B &by BRARKE K
% Aghemo FZ A @ i: XANIRIRBEFCM) 3D Jr ik
SUF ARV 2 B TP A RR A R, AR

ff) GTla AL £2 Ik LC H % . 7F SAPPHIRE- 1 Jij #ff
5irh, JG LC 1 GT1 #3352 3D ik & R A
J7 12 J8, HEARE TR IT I SVRI2 2y 96.2%. 1
FOMXMEVR I GTla g, I SVRI2 % 95.3%, 1fi
GT1b Jj 98%. Fijii, TURQUOISE- II Hfff 57 45 SiF
B, 3D J7¥:4E GTla fil GTIb [#) LC &t A5 97
e BRI AT R, 12 BRI 4L SVRI2
91.8%, Iff 24 JH ¥ 97 411 SVRI2 24 95.9%. Wk 4F,

PEARL- [TIHF5T T 3D y7 k1677 4E LC (1) GT1b &3
(F7 ORI 52 P, aX e (8 3 B AL 32 52 3D 7 VA &
RAYT. ¥RY7 12 JEHIE, JE RBV [ SVRI2 Ny 99%,

1M B 4 RBV [f] SVRI2 4 99.5%., H 7 1) 3D ¥ K
HCV ¥:5PEf) DAA, {H RBV H AT A4 vk Hom a1k
i, 7EPEE DAA J 3T IFN (1) SOC Y697 77 b i
RBV 1] g v A 7 2%, Mok K n] g & Al 3D+R I
o ARFEZ U S AN TPN ZE ik i, v]

RS U A2 B T TFN + DAA B3 AR S AT R

Fz 4 KN4 AP HCV R TR

HE A D e JED #i
1 PR + SOF 12
S YT A Y i 4
P+R (12) 24 :gmzﬁﬂz,ﬂﬁgk (BAHLC 1 HCV RNA & 5 6 97 4. 12 5%
2 PR+ SIM (12) ST A NS R, g 2 J&, %+Hc'\/RNA> 25
P+R (36) 48 LC U/ml, NIRRT
3 PR+ DAC (12) PR+ DAC (12) o4 4 JAIsk, HCV RNA > 251U/ml, 10 JAI, HCV RNA Ak i
PR (12) 4 JHI, HCV RNA < 25IU/ml, 10 JHI}, HCV RNA AnJkth
4 R + SOF 24 NI 52 BRG] TRN VR I7
s SOF + SIM ) YL & R BoRIA RIGYT EE 2034 SR, 6 FT4T HCV W45 22,
JEHRAE ENZM (5D LC EE, NEEKA R
12 W H AR BoRBes RG22 Mm% X1
6 SOF + DAC o Z R Rk gy TG HCV N2, JUIO BEAE T0 M &

AN 12 IR

() LC 85, NEIEEG R AT

VE: Pr ML TEHALTILE -2a/2b; R FIELAIHK SOF: R AEA
LC: Httifk

; SIM: ®SEULT (I #:

150 mg/d) ; DAC: daclatasvir; IFN: T4 %;

£5 FE S5 L6 BB HCV RIT %

S 2% Tk (D L
1 PR + SOF 12 TCAFIR B
2 R + SOF 24 WA 52 BANIE A TFN V67 (1) i

W P ROTREALTHLE -2a2b; R: FIETiAR; SOF: RAEA 5 IFN: THLE

F6 RFEILFG HOV #5774

T D

FL[A 1/4 7Y FE 2 A JEP 3 1 FEA 5/6
SOF 12 12 12 12
PR SIM 24 ~ 48 — —
DAC 24 — — —
R 24 12 ~20 24 24
SOF SIM 12 — — —
DAC 12~24 — 12 ~24 —
W 7 RORAEM . P BOTRALTPLE -2a2b; R: FIEFi#K; PR: PegIFN -2a/2b + FJEfi#k; SOF: RIAEA T SIM: w3k

VL=F; DAC: daclatasvir

FT B EE AP EEX G
Pl /0 R 2
) o AR 25: AR I R R il 25, 5CYPZ
5fe 5 AT ISR 18 HOV o
2 AR TLAE T
AR 4 LR A i R RO 25: 1548 PL B 254 3%
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MIGT 5 A 905 743 A0 w0 B oA R A AT s 1 ) 4
5. BT S 4 SR R AMIFRL 50 HCV 2t e -
(1) : &3 http://www.hcvadvocate.org/hepatitis/hepC/
HCVDrugs.html 3, W] W JL-F- 4 4 1K HCV #f 1]
HYTEHAE, BOFCAE 201446 H 11 H, E1
S AR Hh aT LA 2R 2 Wi 254, i S i B AR
2 RIS 7 230 2 1L IR IR (cancelled) o
(2) KTWHH 25 W) iy 44 AL T 1 AR Bl 56 iy
W T WA LB Be2y M w44 — CE SIS, R
2 2 LI 2 w) A4 Bk b R BEE LA - BRI
A0 5 KBl b Ar Ko A, W R7128 (i Roche 24 w]
i, ACH1625 H Achillion 2% =] i, 1i MK-3128
Merck 23wl ffF i, BT I RS 5 0] g 25 HE RS o
%, 0 telaprevir (VX-950, Vertex) , [fij boceprevir
(SCH-503034, Schering) , 41 % % 25 ¥ I5 26 )7
HCV, W—MBAENGAR T W, TR 4 .
(3) AT X 2 AN A HE fU 2590 BT 0 A [R] 4
M HT HCV 2454 45 K B A AU, 1 245 40 fiw 44 I 5
ZRAEATE R AH[F R, anBE %) NS3/4A 1 PT Ji5 4330 ¥ 2
previr, [M4FX; NS5A {25450 5 LA asvir 252, %1%
NS5B Z A Hgd0 67, T HCV )& T RNA, i H A
() 23R B B I A R e (U L IR, S
g5 Rl i 2 LA buvir, MRAEIXLES T, AR A S F
B TWE-—250K DAA, {H-— 7 5 i d i e
T8 ] AN [T SR FH B R o A4 s I X
B tBOA T R Pt HCV w44, BIPTIE Y STAT-C
(specifically targeted antiviral therapy for HCV) iy %4
Jra, EEER HCV Sl bR e e ()
R, BE SCE R BEH TPt HCV, AN RE T3
b s B3 I HTRFEIRYT o LR 24549 (1) R ) )
S HCV 2 ARGEIFR] . JEBHI7] J HCV 5
TR, VAR iy 44 I R 4] 23 D PR, 0 43 i T e B
HCV MURTE L HCV (R 2R & B 5, 2 15 A7 e L
HCV {UAE T HCV R & Mg el 8 A 8§, 1fy A i HCV
PRI 2R & Wl e £ Ul AT e T AR BRI R S
M HIMRAER, WMER T2

R, FH, FE4, F.
FA, 2015,9 (1): 126-129.
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