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[Abstract] The development of all-oral direct-acting antiviral agents (DAA) is a milestone in the history of hepatitis C treatment. In

China, DDAs that have been approved or will be approved in the near future include daclatasvir, asunaprevir, sofosbuvir, ombitasvir/paritaprevir/

ritonavir, dasabuvir and simeprevir. With high efficacy and good safety, these drug combinations make it possible to cure more Chinese patients

with hepatitis C. The clinical trial data of the above-mentioned medicines were reviewed here, and the development goal of hepatitis C treatment

and the prominent representatives of pan-genotypic combination of direct-acting antiviral agents were introduced, so as to provide reference for

researches of hepatitis C and related drugs.
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6 Ffr, WA 5 IFN A5, AT TC IFN fy Al
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kfifh (daclatasvir, DCV ) J&— it PEPEER X
HCV HE 45 # & [ (non-structural protein, NS) 5A &
il 2 A AR R, X2 A HCV SE R R/ R BLAT &
JERE 5. & B 45 (asunaprevir, ASV) J& ik £ 7E
HCV NS3/4A 85 B 5. — 3 2 v T R 3
¥ (HALLMARK-DUAL ) I8 A 307 4 %136 B % .
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HHBIHN 1%~3%, TCHREHLT ", EHIFHAT 159
2 TR 1o AU 1 D AR 5 B A TS0 AR 3K 56
H, 0t 24 JNRYT, 12 24 JE I B SVR24 35 91.2%
(145/159) . ZiAH ik /R FELk NS5A i 252848 L31M
5 YO3H X SVR A7 8 K5 . 76 TG NSSA JEEL i 24 &
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FEFIR B i TR R, It T T DAA RS 8 s
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1BI7IE, SVRI2 2N 99.5%, LT RELEN FHRHHR T +PR
J7 S AR SVR 2, H B E XX R 2 R 4f,
IR HAS RN 2R AL . ONYX-IT 44 A 104
AL R (46 63 24 E Rkl AT
20 AP E G ISR K 21 ZEERE ), R R
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TR R 2 S s Gaeatt b, X 2 Tl
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paritaprevir = 2 iy 4fl Jfl {2 2 P450 8 K% ( cytochrome
P450 proteins, CYP ) 3A4 5 i, dasabuvir % H
CYP2C8 fRiff, r[ i CYP3A4 1Rif; ombitasvir 3=
BEh K HE S, ] LLi CYP3A4 fUilf. Paritaprevir
SN ML B 5412 Z Ik (organic anion transporting
polypeptide, OATP ) 1B1/B3 | P-### 4 ( P-glycoprotein,
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Vi SEEGT5 (simeprevir ) J&—Ff HCV NS3/4A [
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AR 42N 711 Mavyret i [ 22 7 & 1 glecaprevir
(100 mg) Fil pibrentasvir (40 mg) ZH W, §I & &
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57, O I NSSA #PH 5 NS3/4A Ml G ST
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