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*Suzuki F, et, al J Clin Virol 2012 ; 54 : 352-354
Verneheren J, et al. Best Prac Res Clin Gatroenterol 2012 ; 26 : 487-503
Halfon P, et al. J Hepatol 2011 ; 55 : 192-206

Telaprevir

Faldaprevir

Vaniprevir

Simeprevir

Asnaprevir

ABT-450

MK-5172

V36A/M T54S/A Q80R/K | R155K/T/Q | A156S/D | A156T/V | D168A/N/T/H | V170A/T

FERERR 0.3% 1.5% 4.0%

0.3% 0.5% 0.5%

K6 NS3/4A 7077 —CIEZER & EHIME
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Verneheren J, et al. Best Prac Res Clin Gatroenterol 2012 ; 26 : 487-503

M28T Q30E/R

Daclatasvir

GS-5885

ABT-267

L31F/M/V | YO93C/H/N

I D<finite

*ERERR 3.0%
7 NSSHAMEIRZER & EFIMmtE
.. . Verneheren J, et al. Best Prac Res Clin Gatroenterol 2012 ; 26 : 487-503
- Definite Controversial Sarrazin C, et al. Gastroenterology 2010 ; 138 : 447-462
C316Y M414T Y448C | P495S/ | P496A G554D
S282T N S368T JI/V/L A421V H QLMNT /s V499A /s D559G

Sofosbuvir -
BI207127
BMS791325
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