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Introduction

A Probléme de santé publique
A 150- 180 Millions personnes infectées
A Morbi-mortalité importante

A 350 000 décés



L’hepatite C est une maladie systémique
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Distribution mondiale

HCV: Most common genotype
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HCV worldwide: Limited access to new treatment options
In countries with the highest HCV prevalence

Asselah T et al. Liver International 2014



Objectif du Traitement ?
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Lanfection active par le VHC est un facteur
de mortalit® h®patique et extra-h®patique
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SVR Associated With Reduced 5-Yr Risk of
Death and HCC in All Populations

A SVR on IFN-based therapy was associated with substantial benefit vs no SVR

i 62% to 84% reduction in all-cause mortality, 90% reduction in liver transplantation, 68% to 79%
reduction in HCC

5-Yr Risk of All-Cause 5-Yr Risk of HCC
Death by SVR by SVR

B sSsYR M NoSVR

Pts Dead After 5 Yrs (%)

251 25 -
e
20 > 20+
Lo
o
15+ £ 15+ 13.9
11.3 <
10.5 8 §
10 - T
=
5 - =
i)
0 a
General Cirrhotic HIV- General Cirrhotic HIV-
Pts Coinfected Pts Pts Coinfected Pts

Hill AM, et al. AASLD 2014. Abstract 44



Traitement PE@Glibavirine

Hepatitis C patients
All patients
(N=13,583) 1007w -
(N=5,348) 100% "~ e
N p
N ’
LN /
Treatment eligible ™ e
39%
41% ) /
\ /
Started treat t\ y
arted treatmen
19% t [
21% \ |
\ I
Completed treatment ! ’
13% |
16% Vo
\
svR \ I
3%
4%

=== Data from all studies
Only studies with complete data

North CS etal. GenHospPsyci2013,35,2:1263



Cycle Viral
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Direct-acting antivirals (DAAS)
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