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Introduction £

INTRODUCTION

Hepatitis C virus (HCV) was identified and cloned in 1989.
It is estimated that more than 170 million persons are
infected with HCV world-wide (3% of population) and as many
as 3 million individuals are newly infected each year. In 20—
30% of infections the virus is cleared spontaneously; however,
in the majority of patients the virus persists. The mechanism by
which some individuals spontaneously resolve infection, while
others become chronically infected is not clearly understood
(Edwards et al., 2012). Both virus-related factors such as viral
heterogeneity and replicative activity and the host determinants
such as lack of efficient immune responses are involved in the
pathogenesis of chronic hepatitis (Tripathy et al., 2009).

The most striking features of HCV are its propensity to
persist in a large proportion of infected individuals and the
broad spectrum of liver disease that result from infection.
Currently, there is no available vaccine to prevent HCV
infection (Obeid, 2011). Studies in humans and animal models
of HCV infection have demonstrated that HCV elicits innate
immune responses early after infection. However, the virus can
persist in the face of the innate immune response. Indeed, viral
clearance occurs only in the presence of antiviral CD4" and
CD8" T cell responses (Dustin and Rice, 2007).

A successful T cell response requires the presentation of
viral peptides bound to HLA molecules on the surface of
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