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Introduction
HCV is a global disease whose morbidity and
mortality are increasing. The World Health
Organization estimated that 3% of the world’s
population or approximately 130– 170 million
people were chronically infected with HCV at the
end of the 20th century, and 2.3– 4.7 million new
infections per year. Hepatitis C virus is also
responsible for 300 000 deaths annually (WHO,
1999).

In Egypt, hepatitis C is highly endemic (up to 15 %
of the population) , in 2008, a demographic health
survey (DHS) was carried out in Egypt revealing
HCV anti-body prevalence nationwide of 14.7 % and
HCV RNA of 10% in age group (15–59) (El-Zanaty
and Way, 2009)

More than 90 % of Egyptian patients are infected
with genotype IV (Ray et al., 2000).

According to this significant burden of HCV, there
is anticipated increase of HCV-related cirrhosis,
hepatic decompensation, and hepatocellular
carcinoma (HCC) over the course of the next decade
(Maasoumy&Wedemeyer, 2012).



The goal of antiviral therapy is to cure hepatitis C
via a sustained elimination of the virus. Importantly,
long-term benefits of sustained virological response
(SVR) are the reduction of HCV-related
hepatocellular carcinoma and overall mortality (van
der Meer et al., 2012).

Before the identification of HCV as the infectious
agent for non-A, non-B hepatitis interferon α (IFN)
led to a normalization of transaminases and an
improvement of liver histology in some patients
(Choo et al., 1989).

After the identification of HCV it became possible to
measure success of therapy as the long-lasting
disappearance of HCV-RNA from serum (SVR).
Since then, SVR rates have increased from 5-20%
with IFN monotherapy up to 40-50% with the
combination of IFN+ ribavirin (RBV) (McHutchison
et al., 2002)

The development of pegylated interferon α (PEG-
IFN) improved the pharmacokinetics of IFN,
allowing more convenient dosing intervals and
resulting in higher SVR (McHutchison et al., 2009).

In HCV genotype VI , the most prevalent in
Egypt, According to El Makhzangy et al,(2009),
sustained virologic response in Egyptian patients


