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CIntroduction &

INTRODUCTION

Liver plays fundamental role in lipid metabolism and
hepatitis C virus (HCV) is linked to the lower lipid profiles
and the progression of the chronic liver disease (Dai et al.,
2015).

Globally over 177.5 millions of people chronically
infected with HCV as a prevalence of 2.5% of World
population and it is serious burden of global health
(Petruzziello et al., 2016). And the prevalence of serum anti
HCV is higher in Egyptaion population (Yang et al., 2010).

Several studies reported that HCV associated with lower
lipid profiles and predisposes to dyslipidemia, liver steatosis or
advanced fibrosis (Dai et al., 2015).

Lipids also play an important role in HCV life cycle or
its structure. However hypobetalipoproteinemia caused by
HCV binding to lipoprotein was already reported and it is may
be one of the main pathway to lowering lipid profiles during
HCV infection (Grassi et al., 2016).

Several studies have reported dysregulated serum lipid
levels in HCV infection, especially low levels of low-density
lipoprotein cholesterol (LDLC) (Kuo et al., 2011) and little is
known about the serum triglyceride (TG) levels in HCV
infection.
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Another study reported that TG may contribute to liver
fibrosis due to deposition of TG and liver steatosis (Nagano et
al., 2015). There is limited number of studies determined lipid
profile influence of fibrosis stage chronic HCV infection.

Although protease inhibitors and other direct acting anti-
viral drugs have been used in the Western countries, but the
Pegylated interferon-alpha (PeglFN) and ribavirin (RBV)
combination therapy for chronic hepatitis C (CHC) is still
remaining the major treatment for HCV infection in many
countries (Yu and Chuang, 2015).

The clearance of the HCV RNA is the main determinant
of the increase of lipids after PegIlFN/RBYV treatment. However
advanced fibrosis also has an effect in increase of lipids after
the treatment (Batbold et al., 2018).

During treatment with direct acting antiviral therapy the
serum lipid profile may reflect not only recovery from the
disruption of lipid metabolism induced by HCV but also
pharmacological effect of DAAs (Takako et al., 2018).

Since the change of the lipid profiles are interesting after
curing of the HCV infection and not be well-documented, we
aimed to evaluate the effect of antiviral therapy on lipid profiles
and to investigate the factors related to the changes of lipid
profiles in CHC patients.




