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INTRODUCTION

%epaﬁtis C 1s an infectious disease affecting primarily the
liver, caused by the hepatitis C virus (HCV). The

infection is often asymptomatic, but chronic infection can lead to
scarring of the liver and ultimately to cirrhosis, which is
generally apparent after many years. In most cases, those with
cirrhosis will go on to develop liver failure, liver cancer or life-

threatening esophageal and gastric varices (Ghany et al., 2011).

HCV is spread primarily by blood-to-blood contact
associated with intravenous drug use, poorly sterilized medical
equipment and transfusions. An estimated 130—170 million
people worldwide are infected with hepatitis C. The existence of
hepatitis C (originally "non-A non-B hepatitis") was postulated in
the 1970s and proven in 1989 (Ghany et al., 2011).

The virus persists in the liver in about 85% of those infected.
This persistent infection can be treated with medication: the
standard therapy is a combination of peginterferon and ribavirin.
Overall, 50-80% of people treated are cured. Those who develop
cirrhosis or liver cancer may require a liver transplant. Hepatitis C
1s the leading cause of liver transplantation, though the virus usually
recurs after transplantation. No vaccine against hepatitis C is
available (Hoofnagle and Seeff, 2011).

The World Health Organization has declared hepatitis C a
global health problem, with approximately 3% of the world’s
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population (roughly 170-200 million people) infected with HCV
(Hoofnagle and Seeff, 2011).

Egypt contains the highest prevalence of hepatitis C in the
world, where genotype 4 represents over 90% of cases. Chronic
HCV infection is the main cause of liver cirrhosis and liver
cancer in Egypt and indeed, one of the top five leading causes of
death (Fried et al., 2011).

It is well known that there are many factors that affect a
successful treatment outcome. When people are trying to make a
decision about whether or not to be treated it is important to take
many of these predictors of treatment response into consideration.
However, it is also important to remember that the predictors to
treatment response listed below are there to help in the decision
making process; they should never be used to deny or discourage
treatment for anyone. These predictors include: virus genotype,
viral load, disease severity, IL28B, IL-10, serum ferritin, age,
metabolic disorders like: insulin resistance, steatosis and metabolic
syndrome (Davis et al., 2012).

High serum ferritin is a common finding in many acquired
liver diseases, particularly in chronic hepatitis C (CHC) and is
predictive of poorer response to antiviral therapy. Ferritin is the
iron-storage protein in tissues and its serum levels correlate with
total iron content; thus, it may be speculated that high serum
ferritin level may be a marker of iron overload. This is usually
true in the absence of chronic inflammation, with very rare

exceptions, but ferritin synthesis and release are increased in

2
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states of chronic immune stimulation and the actual meaning of
hyperferritinemia in CHC has not been fully elucidated (Distante
etal., 2012).

IL-10 is a cytokine produced primarily by monocytes and
to a lesser extent by lymphocytes. This cytokine has pleiotropic
effects in immunoregulation and inflammation. It down-regulates
the expression of Thl cytokines, MHC class II antigens, and
costimulatory molecules on macrophages. It also enhances B cell
survival, proliferation, and antibody production. Furthermore,
there 1s strong evidence of a substantial genetic component to IL-
10 production the 1082 G/G genotype is known to be related to
increased IL-10 production and is associated with a high risk of
inefficient HCV clearance and resistance to treatment (Yu and
Gu, 2011).




