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INTRODUCTION

Hepatitis C virus (HCV) is considered the most common
etiology of chronic liver disease (CLD) in Egypt, where
prevalence of antibodiesto HCV (anti-HCV) is approximately 10-
fold greater than in the United States and Europe (Strickland, et
al., 2002). Egypt has the highest worldwide prevalence of HCV
(10-20%) (Ray et al., 2000 and Kamal & Nasser, 2008).

The magjority of infected individuals (60-80%) develop
chronic hepatitis C (CHC), which is associated with progressive
liver fibrosis and a 3-9% risk of cirrhosis after 20 years (Freeman
et al., 2001). CHC is aso associated with significant morbidity
and mortality, accounting for 50-76% of all liver cancer cases
worldwide, and two thirds of liver transplants in the developed
world (WHO, 2008).

Strickland in (2006) reported that, in Egypt,
schistosomiasis was traditionally the most important public health
problem and infection with Schistosoma mansoni is the major

cause of liver disease.
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It is now widely recognized that CHC is associated with
insulin resistance (IR) and type 2 diabetes (T2DM), so can be
considered a metabolic disease. Apart from the well-described
complications of diabetes, IR in CHC predicts faster progression
to fibrosis and cirrhosis that may end in liver falure and
hepatocellular carcinoma (HCC). More recently, it has been
recognized that IR in CHC predicts a poor response to antivira
therapy (Douglas and George, 2009).

A previous study of cirrhotic patients confirmed that T2DM
was present in 21% of patients with cirrhosis due to CHC.
Significantly, subsequent case control studies have confirmed that
T2DM is associated with CHC even in the absence of cirrhosis
(Knobler et al., 2000 and Antonédlli et al., 2005).

Of relevance, it has been previously reported that there was
no association between CHC and type 1 diabetes, and no
association of hepatitis B virus infection with T2DM, suggesting a
virus-specific association of HCV with T2DM (Douglas and
George, 2009). It was aso noted that HCV-associated T2DM
mainly occurred in patients with other risk factors for diabetes,
such as older age and a high body mass index (Mehta et al.,
2003).
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Insulin resistance is present in > 90% of individuals before
the onset of frank T2DM. The homeostasis model of insulin
resistance (HOMA-IR) was used to diagnose IR, calculated by the
following equation: HOMA-IR = fasting glucose (mg/dL) X
fasting insulin (UU/mL)/405 (Matthews et al., 1985). Typically,
a HOMA-IR value > 2 is used as a significant indicator of IR

(Douglas and George, 2009).

Hui et al. (2003) first reported that IR is increased in
patients infected with HCV, particularly genotype 1. Subsequent
studies have confirmed this association for genotype 4 (Moucari
et al., 2008) and possibly also genotype 2a (Negro, 2006).

The mechanisms of HCV-induced IR occur through
increased levels of interleukin (IL)-1, tumor necrosis factor
(TNF)-a, IL-6 and leptin, and reduced levels of adiponectin
(Bugianes et al., 2005).




Aim of the study

The aim of the present study is to estimate the
pattern and prevalence of glucose intolerance and
alterations of glucose metabolism in diabetic and non-
diabetic HCV cirrhotic patients




