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Introduction and Aim of the work,

Introduction

Hepatitis C is a major cause of liver related morbidity and mortality
worldwide and represents a major public health problem (Alberti and
Benvegnu, 2003). The World Health Organization has detected hepatitis C
virus aglobal health problem with approximately 3% of the world
population(rougly 170-200 million people) infected with HCV
(Mohamed,2004)

The prevalence of HCV infection in Egyptians is the highest
worldwide. Many reports showed high rates of HCV seropositivity among
Egyptian blood donors (9.7-24.8%) (Saeed et al., 1991; Kamel et al., 1992 ;
Darwish et al., 1993 and El-Zayadi et al., 2001), as well as patients with
chronic liver disease (67%) (El-Zayadi et al., 1992; Fathalla, 1992; and
Mohamed et al., 1996). Most cases of HCV-related HCC occur in the
setting of cirrhosis which generally occurs after at least one decade of

infection (Di Bisceglie, 1999).

The liver plays a central role in control of the serum blood sugar by
balancing the uptake and storage of glucose via glycogenesis and the release
of glucose both from hepatic glycogen stores via glycogenolysis and de novo

through gluconeogenesis (Nurdlie et al., 1999).

Glucose intolerance is well known to be frequently present in patients
with chronic liver diseases, especially cirrhosis. It has been documented that
60-80% of cirrhotic patients have glucose intolerance and 10-30%
eventually develop overt Diabetes mellitus when their impaired insulin
secretion cannot meet the increased demand for insulin due to insulin

resistance (Aoki et al., 2000).
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Hypoglycemia is found in 30% of patient with HCC because of
malnutrition and a decrease of gluconeogenesis in the liver (Margolis &
Homcy, 1972). Another explanation is that hypoglycemia may be due to
increase demand for glucose by an enormous tumour mass and so is often
associated with an undifferentiated, rapidly progressive tumour (Sherlock
and Dolley, 2002). In patients with severe recurrent hypoglycemia, the
tumour tissue contains 10-20 folds more high molecular weight insulin like
growth factor II than normal liver and this might mediate the hypoglycemia

(Shapiro et al., 1990).



