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Conclusion 

157

Summary

Egypt has the largest burden of Hepatitis C virus in the
world, the overall prevalence for positive HCV Ab in Egypt
was 14.7%. 9.8% of the population continues to have HCV
RNA, which means that 7.8 millions of the Egyptians continue
to have chronic active hepatitis (According to Egyptian
demographic health survey) (Kamel et al., 1992).

Cirrhosis represents the end stage of any chronic liver
disease, it can remain compensated for many years prior to
development of decompensating events; decompensated
cirrhosis is marked by the development of jaundice, variceal
hemorrhage, ascites or encephalopathy (Sakib and Garcia-
Tsao., 2003).

According to the NIH Consensus Conference Statement,
the primary therapy recommended for patients with
decompensated liver disease due to HCV infection is referral
for liver transplantation (National Institute Of health
consensus development conference statement, 2002).

Interferon and ribavirin therapy (the standard antiviral
therapy for HCV infection) is potentially dangerous in the
setting of decompensated cirrhosis because of the increased risk
of life threatening complications and because of the concern
that it might accelerate hepatic decompensation (Crippen et al.,
2002).
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