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1 

Introduction 
 

Hepatitis C virus (HCV) infection is a worldwide major 

health problem. Recent estimates indicate that approximately 

130–210 million individuals, i.e. 3% of the world population, are 

chronically infected with HCV (Shepard et al., 2005 and 

Lavanchy, 2009). More than 90% of HCV isolates from Egyptian 

patients are of the genotype 4 variant, which is significant 

considering that Egypt has the highest worldwide prevalence, 

with 9% country wide and up to 50% in certain rural areas, due to 

specific modes of infection (Kamal and Nasser, 2008). 

Eventually, 20-50% of chronic HCV patient’s progress to 

cirrhosis and 5-7% develop hepatocellular carcinoma within 10-

20 years (Mohamed, 2004). 

The current treatment for patients with chronic hepatitis C 

is the combined Ribavirin and Interferon-based therapies for 24 to 

48 wk. Antiviral therapy for chronic hepatitis C has many goals; 

the primary goal is durable viral clearance as evidenced by the 

absence of HCV RNA in serum (virological response); the 

secondary goal is reduction of damage to the liver as determined 

by either persistently normal ALT levels (biochemical response) 

or improved liver biopsy, with the expectation that this will delay 

or prevent cirrhosis, HCC, the need for liver transplantation, and 


