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IINNTTRROODDUUCCTTIIOONN  

Hepatitis C virus infection, with an estimated prevalence 

of more than 170 million people infected worldwide, is a major 

health problem (Lauer & Walker, 2001). 

Schistosomiasis is also of significant concern as it is 

endemic in Egypt (Gryseels et al, 2006). The presence of both 

HCV and Schistosoma is of significant concern as patients with 

co infections have been shown to have higher HCV RNA titers, 

increased histological activity, greater incidence of 

cirrhosis/hepatocellular carcinoma, and higher mortality rates 

than patients suffering from single infections (Kamal et al, 

2001)  

For evaluation of the severity of the liver disease and 

diagnostic decision-making, liver biopsy remains the golden 

standard to date (Gebo et al., 2002). 

However, liver biopsy is associated with problems that 

sometimes limit its applicability as diagnostic procedure. 

Interpretation and diagnosis could be compromised by sampling 

errors and observer variability that may lead to under-staging 

particularly in diseases that exhibit a patchy rather than 

homogenous distribution within the liver (Rousselet et al., 

2005). 
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In addition, liver biopsy is an invasive and painful 

procedure, with rare but potentially life-threatening 

complications. Among the complications of percutaneous liver 

biopsy are pain (10%-30%), bleeding, biliary peritonitis, and 

pneumothorax. In large series, mortality has been reported to 

range from 0.1%-0.01%. Percutaneous liver biopsy is 

contraindicated in the presence of coagulopathy, thrombo-

cytopenia, and ascites (Bravo et al., 2001). Thus, many patients 

with CHC are reluctant to undergo liver biopsy and may be 

discouraged from starting therapy for this reason (Castera et 

al., 2009). 

CTGF is a multi-functional protein that drives many 

cellular processes, but has received special focus with respect to 

its fibrotic actions in several organs systems. It is shown that 

CTGF mediates expression of fibrotic markers during HCV 

infection. CTGF produced in response to HCV may act locally 

on nonparenchymal cells, such as HSCs or myofibroblasts as 

well as hepatocytes to enhance expression of markers that are 

associated with fibrosis. Recent studies have indicated an 

association between CTGF and stage of fibrosis in patients with 

chronic HCV infection and high levels of CTGF in plasma and 

liver biopsy samples of HCV infected patients (Kovalenko et 

al., 2009). Findings demonstrating increased CTGF expression 

in HCV infected hepatocytes also underscore the importance of 

hepatocytes in producing CTGF during HCV infection 

(Nagaraja et al., 2012). Previous studies have indicated the 



Introduction  

 - 3 - 

contribution of parenchymal liver cells to CTGF production in 

normal and diseased liver (Tong et al., 2009). 

Several reports have shown that the number of Th-17 

cells was increased in the portal areas of livers from patients 

with chronic HCV infection (Harada et al., 2009). HCV 

antigen-specific Th17 cells were also induced in the peripheral 

blood from patients with chronic HCV infection, which were 

suppressed by virus-induced transforming growth factor-b 

(Rowan et al., 2008). However, the role of IL-17 in HCV 

infection has not been investigated. It is plausible to speculate 

that IL-17 may play an important role in stimulating liver 

inflammation during HCV infection, similar to HBV infection 

(Lafdil et al., 2010). 

 


