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INTRODUCTION 

epatitis C virus (HCV) is a major global health problem. 

The predestined prevalence of hepatitis C virus (HCV) in 

2015 was (1.0 %) (71.1) million individuals of them are 

chronically infected. Viral hepatitis was rated to be the seventh 

leading cause of mortality worldwide, but it is estimated that 

only 20% of individuals with hepatitis C know their diagnosis, 

and only 15% of those with known hepatitis C have been 

treated. In many cases, it is attributed to (HCV), which is the 

main causes of liver fibrosis, cirrhosis and cancer worldwide, 

however, Egypt own the highest prevalence rate in the world 

(Mohd-Hanafiah et al., 2013; Spearman et al., 2019). 

It is universally accepted that the widespread of infection 

in Egypt was due to governmental implementation of mass 

population anti-schistosomal treatment with ―tartar emetic 

injections‖ (took place from 1950s to 1980s) beside the usual 

modes of transmission, such as IV drug usage, shared or reused 

needles, poorly sterilized surgical or dental equipment, blood 

transfusions and vertical transmission (Elgharably et al., 2017). 

A synergistic effect may complicate the course of HCV 

and schistosomiasis, vice versa. A long-term study showed that 

complications observed more frequently in those with 

coinfection with around 48% having cirrhosis (Elgharably et 

al., 2017). 

H 
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It‘s estimated that 75–80% of HCV infected individuals 

will progress to chronic hepatitis C after exposure and about 

15-30% of them will progress to cirrhosis and hepatic 

decompensation with or without hepatocellular carcinoma 

(HCC). Around 15–20% will die during the first year following 

decompensation (Spearman et al., 2019). 

Acute (HCV) infection is typically asymptomatic & 

anicteric. Only 25% of cases are clinically manifested. 

However, symptoms, if existed, become apparent 2–26 weeks 

after HCV exposure, and the acute hepatitis lasts 2–12 weeks. 

Hepatitis C antibodies started to emerge within 12 weeks of 

infection, as HCV RNA is detectable before antibodies, it was 

used in diagnosis of acute viral hepatitis C. Fulminant hepatitis 

is rare condition which resample (<1%), and associated chronic 

hepatitis B infection, HIV co-infection, and concomitant 

immunosuppression are risk factors for the development of this 

condition (Spearman et al., 2019). 

It is necessary to harbor the disease between 20–40 years 

and therefore has a chronic HCV infection. After that,  

a noticeable symptoms or signs will occur. HCV is a 

significant precursor for fibrosis, cirrhosis, and ultimately, 

hepatocellular carcinoma in long-term manner especially in 

chronic cases. 


