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Abstract 

 

    In this study, we were aiming to find a relation between H.pylori and 

progression of HCV related liver disease by comparing the sero-

prevalence of H.pylori in HCV sero-negative and sero-positive (cirrhotic 

& non-cirrhotic) patients. H.pylori status was investigated using ELIZA 

technique in 30HCV positive cirrhotic patients, 30HCV positive non-

cirrhotic patients and 20healthy controls.The study showed higher 

prevalence of both H.pylori IgG & IgA in cirrhotics (100%,80%) 

respectively, than non-cirrhotics (90%,46.7%) and controls (65%,20%). 

No relation was found between H.pylori infection and sex or age. 

 

Key words: HCV, H.pylori,IgG,IgM. 
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Introduction  

&  

Aim of the Work 
 



INTRODUCTION 

Hepatitis C is a non-cytopathic hepatotrophic virus having a single 

stranded, positive sense linear 9.5 kb RNA genome. Hepatitis C virus 

(HCV) was first discovered in 1989 by Michael Houghton and 

colleagues at Chiron. It was rapidly recognized that the new virus was 

responsible for the majority of cases of non-A, non-B hepatitis. HCV 

infection is the leading cause of acute, chronic hepatitis, liver cirrhosis 

and hepatocellular carcinoma. There are more than 170 million chronic 

carriers worldwide who are at risk of developing liver cirrhosis and/or 

hepatocellular carcinoma   (Kim, 2002; Watanabe et al., 2005). 

   Cirrhosis is a late stage of progressive hepatic fibrosis. It is 

considered to be irreversible in its advanced stages and the only option 

may be liver transplantation. Patients with cirrhosis are susceptible to 

various complications which increase the morbidity and mortality and 

reduce their life expectancy (Dore et al., 2004). 

     Knowing risk factors that lead to progression of hepatitis to 

cirrhosis is important to prevent its occurrence. HBV and HIV co-

infection are of these factors, also acquiring the infection at a young or 

old age (>40 years), excess alcohol consumption, male gender and 

schistosomiasis (Al-Mahtab, 2010). 

However, even in the absence of these factors, disease progression 

is still occurring in some patients, suggesting the role of other factors. 

Patients with liver cirrhosis are frequently subjected to a number of 

disorders of the gastric mucosa and peptic lesions in the gastro duodenal 

mucosa, and considering that Helicobacter pylori (H.pylori) infection is 

an important factor in the pathogenesis of peptic ulcer, it is reasonable to 

postulate H.pylori as a putative risk factor in HCV progression (Queiroz 

et al., 2006). 



In addition, detection of H. pylori DNA in the liver tissue of 

patients with chronic hepatitis C and hepatocellular carcinoma (HCC) has 

been reported (Ponzetto et al., 2000) and H. pylori strain was isolated 

from the liver of a patient with cirrhosis (Queiroz et al., 2001). 

H.pylori, a non-invasive Gram negative bacterial pathogen of the 

human stomach, infects about 50% of the population worldwide. The 

incidence rises steadily with age. Infection by H.pylori causes gastritis 

initially and, if allowed to persist, can induce a range of pathologies. It is 

the causative agent of most peptic ulcers, and other serious outcomes 

such as atrophic gastritis, intestinal metaplasia, and gastric cancer are 

correlated with long-term infections (Baldwin et al., 2007). 

Detection and eradication of gastric H.pylori is easy and relatively 

inexpensive; hence the interest in exploring its involvement in diseases 

arising outside the stomach including liver diseases. Many studies have 

discussed the relation between H.pylori and liver diseases including 

HCV-related hepatic diseases and their results were controversial. 

 

 

     

 

 

 

 

 

 

 



AIM OF THE WORK 

This work was done to analyze serum antibody levels to 

Helicobacter pylori in patients with chronic hepatitis C virus divided into 

cirrhotic and non-cirrhotic and compare results with corresponding 

parameters for a healthy control group, to explore a possible association 

of Helicobacter pylori with HCV-related liver disease, and relate results 

to age and sex. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 


