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Abstract 

 

More than 170 million patients worldwide are chronically infected with 

HCV. CMV infection enhances HCV pathogenesis. The study was 

conducted to determine the response rate to treatment with pegylated 

interferon alpha and ribavirin in chronic HCV patients co-infected with 

CMV. Fifty cases were included (19 females &13 males) referred to 

outpatient clinic of the national hepatology and tropical medicine research 

institute (NHTMRI). The study found that CMV- HCV co-infection is 

predominant in Egypt, and that CMV co-infection may influence HCV 

treatment outcome. 
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SUMMARY 

More than 170 million patients worldwide are chronically infected 

with HCV. Prevalence rates range from 0.5% in Northern European 

countries to 28% in some areas of Egypt. CMV infection enhances HCV 

pathogenesis by preventing the normal mechanisms responsible for HCV 

clearance, thus playing vital role in HCV persistence and pathogenicity.  

This study was conducted to determine the response rate to 

treatment regimen of pegylated interferon alpha and Ribavirin in chronic 

HCV patients coinfected with CMV, and to examine the effect of CMV 

coinfection on outcome of treatment with pegylated interferon alpha and 

Ribavirin in chronic HCV patients. The study included a total of 50 cases 

(19 females and 31 males) with the mean age of 41 ± 10.8 years. They 

were referred to the Outpatient Clinic of The National Hepatology and 

Tropical Medicine Research Institute (NHTMRI) to be assessed to start 

antiviral treatment (pegylated interferon plus ribavirin) based on 

laboratory and clinical decision.  

To examine the role of HCMV infection in HCV response to 

antiviral therapy, two groups of HCV patients were classified group 1 

(positive HCV PCR and negative CMV Ig G) and included 15 patients 

versus group 2 (positive HCV PCR and positive CMV Ig G) and included 

35 patients.  On comparing the effect of presence of CMV- on response to 

combined anti HCV treatment regimen in the 2 studied groups, the non 

responders were higher in group 2 (65.7 %) than in group 1 (53.3 %) but 

with no statistical significance. 

In conclusion our study found that CMV – HCV coinfection is 

predominant in Egypt, and CMV co-infection may influence the HCV 

treatment outcome, despite it failed to have statistical significance. 
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