HEPATITIS C IN EGYPT: A CONCISE REVIEW
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Since the hepatitis C virus (HCV) genome was first described in 1989, it has become the most important cause of liver disease in the world. The World Health Organization estimates that 3% of the world’s population has been infected with HCV and that there are over 170 million chronic carriers. Despite recent improvements in treating adult HCV infection using pegylated interferon and ribavirin, about half of a highly selected group of infected individuals will fail treatment. Considerable research efforts to produce an effective HCV vaccine have not yet been successful. The prevalence of HCV in Egypt is very high. Our reports along with others suggest that 15-18% of the 65 million people in Egypt are chronically infected with HCV. This is twice the number of infected people as in the USA. HCV is the predominant cause of chronic liver disease in Egypt and surpasses both hepatitis B virus (HBV) and schistosomiasis. The highest prevalence of HCV in the general Egyptian population is in the Nile Delta in Lower Egypt (24.3%), and the lowest prevalence is in Upper Egypt (8.7%). Large epidemiologic studies have identified a huge reservoir of infection in the country’s rural population, most likely due to the mass schistosomiasis treatment campaigns during the 1950s until 1982. This 30-year control program using multiple injections of intravenous (IV) tartar emetic is believed to be the cause for this high prevalence of HCV in Egypt. Current community prevalence of HCV is directly related to the amount of IV tartar emetic used in the past to control schistosomiasis. The lowest rates (<10%) are in Cairo and Alexandria and the highest (>20%) in rural areas of the Nile Delta (Lower Egypt). There is little information on the prevalence of HCV in Egyptian children. One convenience sample found no anti-HCV positive cases among 12 one to three-year olds and 21 four to nine-year olds. One study examining 84 blood-transfused children between 6 months-to-15 years of age found 55% to be anti-HCV positive. Another study, also of multiple transfused children found an HCV prevalence of 55%. An earlier study of ours in the Nile Delta found 12.1% of 190 8-to-12 year old schoolboys to be anti-HCV positive. A third community-based study in the Delta found 7% (50 of 712) 0 to 9-year olds to be anti-HCV positive. A similar community-based study in Upper Egypt (where overall HCV prevalence is lower than that of the Delta) found 1.8 % (16 of 878) children between the ages of 0 to 9 to be anti-HCV positive. Reports on perinatal transmission in Egyptian children have varied tremendously due to marked differences in study design, selected populations and small sample size. We believe our mother-infant cohort in three rural villages in the Nile Delta is the largest community-based perinatal HCV study. To date, we have identified 11 (4%) perinatal infections in children born of HCV-infected mothers from a cohort of 3,009 having a 1-in-10 prevalence of HCV-RNA. All of these studies confirm HCV is a substantial problem in Egypt.

