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One-hundred and twenty-six hepatitis C patients were investigated. Of them, 103
cases had blood product transfusion history, 2 months after transfusion liver damage
developed in 84,49% of 126 patients, 91,39% were anti-HCV positive, Anti-HCV posit-
ivily was found in 82,69 of acute infections and in 95,89 of chronic cases. 18,2% of
anti-HCV negative cases were found to be HCV RNA positive. In addition, a high detec-
tion rate of HCV RNA in ALT abnormal cases was observed. It suggested that HCV

RNA could be related to active liver damage.
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