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THE SUPERINFECTION OF HEPATITIS C VIRUS IN
CHRONIC HEPATITIS B: A STUDY BY REVERSE
TRANSCRIPTION AND POLYMERASE CHAIN REACTION

Lu Ling Yao Jilu Peng Wenwei Gao Zhiliang Huang Yangsu
(Department of Infectious Diseases, the 3rd Affiliated Hospital)

The superinfection of HCV in chronic hepalitis B was studied. Fourty-five chronic
HBsAg carriers were found to be anti-HCV positive. No initially anti-HCV positive then
HBsAg positive observed reflecting the time order of HBV and HCV infection, the
diffcrence of the transmission, possibly the promotion HBV exerts to HCV. By RT-PCR
to detect plasma HCV RNA, 30/45 were positive that verified the HCV superinfection,
replication and infectivity. Among the RNA positive, 23 have history of blood or plasma
transfusion indicating the transfusion is the course aquiring HCV superinfection. By PCR
to detect serum HBV DNA, 25/45 were positive, among them § were HBeAg positive, 12
anti-HBe positive and 7 HBeAg and anti-HBe negative. The positivity of HBV DNA in
the anti-HBe positive was significantly less than that previously reported, which suggests
that HCV superinfection possibly inhibits HBV replication. There were §¢ anti-HBe
carriers who were HBV DNA negative but HCV RNA positive, in them HCV possibly
replaced HBV to be the main pathogen responsible for the liver damage.

Koy words hepatitis B virus; hepatitis C virus; deoxyribonucleic acid; ribonucleic
acid; polymerase chain reaction; reverse transcription



