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THE RELATIONSHIP BETWEEN BLOOD OR PLASMA
TRANSFUSION AND HCV SUPERINFECTION IN
PATIENTS WITH CHRONIC HBV INFECTION

Deng Zide Peng Wenwei Yao Jilu Chen Qing

Lu Ling Xiao Jiesheng Yu Honglin

(Department of infectious Diseases, The 3rd Affiliated Hospital,
Sun Yat-Sen University of Medical Sciences, Guangzhou, 510630)

In order to investigate the prevalence of hepatitis C virus (HCV) superinfection on the
background of chronic hepatitis B virus (HBV) infection and to analyse its causes antibody to
hepatitis C (anti-HCV) and HCV RNA were investigated in 442 patients with chronic HBV
intection. The results showed that HCV infection rate was 9. 73% in patients with chronic
HBYV infection, significantly higher than controls without history of blood or plasma transfu-
sion (P=0.0 085). HCV superinfection occurred more frequently in patients previously re-
ceived transfusion than in those without history of transfusion (P<C0. 00 001). As compared
with controls, the relative risks of HCV superinfection for the transfuions of humau albu-
min, plasma and plasma plus albumin were 2. 13, 122. 57 and 125. 84, respectively. These
data indicate that HCV superinfection is a common phenomenon in patients with chronic
HBYV infection and it is mainly caused by blood or plasma transfusion in treating them.
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