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INFECTION OF HEPATITIS B VIRUS IN
HEPATOCELLULAR CARCINOMA: AN ANALYSIS
OF HBV DNA IN SERUM AND LIVER

Lu Ling Peng Wenwei Ho Shuchu Xie Yanbo

(Department of Infectious Diseases, Third Affiliated Hospital)

To investigate the hepatitis B virus (HBV) infection in hepatocellular carcinomas
(HCCs), 36 patients with HCC were studied for HBV DNA in their sera and livers. By
dot-blot hybridization with 32P-probe of 3,2kb, HBV DNA was pick up from 20/36 (56%)
of sera, 29/32 (91%) of cancerous, 29/33 (88%) of peri-cancerous and 16/20 (809%) of
non-cancerous tissues. All the positivities were higher than that of some other reports
when compared showing the closer correlation between HBV infection and HCC develop-
ment in southern China. On the other hand, ¢ serological HBV markers were also detected
with respective positivities of HBsAg and PHSA.Re to be 839 (30/36) and 75% (27/
36) suggesting the highly active replication of HBV in the majority of HCCs. Since
HBsADb positive patients all had HBV DNA in their livers, the inability of this “protec-
tive” antibody to eliminate HBV infection was implied when HCC had developed.
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