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Analysis of HBV genotype in 97 cases of HBsAg positive patients with primary hepatocellular carcinoma
ZHOU Yong', WEI Ren-dong', WANG Hai-dong', GOU Wei', ZHOU Rong-rong”, SHI Chang-he' (1.
Infectious Diseases Hospital of Qingdao City, Qingdao 266033, China; 2.Qingdao Municipal Hospital,
Qingdao 266000,China)

Abstract: Objective To explore characteristics of serum HBV genotype of HBsAg positive patients with
primary hepatocellular carcinoma (PHC). Methods Total of 97 cases of HBsAg positive patients with PHC
were detected by HBV genotype. Results In 97 cases, there are 38 cases (39.1%) with genotype B and 54
cases (55.7%) with genotype C. There are 33 HBeAg positive cases (35.9%) in 92 cases of HBV genotype
B and C. Conclusions HBV genotype C is mainly in HBsAg positive patients with primary hepatocellular
carcinoma and most of them are HBeAg negative and have history of chronic hepatitis B.

Key words: Liver neoplasms; Hepatitis B surface antigens; Genotype
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HBVAE A HBeAg[#] (%) ] HBeAb[#] (%) ] HBV DNA (# R/ml, X £ s)
BA (n=38) 12 (31.6) 26 (68.4) 5.67 + 1.43
CA (n=54) 21 (38.9) 33 (61.1) 5.98 + 1.89

Ve 0.5181 -

P 0.4716 -

FE N FEFBMCH, HrPHBVERBA E# 384
(39.1%) , HBVIERICHEF 5445 (55.7%)
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b 0.0562
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