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[Abstract] Objective To study the distribution of hepatitis B virus (HBV) genotypes in the patients with
HBV-related chronic liver disease in Guixi area and its clinical characteristics. Methods The genotype, content of
DNA and serological indicators of HBV in 105 cases of chronic hepatitis BICHB) were detected by using gene chip
reverse spots hybridization, real-time fluorescent quantitative PCR, time-resolved immunofluorescence and enzyme
method respectively. Results In the HBV genotyping, there were 53 cases of type B (50. 48%),27 cases of type C
(25.71%),1 case of type D(0. 95%),17 cases of type mixed B+ C(16.19%) and 2 cases of type mixed B+ D
(1.90%). There were 5 cases without typing (4. 76%). In CHB group, the percentage of type B was significantly
higher than that of type C (P<C0. 05),especially in mild and moderate groups (P<C0. 01), while the percentage of
type C was significantly higher than that of type B in severe CHB and liver cirrhosis group (P<C0. 05). In type C and
type mixed B+C,HBV DNA and HBeAg content were significantly higher than those in any other type (P<C0. 05) ;
while in the enzyme indicator, type B had high ALT content and type C had high AST and y-GGT content. Conclusion
In west region of Guangxi,the priority genotype of HBV is type B, the following is type C,and type D is rare, type
C and type mixed B+ C are easily to develop severe CHB and liver cirrhosis. Genotyping has a certain relationship
with the severity of the disease. According to its genotyping and clinical characteristics, the right solution may be se-

lected for treating CHB.
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