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[Abstract] Objective To investigate the distriburion of sub-genotype B on hepatitis B virus ( HBV)
in patienls with HBV chronic infection [rom 4 citics (Beijing, Shijiazhuang, Wenzhou and Shenzhen) of
China. Methods A type-specific nested polymerase chain reaction{ PCR) with multiplex pairs of primers
was used for HBV genotyping,and Ba and Bj sub-genolypes were identified by a PCR-restriction [ragment
length polymorphism (PCR-RFLP) methad. A total of 101 serum samples collected from patients with
chronic HEV/BE infection were detected.  Among them, 18 were collected [rom Beijing, 22 from
Shijiazhuang, 34 [rom Wenzhou and 27 from Shenzhen. Thirty from the 101 serum samples were randomly
selected and analyzed by PCR product sequencing. Results  All of the 101 serum saroples were identilied s
sub-genotype Ba,and none of them was sub-genotype Bj. Conclusion Sub-genotype Ba was a predominant

&

strain of HBV/B in patients with chronic HBV infection fram these 4 cities.
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