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Sequence cloning and analysis of the S gene region in HBV DNA from patients for HBsAg+ /HBsAb—+ *
Wang Lei” ,Ning Xiaoxiao
(Department of Clinical Laboratory A f filiated of Longhua Hospital Shanghai University of
Traditional Chinese Medicine s Shanghai 200032 ,China)
To study the double-peak phenomenon on the direct sequencing chromatograms from HBsAg+/HBsAb+
HBsAg
+/HBsAb-+ patients with the double-peak phenomenon were tested as an experimental group (n=3) ,and HBsAg+/HBsAb— pa-

Abstract : Objective

patients in previous study,observe the change of nucleotide mutations on after cloning and analyze its homology. Methods

tients with the double-peak phenomenon were served as a control group (n=4). The S gene of HBV DNA was amplited, cloned and
sequenced. Results The sequencing results were not same. Furthermore, the rate of mutation of the experimental group was signfi-
cantly higher than contrd group. In addition, there were no statistically significant difference in homology among both groups. Con-
clusion The HBV genome of the experimental group is more complex than that of the control group. There are some kinds of dif-
ferent HBV strains in one patient, which is the cause of the double-peak phenomenon in direct sequencing. However, the different

nucleotide mutations between HBV strains were too little to represent a different genotype or serotype, which is called a quasispe-

cies.
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