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Establishment of consensus sequence of PreS S of hepatitis B virus with genotype B serotype adw2 or
genotype C serotype adrq + prevailing in Chongqing of China XU Hong-mei REN Hong QING Yu-
ling PENG Ming-li LING Ning. The Institute of Viral Hepatitis Chongqing University of Medical
Sciences Chongging 400010 China

Abstract  Objective To develop consensus sequence of HBV PreS S with different subtype in
Chongging of China. Methods The gene of PreS S of HBV in 18 AsC was sequenced. The genotype and
serotype of HBV were determined. The main HBV strain prevailing in Chongqing was identified to establish
its consensus sequence. Results It was found that 9 strains were genotype B serotype adw2 6 were
genotype C serotype adrq+ and 3 were genotype B serotype aywl. The consensus sequence of PreS S of
HBV with genotype B serotype adw2 and genotype C serotype adrq + were established. There were 6
nucleotide variants which causing 4 amino acids change between consensus sequence of PreS S with
genotype B serotype adw2 in Chongqing and in Southeast of China homology showed 99.5% and 99.0%
respectively . There were 13 different sites that caused 4 amino acids change between consensus sequence of
PreS S with genotype C serotype adrq + in Chongqing and in Northeast and South of China homology
showed 98.9% and 99.0% respectively . Comparing the two consensus sequence of PreS S gene of
different subtype HBV in Chongging there was 95 variants which caused 40 amino acids variants the
homology was 92.1% and 90.0% respectively . Conclusion The consensus sequence of PreS S of
hepatitis B virus with genotype B serotype adw2 and genotype C serotype adrq+ prevailing in Chongqing
was established.
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