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[ Abstract] Objective To investigate the different genotypes of HBV on drug reactivity and variation
of S gene. Methods Total of 186 specimens of hepatitis B patients with HBV DNA positive were collected in
Affiliated Hospital of Zunyi Medical University from March of 2016 to July of 2017. According to whether
or not using drugs, 186 specimens were divided into experimental group with 130 cases and control group
with 56 cases. And the experimental group was divided into interferon group, nucleoside analogue group,
hepatoprotective drug group, and Chinese Traditional Medicine group. HBV DNA were extracted and
amplified and S gene were sequenced. While the correlation between genotype and clinical treatment were
analyzed by clinical data analysis. Results S gene were amplified in 91.1% (51/56) samples in untreated
group and 80.0% (104/130) samples in experimental group, mainly with B and C genotypes. The reactivity
of the two genotypes (the changes of ALT, AST and HBV DNA) were significantly different compared with
untreated group (P < 0.01). After reacted with nucleos(t)ide analogues, guanine at the 597th alkaline of S

gene in B genotype mutated to adenine, and Phenylalanine (Phe/F) at the 183rd amino acid mutated to valine
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(Val/V), then translation was terminated. The hepatoprotective drugs and interferon mainly cause the 131st

guanine changed to adenine, and Glycine (Gly/G) mutated to glutamic acid (Glu/E), the mutation rate of the

9th and 213rd amino acid were 100%. Among the C genotype, cytosine at the 26th site mutated to thymine,
then Proline (Pro/P) mutated to Leucine (Leu/L) and serine (Ser/S) at the 53rd site mutated into Leu. In the

hepatoprotective drugs group, Isoleucine mutated to Threonine at the 68th site and P changed into L at the

49th site. Interferon and Chinese Traditional Medicine caused a common mutation with 225 bit Tyrosine-

Isoleucine (TI) changing into Isoleucine-Hlstidinein (IH) for both genotype B and C HBV, and the 9th

Proline mutated to Leucine. Conclusions Different genotypes of HBV showed different reactivity to drugs,

genotypes B and C could show the same mutation sites in S gene.
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