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[Abstract] Objective

nucleic acid (LNA) modified antisense oligonucleotides and the anti-viral characteristic. Methods

To investigate the inhibitory effects on hepatitis B virus(HBV) expression by locked
Three antisense
oligonucleotides with different modify were complementary to the initiator of HBV S gene, were synthesized including
locked nucleic acid-modified, unmodified and all phosphorothioate-modified. All of the sequences introduced into
HepG, 2. 2. 15 cells with unrelated sequence as a contrast. The concentration of HBsAg in the supernatant of the cell
was dynamic tested by ELISA. HBV DNA levels were quantified by fluorescent quantitative polymerase chain reac-
tion (FQ-PCR). Cell activity was detected by MTT assay. Results
significantly inhibited the expression of HBsAg in HepG. 2. 2. 15 cells(P<C0. 05). In third days,the peak of inhibition
appeared and inhibition decreased gradually with time. Antisense-LNA group showed the strongest inhibitory effects
on HBsAg,intracellular, extracellular HBV DNA, the maximum inhibition rates were 51. 19% ,56. 73% ,86. 9% re-

It showed antisense LNA targeting HBV S gene

spectively, there was significant difference compared with the other experimental groups(P<C0. 05) .there was statis-
tically significant difference compared with the control group (P<C0. 01) ; Within 20 pmol/L concentration, antisense LNA
had no impact on cell metabolism. Conclusion It concludes that antisense LNA targeting S gene in vitro can play anti-hepa-
titis B viral roles with high efficiency, specificity and low toxicity, provides a new idea for gene therapy of hepatitis B.
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