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[ Abstract] Objective To investigate the effect of the inhibition of O-glycosylation on HBV
assembly. Methods HepG2.2.15 cells treated with O-glycosylation inhibitor, Benzyl-a-GalNAc, were dyed
with 7-AAD and examined by FACS for cell apoptosis. HBV DNA loading in cell supernatant was determined
by real-time PCR. HBV LHBs levels in cell supernatant was tested by ELISA. LHBs levels in cells was
analyzed by Western blot. Results Benzyl-a-GalNAc could significantly induce cell apoptosis. HBV DNA
and LHBs levels in cell supernatant were increased in a dose dependent manner. However, Benzyl-a-GalNAc

inhibited LHBs synthesis. Conclusions Inhibition of O-glycosylation could induce cell apoptosis and release

HBYV LHBs and virus. In some extent, inhibition of O-glycosylation may inhibit LHBs synthesis.
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