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Safety and effect of telbivudine on blocking the mother—to— child transmission of HBV in hepatitis B pregnant
women CHEN Jingiang, CHEN Zian. Department of Infectious Diseases, Shaoxing Central Hospital ,Shaoxing 312030, China
[Abstract] Objective To explore the effect and safety of telbivudine on blocking mother—to—child transmission of hepatitis
B virus. Methods Totally 120 cases of hospitalized pregnant women with positive serum hepatitis B surface antigen and
positive hepatitis B virus were selected and randomly divided into two groups. Pregnant women in the observation group were
treated with telbivudine orally at 24 weeks of pregnancy until half a year after delivery, and pregnant women in the control
group were not given antiviral treatment. The serum levels of HBV=DNA , serum ALT and AST were compared between the
two groups at 24 weeks of gestation, immediately after delivery, 12 weeks and 6 months after delivery. Results The levels of
HBV-DNA, ALT, and AST were not statistically different between the two groups at 24 weeks of gestation (¢= 0.56,0.36,
0.50, P>0.05). The HBV-DNA levels of the observation group at immediately after delivery, 12 weeks and 6 months after
delivery were significantly lower than those of the control group (1= 25.45,22.32,26.32, P<0.05). However, there were no
significant differences in the levels of ALT and AST between the two groups at 24 weeks of gestation, immediately after
childbirth, 12 weeks and 6 months after delivery (1=0.36,0.97,1.33,0.62;0.50, 1.60, 1.08, 1.63, P>0.05).Conclusion In
the second and third trimester of pregnancy, telbivudine can effectively block the intrauterine transmission of hepatitis B virus
from mother to infant, and there is no obvious adverse reaction on mother and infant.
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