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[ Abstract] Objective To investigate the safety of different withdraw timepoint of tenofovir disoproxil
(TDF) for pregnant women with high hepatitis B virus (HBV) DNA load in blocking mother-to-child
transmission of HBV. Methods From January 2015 to December 2017, a total of 109 pregnant women with
HBsAg positive and immunoresistance were recruited from Shenzhen Third People’s Hospital, all patients
were treated with TDF at 24-28 weeks of gestation, who were divided into two groups according to simple
randomized grouping method: withdrawal immediately after delivery group (58 cases) and withdrawal 4-12
weeks after delivery group (51 cases). The levels of HBV DNA and ALT were measured quantitatively at
4 weeks, 8 weeks, 12 weeks after antiviral therapy, at withdrawal and 4 weeks, 8 weeks, 12 weeks and 24
weeks after TDF discontinuation in both groups. Quantitative HBsAg and HBsAb levels of newborns at
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4 weeks after birth were detected. Results HBV DNA levels of all pregnant women before delivery were
significantly lower than those of the baseline (withdrawal immediately after delivery group: Z = 8.459, P <
0.001; withdrawal 4-12 weeks after delivery group: Z = 7.760, P < 0.001). HBV DNA levels at the timepoint
of withdrawal between the two groups were significantly different (Z = 2.242, P = 0.025). The difference
of HBV DNA level 4 weeks after withdrawal between the two groups was not significant (Z = 1.041, P =
0.298), and no significant differences were found compared with the baseline levels (withdrawal immediately
after delivery group: Z = 0.155, P = 0.877; withdrawal at 4-12 weeks after delivery group: Z = 0.376, P =
0.707). The difference of postpartum ALT levels between the two groups following up until 24 weeks after
withdrawal was not significantly different (4> = 1.319, P = 0.251). The median timepoint of ALT elevation
of both groups was 4 weeks after withdrawal, with no significant difference (Z = 0.196, P = 0.844). The
level of ALT increase during pregnancy may cause ALT increase after delivery, but it is not an independent
risk factor. Total of 20 newborns were quantitatively detected for peripheral blood HBsAg and HBsAb
at 4 weeks postpartum, all of them were HBsAg negative and successfully produced protective antibody.
Conclusions TDF application in middle and late pregnancy could effectively block HBV transmission from
mother to child. Following up for 24 weeks showed that there was no difference in postpartum safety between

postpartum withdrawal and delayed withdrawal. Newborns produce protective antibody 4 weeks after birth

and breast feeding was safe.
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