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[ Abstract ]

maternal-neonatal transmission on babies born to HBsAg positive mothers. Methods

transmission

To investigate the influencing factors of the interdiction failure of
Total of 38 children

with interdiction failure of maternal-neonatal transmission of our obstetrics and gynecology outpatient service

Objective

and pediatrics outpatient service from June Ist 2005 to May 30th 2012 were recruited in this study. The
mothers’ age, levels of prenatal HBeAg and HBV DNA | nucleotide medicines application, delivery methods
and postpartum lactation situations were followed-up, respectively. Results Among the 38 cases, 37 cases
(97.4% ) were HBeAg positive, 35 cases (92.1% ) with HBV DNA load of (6-7) log,, copies/ml, 24
cases(63. 15% ) while 14 (36.84% ) with natural delivery. Total of 2 cases failed in mother-to-children
blocking who were treated with lamivudine during the whole pregnancy. One of occured lamivudine resistance
and the other one was occult chronic hepatitis B. Feeding patterns of 36 cases were followed up. Total of 32
cases (88.9% ) took artificial feeding, and 4 cases (11.1% ) took breast feeding. Conclusions The main
reason of the failure in mother-to-children blocking of HBV is the high HBV DNA load of HBeAg positive
cases. S gene mutation leads to immune escape of HBV which may be the rare factor of the failure.
Uterine-incision delivery and artificial feeding cannot reduce the maternal-neonatal transmission of HBV.
[Key words] Surface antigen, hepatitis B virus; Mother-to-children blocking; Nucleos (1) ide

medicines; Parturition; Feeding patterns
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