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[ Abstract] Objectives To investigate the effect of mother’s serum HBV markers (HBVM) and
HBYV DNA on newborn venous blood HBVM, and to discuss the clinical significance of newborn HBVM
detection. Methods The mothers who deliveried at our hospital were divided into HBV-infected group and
immune-success group according to the HBVM conditions of 7-month-old newborns. The newborn serum
HBVM, HBV DNA and maternal-neonatal transmission situation between the two groups were analyzed,
retrospectively. Results The HBeAg positive rates of HBV-infected group and immune-success group were
97.1% and 43.7%, respectively. The positive rates of HBV DNA were 97.1% and 16.2%, respectively. And
the results also showed that the higher serum HBV DNA level of mothers, the higher HBV infection rate of
newborn (y*= 392.56, P < 0.0001). The positive rates of serum HBsAg, HBeAg, anti-HBe and HBV DNA
in HBV-infected group were all higher than those in immune-success group. Specially, all of the newborns
in HBV-infected group gave the 100% positive rate of HBV DNA, while there was only 1 positive case
in immune-success group and the HBV DNA level was 3.67 x 10’ copies/ml. Among the immune-success
newborns, the positive rates of HBsAg and HBeAg were 11.0% and 34.9%, respectively. The serum anti-
HBc positive rates in HBV-infected group and immune-success group were 98.8% and 100%, respectively,

with no significant differences (y° = 0.4317, P = 0.663). Conclusions Interdiction of maternal-neonatal
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transmission (PMTCT) failure is related to HBeAg positive and mother’s HBV DNA level. Placenta has

selective permeability for HBV antigens and antibodies. It is difficult for HBsAg to pass through placenta.

HBeAg could partly across placenta into fetal body. Anti-HBc could across placenta from mother’s blood

freely. The conditions of venous blood HBV positive and/or HBsAg-HBeAg double positive at birth might

have predictive value for intrauterine infection and HBV immune failure of newborns.
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