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THE SIGNIFICANCE OF SERUM HBV-DNA ASSAY IN APP-
RAISEMENT OF HBV VACCINE FOR PREVENTION OF HBV
CARRIAGE IN INFANTS

Wu Wenyi, et al,
( Department of Infections Diseases, Xuzhou Medical College, Xuzhou,

Jlangsu, China)

42 babies born of HBsAg{ + ) mothers were given home-made HBV
vaccine(plasma-derived, produced in Shanghai)20 pg with in 24h after birth
and repeat doses at 1st m and 6th m.Assessment by the 6th m showed that
"immunological protection failed to develop in 11 of the 20 infants born of
.mothers who were also tositive for HBeAg and HBV-DNA, but only in 1 of
the 9infants of HBeAg( +) and HBV-DNA ( — ) mothers; the difference is
very significant ( p<<0.001 ). Both of the 2 infanis of HBeAg( — ) and
HBV-DNA ( + ) mothers failed, while the 11 infants of H8sAg ( + ) mothers
whose HBeAg and HBV-DNA were( — )all succeeded in acquiring proieciion.
It was also noted that sagial sinus blood assessment within 24h afiler birth
revealed 4 neonates were HBV-DNA ( + ) but negative for HEsAg, HBeAg
and HBcIgM, suggesting that infection by HBV can occur in the process of

delivery as well as in utero,
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