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Study on the
Factors of Intrauterine Infection of Hepa-—

titis B Virus Tang Shixing, et al., Dept.
The First Military

Mechanisms and Influential

of Epidemiology,

Medical College

Molecular hybridization methods were used
to study the intrauterine HBV infection in in-
d-u(?ed abortions.HBV-DNA was detected not only
in fetal liver, but also in spleen, Pancreas,
kidney and placenta. The results suggested that
HBV might probably pass through placental
barrier or infect the placenta leading to the
intrauterine HBV infection. Tven a possible
vertical transmission of HBV via the germ
line might exist. However, it might not be the
‘main way by which the maternal blood entered
fetal circulation through placental leakage lead-
ing to intrauterine infection of HBV. In mater—
nal blood, HBeAg positivity, especially also
positive for HBV-DNA was important [or intr—
auterine infection. But maternal anti-HBc anti-
body may not be able to suppress HBV anti-
gens expression and HBV replication in fetal

tissue.
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