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Analysis on the related factors of placental HBV infection in HBsAg positive pregnant women
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[ Abstract] Objective To study the relationship between placental HBV infection and the serum
HBVM, HBV DNA levels in pregnant women with HBsAg positive, and to demonstrate the role of placenta
in intrauterine infection of hepatitis B virus (HBV). Methods Total of 30 placental tissues and vein blood
of HBsAg positive pregnant women were collected. HBVM and HBV DNA were detected by ELISA and
RT-PCR, respectively. The expression of HBsAg and HBcAg in placental specimens were detected by
immunohistochemistry. Results There were 18 cases with HBeAg positive and 12 cases with HBeAg
negative. There were 17 cases with high viral levels group (> 10*IU/ml) and 13 cases with low viral levels
group (10°-10° TU/ml). HBsAg as well as HBcAg were detected in 21 cases among 30 placentas of HBsAg
positive pregnant women, the incidences of placental HBV infection were 70% (21/30). The HBV infection
rates of placental tissues in the serum of the pregnant women with HBeAg positive were 88.89% (16/18),
significant higher than 41.67% (5/12) of HBeAg negative group (P < 0.05). The HBV infection rates of
placental tissues were 94.12% (16/17) in 17 pregnant women with HBV DNA > 10*IU/ml significantly higher
than 38.46% (5/13) in the serum of the pregnant women with low viral levels group (P < 0.05). Conclusions
Serum HBeAg positive and high viral levels are risk factors of placental HBV infection. Placenta tissues play
an important role in intrauterine infection of hepatitis B virus.
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