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Detection of HBV ccc DNA in placental tissue of HBV carrier
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Abstract: Objective To construct the methods of HBV ccc DNA qualitation and localization in placental
tissue and study the HBV ccc DNA status in placent of HBV carrier, furtherly to approach the significance
of detection and the mechanism of intrauterine transmission. Methods Forty cases of HBV carrier placental
tissuc of latc trimester of pregnancy in Beijing Ditan Hospital, twenty cascs with scrum HBV DNA > 10°
copies/ml, and the other 20 cases with serum HBV DNA < 10° copies/ml. Three positive hepatic tissue
and 5 placent of pregnancy at term were enrolled as positive control and negative control, respectively. All
samples were divided into two groups, stored in — 80°C. and soaked in formaldehyde at room temperature,
respectively. HBV ccc DNA was extracted from freezed tissue through plasmid extraction and stored for PCR
detection; paraffin section was carried out for isPCR. Results Liquid phase PCR indicated that 8 cases of 40
placental samples were HBV ccc DNA positive, whose serum HBV DNA > 10° copies/ml. We qualitatively
considered that hepatitis B virus reproduced in the placent tissue. Placent paraffin section in situ amplification
was carried out for 10 cases, 7 cases were positive with royal blue signal and located in the cell nucleus of
placental villus syncytial trophoblas, capillary endothelium, pile interstitial substance, PBMC interior blood
capillary and amniosis cellula epithelialis. By comparing HE dyeing with alkali phosphatase dyeing, we
confirm that HBV ccc DNA is present in parts of vascular endothelial cell, PBMC and so on. Conclusions
HBV ccec DNA was detected in capillary endothelium of chorion, capillary endothelium and PBMC. Liquid
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phase PCR indicate that 8 cases of 20 placental samples with serum HBV DNA > 10’ copies/ml which were

HBYV ccc DNA positive, intrauterine transmission is related to high HBV DNA content. Seven cases of ten

were positive with royal blue signal in placent paraffin section in situ amplification, which indicated that
placenta is probably one of the most important pathway of intrauterine transmission and HBV ccc DNA can

be transmitted via PBMC in placenta and transmitted between cells. HBV ccc DNA were also detected in

amniotic epithelium which indicats that HBV intrauterine transmission may be through amnion. This study

constructed one qualitation and localization method to detect HBV ccc DNA in placenta, in order to guide

clinical treatment and prevent HBV infection and provide an important method in molecular biology and

histomorphology for blocking intrauterine transmission to infant.

Key words: Hepatitis B virus; Chronic hepatitis B; DNA, covalently closed circular; Intrauterine

transmission to infant; In situ polymerase chain reaction ( ISPCR)
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