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Abstract

AIM: To study the in vitro infection of human choriocarci-
noma JEGIII cells by hepatitis B virus (HBV) in the pres-
ence of TNF-a, and to provide some clues for the mecha-
nism responsible for HBV intrauterine transmission.

METHODS: Human choriocarcinoma-derived JEGIII cells
were exposed to HBV (2X10*2HBV DNA/L) in the pres-
ence of TNF-a. After an overnight incubation, the cells were
then trypsinized, extensively washed with PBS till the last
washings were negative for HbsAg as identified by ELISA.
The cells were re-inoculated and kept on subculturing with
fresh medium. Then the specimens were collected at an
interval of 12 hours. HBsAg in supernatants and cells was
detected by Western blotting, immunohistochemistry and
transmission electron microscopy.

RESULTS: After JEGIII cells were infected with HBV for 36
hours, HBsAg was positive in supernatants collected at
different time points. The level of HBsAg was significantly
higher in JEGIII cells infected by HBV in the presence of
TNF-a than that in the absence of TNF-a (20.401-4016 vs

7.40+1.82, P <0.01). HBsAg was mainly located in the
cytolemma and/or the cytoplasm. Under electron
microscope, HBsAg particles were observed in the di-
lated cisterns of rough surfaced endoplasmic reticulum
of the cells.

CONCLUSION: Human choriocarcinoma JEGIII cells can
be susceptibly infected by HBV in the presence of TNF-a
in vitro, and this may provide some clues for further study-
ing HBV intrauterine transmission.
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T FD B R (& 10 g/L A A Mm% 10 g/L N
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