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In vitro culture model of hepatitis B virus-infected human choriocarcinoma
BeWo cells
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[Abstract] Objective To establish the in vitro culture model of hepatitis B virus-infected human choriocarcinoma
BeWo cells, and evaluate the mechanism of HBV intrauterine infection. Methods BeWo cells were infected with the
serum containing high level of HBV, HBV DNA load in the intracellular and supernatant were detected by real-time
PCR; supernatant HBsAg and HBeAg quantitative assay was performed by chemiluminescent microparticle immu-
noassay; expression of HBsAg and HBcAg in the infected cells was detected with SABC immunohistochemistry. Re-
sults In the first passage of infected BeWo cells, the intracellular and supernatant HBV DNA load increased with
time, and reached peak 120 hours after infection; In the subsequent passages. the intracellular and supernatant
HBV DNA load decreased gradually and became negative after the fifth passage. The supernatant HBsAg quantity
in the first passage increased with time, in the first-third passages were all tested as positive, but decreased gradual-
ly, all were negative after the fourth passage. The supernatant HBeAg quantity was negative in primary and subse-
quent passages ; The dyed HBsAg and HBcAg in the first-third passage cells showed positive. Conclusion HBV
can infect BeWo cells and express in subsequent passages, BeWo cells can be used to study the mechanism of HBV
intrauterine infection.
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Figure 1 Intracellular and supernatant HBV DNA load of the first passage of infected cells at different time points
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Figure 2 Intracellular and supernatant HBV DNA load at the first-tenth passages of infected cells
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Figure 3 Amplification curves of intracellular and supernatant HBV DNA load of each passage of infected cells
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Figure 4 Amplification curve of HBV DNA standard sample
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Figure 5 Supernatant HBsAg concentration of the first passage of infected cells at different time points
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Figure 6 Supernatant HBsAg concentration in infected cells at each passage culture
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A—C.HBsAg staining in the first—third passages of infected cells; a—c: HBcAg staining in the first—third passages of infected cells; D
and d:Negative control
7 G AR P HBsAg . HBeAg 1A
Figure 7 HBsAg and HBcAg expression in infected cells of each passage culture
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