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Effects of HBeAg on the Phenotype and Function of Murine Bone Marrow — derived Dendritic Cells. Lan Songsong, Wu Lecan, Wu Jin-
ming ,et al. Department of Gastroenterology, The First Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China

Abstract Objective To investigate the effect of HBeAg on dendritic cell phenotype and function of murine bone marrow — derived
DCs. Methods The murine bone marrow cells were cultured and induced in vitro into immature DCs. These cells were divided into the

control group, HBeAg — stimulated group, LPS — stimulated group, LPS plus HBeAg — treated group. Then,immunophenotyping, T — cell
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activation and cytokine production were analyzed. In addition,the HBeAg cytotoxic effect was evaluated by detection of the cell viability.

Results In the presence of HBeAg,the ratio of CD11¢ positive DCs was decreased. LPS induced a high expression of activation markers

(CD86 ,MHC - Il ) and a enhanced capacity to stimulate allogeneic T cell proliferation. HBeAg could suppress the the expression of sur-

face molecules. Also, HBeAg decreased the ability of DCs on stimulating leukomonocyte and secreting IL — 12. And HBeAg did not reveal

any cytotoxicity on DCs. Conclusion Our findings indicated that HBeAg may have a negative effect on the maturation of DCs.

Key words Hepatitis B e antigen; Dendritic cell; LPS; Surface molecule; Interleukin — 12
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