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Effects of Hepatitis B Core Antigen and e Antigen on the Function of Mouse Bone Marrow — derived Dendritic Cells. Wu Lecan,Lan Song-
song ,Wu Jinming ,et al. Department of Gastroenterology, Wenzhou People's Hospital , Zhejiang 325000 , China

Abstract Objective To investigate the effects of hepatitis B core antigen and e antigen on the function of mouse bone marrow — de-
rived dendritic cells. Methods Dendritic cells (DCs) were acquired from mouse bone marrow — derived cells by rmGM — CSF and
rmlL — 4. All the DCs were classified into the control group, HBcAg — stimulated group and HBeAg — stimulated group. Then T — cell stim-
ulatory capacity of DCs was determined in an allogeneic mixed lymphocyte reaction (MLR). The productions of IL — 12, IL - 10 and IDO
were assessed by ELISA. The western blot was performed to detect the phosphorylation of Akt. Additional LY294002 was used as a posi-
tive group to explore the potential mechanism of cytokines regulation. Results The expression of IL — 12 and the stimulating T cell prolif-
eration ability of DCs from HBcAg — stimulated group were significantly increased compared with the control group( P <0.01). The ex-
pression of IL — 12 and the stimulating T cell proliferation ability of DCs from HBeAg — stimulated group were significantly decreased com-
pared with the control group(P <0.05), whereas the secretions of IL — 10 and IDO were significantly increased (P <0.01). The phos-
phorylation of Akt in HBeAg — stimulated group was significantly increased compared with the control group (P <0.05). When 1.Y294002
being used to inhibit the phosphorylation of PI, K (upstream regulator of Akt), the phosphorylation of Akt and the secretions of IL — 10
and IDO in HBeAg group were significantly decreased and the production of IL — 12 was significantly increased. Conclusion In contrast

to the positive effect of HBcAg, HBeAg may utilize PI3K - Akt signaling pathway to regulate cytokines secretion and suppress the immune

response of DCs.

Key words Hepatitis B e antigen; Hepatitis B core antigen; Dendritic cells; Indoleamine —2,3 — dioxygenase; Akt
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