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Effect of HBeAg on toll like receptor 4 and NF-«B signaling pathway in human dendritic cells YAN Fei, TANG Yongzhi, ZHU
Jiansheng, et al. Department of Infectious Diseases, Taizhou Hospital of Zhejiang Province, Taizhou 317000, China

[ Abstract ] Objective To investigate the effect of HBeAg on the toll-like receptor 4(TLR4) and nuclear factor kB (NF-kB)
signaling pathway in human monocyte-derived dendritic cells (mMDCs). Methods The peripheral blood mononuclear cells were
isolated from healthy volunteers, and then induced and proliferated to immature mDC in vitro. Mature mDCs were obtained after
HBeAg and lipopolysaccharide stimulation. The expressionof TLR4 and NF-«kB proteins was detected wit Western blot, and the
response of allogeneic lymphocytes was examined with MTS method. Results The expression of TLR4 and NF-kB proteins
decreased in the HBeAg-stimulated groups (0.12 £ 0.01, 0.75 £ 0.12) compared with that of control group (0.27 +0.03,
1.20 £0.13, P<0.05). In response to.the DC/lymphocyte with ratio of 1:5, 1:10 and 1:20, the stimulation indexes of the HBeAg
stimulation group was 2.93 £0.05, 2.56 0,19, 1.44 +0.09 respectively, which were lower than that of the control group
(4.83 £0.05, 357 +£0.35, 2.13 +0.11,2P<0.05). Conclusion HBeAg can inhibit TLR4 and NF-«B signaling pathway of mDC,
weaken the ability of stimulating T cell proliferation.
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