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[ Abstract] Objective
like receptor family CARD domain containing 5(NLRC5) in Hep G2. 2. 15 cells and its regulatory effect on

To investigate the expression of nucleotide-binding and oligomerization domain-

MHC- T class molecule expression. Methods The experiment was divided into the Hep G2 group, Hep G2+
IFN-vy group, Hep G2. 2. 15 group, Hep G2. 2. 15+ IFN-y group, Hep G2. 2. 15+ pcDNA3. 1-NLRC5-GFP
group and Hep G2. 2. 15+ pcDNA3. 1 group. The transcription level of NLRC5 and protein expression were
detected in each group. After the overexpression of NLRC5, the expression of MHC- [ class molecules was de-
tected. Results Compared with the Hep G2 cells group, the transcription level, protein expression level and
MHC- [ class molecule expression level in Hep G2. 2. 15 cells were decreased(P<C0. 05). After adding IFN-y
in Hep G2 cells, the transcription level of NLRC5 and protein expression level were increased(P<C0. 05), Hep
G2. 2. 15 cells had no obvious change. Compared with the non-transfection group,the MHC- | class molecule
expression in Hep G2. 2. 15 cellular surface after overexpressing NLRC5 protein was up-regulated(P<Z0. 05).
Conclusion Hepatitis B virus (HBV) infection causes the down-regulation of MHC- | class molecules, while
NLRCS5 can up-regulate the expression of MHC- ] class molecules.
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