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[Abstract] Objective To investigate the effect of HCV core protein on the intracellular triglyceride
accumulation in HepG2 cells. Methods HCV core genes were cloned and expressed. Intracellular
triglyceride was assessed by quantification with adipogenesis assay kit. The influence of HCV core protein
on the liver X receptor (LXRa), sterol regulatory element binding protein-1c (SREBP1c) and fatty acid
synthase (FASN) mRNA expression were analyzed in vitro by real-time PCR. Increased protein expression
of SREBPIc and FASN were observed by Western blot. Results There were significant accumulation of
triglycerides in both corelb and core3a-expressing HepG2 cells (P < 0.05), while core3a protein expression
induced significant TG accumulation (P < 0.001). LXRa mRNA expression were upregulated in both cells
expressing of HCV corelb (P < 0.05) and core3a (P < 0.01). FASN mRNA level was increased in core3a-
expreession HepG2 cells (P < 0.05), however, SREBP1c mRNA level was elevated, but with no significant
difference. This was accompanied by an increase in protein levels of SREBP1 and FASN. Conclusion LXR
alpha-mediated regulation of triglyceride significant by HCV core protein in HepG2 cells.
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