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[ Abstract |
tured liver HepG2 cells. Methods
cellular triglycerides was observed. The fluorescent quantitative RT-PCR was adopted to analyze the expression of key enzyme genes
in lipid metabolism including acetyl-CoA carboxylase (ACACA, ACACB), fatty acid synthase (FASN), acetyl-CoA acetyltrans-
ferase 1 (ACAT1) ,acyl-CoA palmitoyl oxidase 1 (ACOX1), carnitine palmitoyltransferase 1 (CPT1) and carnitine palmitoyltrans-

Objective To explore the effect and mechanism of gypenosides (GPs) on triglycerides(TG) metabolism in cul-

The HepG2 cells were adopted as the model cells and incubated with GPs. Their effect on intra-

ferase 2 (CPT2). Then the effect on TG metabolism was further verified by interfering the key enzyme gene at the cellular level. Re-
sults GPs could significantly decrease the level of intracellular triglycerides in HepG2 cells,and could significantly inhibit the ex-
pression of FASN gene and promote the expression of CPT1 gene in a higher concentration, and its protein level expression was
consistent with the gene expression. Moreover, the expression of FASN was transiently interfered at the cellular level, after interfer-
ing FASN, the magnitude of GPs in decreasing TG was significantly decreased.suggesting that GPs played the effect mainly by in-
hibiting FASN. Conclusion GPs could decrease the intracellular TG level of liver HepG2,its effect in inhibition of the synthesis of
fatty acid is mainly through the inhibition of FASN.
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