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Abstract ;. Objective

of simvastatin on lipids. Methods

To investigate the regulation of simvastatin on the expression of ApoA5 in vitro,and detect the influence
HEPG?2 cells were cultured with solution containing simvastatin of different concentrations(1,5,
10,25,50 pmol/L) for 48 hours, with 0 pmol/L simvastatin as blank control group. Total RNA and protein from each group of cells
The ex-

pression of ApoA5 increased along with the increase of the concentration of simvastatin (1,5,10,25,50 pmol/L) until the concen-

were collected. PCR and Western Blot were used to detect the expression of apolipoprotein A5 mRNA and protein. Results

tration reached 25 umol / L, when the expression of ApoA5 was the maximum. Then as the concentration of simvastatin continued
to increase (50 pmol/L), there was no more increase in the expression of ApoA5. On the contrary, the expression of ApoA5 de-
clined compared with the former one concentration(25 pmol/L) (P<C0. 05). It proved that there was an influence of does-dependant
up-regulation of simvastatin on the expression of ApoA5 and protein,and there was a maximum concentration. Conclusion Simvas-
tatin raised the expression of genes and proteins of apolipoprotein A5 in hepatic cell line.
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