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Effect of atorvastatin on expression of LOX-1,TNF-a and ICAM-1 in human umbilical vein endothelial cells”
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Abstract: Objective To investigate the influence of atorvastatin on the expression of LOX-1, TNF-¢ and ICAM-1 in human
umbilical vein endothelial cells (HUVECSs) ,and to study its possible anti-atherosclerotic mechanism. Methods HUVECs were cul-
tured in vitro and stimulated with LPS.then treated with atorvastatin for 24 h,finally measured the expression of LOX-1, TNF-q«
and ICAM-1 mRNA with real-time PCR. Western blotting method was used to analyze the expression of LOX-1, TNF-q and
ICAM-1 protein. Results
the normal control group(P<C0. 01). Atorvastatin decreased the high expression of LOX-1, TNF-a and ICAM-1, showing statistical

LPS enhanced the expression of LOX-1, TNF-q and ICAM-1, with statistical difference compared with

difference compared with the model group(P<C0. 01) which were stimulated by LPS. Conclusion Atorvastatin can block the high

expression of LOX-1,TNF-¢ and ICAM-1, which may be one of the mechanisms to play the anti-artherosclerosis and anti— inflam-

mation role.
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