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[ Abstract] Objective; To observe the effect and mechanism of atorvastatin on the expression of
ICAM-1 in lipopolysaccharide ( LPS)-induced injury of cultured human aortic endothelial cells
(HAECs). Methods: Cultured HAECs were treated with LPS alone (1 mg/L) or in the presence of
atorvastatin (Atv. ,5 pwmol/L). MTT and LDH leakage ratio were used to analyze the protective effect
of atorvastatin against LPS. The RT-PCR was used to determine the mRNA expression of [CAM-1. The
western blot was adopted to detect the protein expression of ICAM-1, IkBa, NF-kB in HAECs injury
induced by LPS. Results; Compared with LPS group, atorvastatin could effectively inhibit LPS-in-
duced injury by increasing cell activity( P <0.01) , decreasing LDH releasing ratio( P <0.01) , inhib-
iting the up-regulating mRNA (P <0.05) and protein (P <0.01) expression of ICAM-1, inhibiting
the decreasing of phospho-NF-kB p65 protein expression (P <0.01) and the increasing of IkBa pro-

F[HATH ] ER B ARER S BT H (81360650 ,81560811) 5 ST 5 A SRHERG ST H [ B AFTE (2013)02 5] 5 SUNE RZKEBIHBAA [ BRE
AA(2015)4029 515 SEETATEARZ 320 [ STRH R (2011204) 17 5 ] 5 5048 2 LA LT[ B9RHE Th 2557 (2012) 5051 515 5HJH 48 i3 S5 2 M 57 1T BA
[BHE NABIBN(2014)31 5] St BIFTAIBA[ R A A 1B (2015)4025 5 ]

* * @ (E/EH E-mail ; shenxiangchun@ 126. com

2% ] 2016 — 08 =23 X485 H fitibdil - hitp - //www. enki. net/kems/ detail /52. 5012. R. 20160823. 1343. 036. html

882



8 1] RE=MGSE BTy T X s 245 T AN 23l bk K 4n g 4 il Bk o31-1 ZRIK 2

tein expression (P <0.01). Conclusion: Atorvastatin has a protective effect on LPS induced HAECs

injury, and can effectively inhibit the expression of ICAM-1, which is related to the inhibition of IkBa

degradation and NF-kB p65 phosphorylation.
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factor-kB
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Effect of Atv. on cell viability and LDH releasing ratio

Fig. 1
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Impact of Atv. on LPS induced IkBa and phospho-NF-k B p65 levels
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