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Role of heme oxygenase-1 on curcumin inhibiting rat vascular smooth muscle cells
proliferation induced by oxidized low density lipoprotein
Zhong Yi ,Lai Wenyan ,Liu Tingrong ,Guo Zhigang*
(Department of Cardiology . Nanfang Hospital , Southern Medical University .Guangzhou,Guangdong 510515 ,China)
Abstract : Objective

rat vascular smooth muscle cells proliferation and to explore the role of heme oxygenase-1 in this process. Methods

To investigate the inhibitory effect of curcumin on oxidized (Ox)-low density lipoprotein (LDL)-induced
The cultured
aortic smooth muscle cells isolated from male Sprague-Dawley rats were verified by immunohistochemistry. The cell viability was
assayed by MTT, and reverse transcription-polymerase chain reaction (RT-PCR) was performed to determine the level of HO-
1mRNA. In addition, HO-1 and PCNA expression were analyzed by Western blotting. Results The Ox-LDL remarkably stimulated
VSMCs proliferation in a concentration-dependent manner(0-150 pg/ml) showever, the doses that exceeded 200 mg/ml had a cyto-
toxic effect. Curcumin also attenuated the VSMCs proliferation effect of Ox-LDL in a concentration-dependent manner(40, 80pM) ,
the inhibitory effect was blocked by a HO-1 inhibitor(zine protoporphyrin [X , ZnPP[X ). Curcumin significantly upregulated HO-
1mRNA and protein expression in a concentration-dependent manner. Furthermore,ZnPPIX blocked the inhibitory effect of curcu-
min on Ox-LDL-induced PCNA expression. Conclusion Curcumin inhibits Ox-LLDL-induced rat vascular smooth muscle cells prolif-

eration via HO-1-mediated down-regulation of PCNA expression.
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