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Effects of LOV on p21 in BRCAl-overexpressing MCF-7 cells
LUO Yuan-qiongs MI Man-tian, XU Hong-xiaz WEI Na, ZHANG Qian-yong (Deparment of Nutrition Hygiene, College of Preventive
Medicine, Third Military Medical University, Chongging 400038 China)

Abstract: Objective To investigate the effects of synthetic inhibitor of cholesterol lovastatin (LOV) on p21 in
BRCA 1-overexpressing MCF-7 cells. Methods MCF-7 cells were transfected with BRCA 1 gene to establish BR-
CAl-overexpressing MCF-7 cells (MCF-7BRCA 1) by gene transfection technigue. After treatment of MCF-7 cells
with 8 #mol/ L LOV for 1, 2, and 3 d, the cell proliferation capacity of MCR-7 and MCR-7BRCA1 was observed by
MTT, and the protein expression of p21 was determined by Western-blotting. Results  After treatment of MCF-7
cells with LOV, the proliferation capacity decreased, but protein expression of p21 was up-regulated. These changes
were more significant in BRCA 1-trangfected cells than the nontransfecied cells. Conclusion BRCA1 gene can en-
hance the inhibitory effect of LOV on the cell proliferation of MCF-7 cells and can induce the up-regulated expression
of p21, which might be one of the important molecular mechanisms of the inhibitory effect of LOV on the cell prolifer-
ation of BRCA1-overexpressing MCF-7 cells.
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Fig 2 Immunocytochemical staining of BRCA1 in MCF-7 cells transfected
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Fig 3 Effects of LOV on the proliferation capacity of cells transfe cted

with or without BRCAI gene expression vector
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