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Effects of lovastatin on the cell cycle regulatory proteins in BRCA1l-overexpressing

MCF-7 cells and the cell proliferation

LUO Yuan-giong, MI Man-tian, ZHANG Qian-yong, WEI Na, YU Xiao-ping (Deparment of Nutrition and Food Hygiene, College of
Preventive Medicine, Third Military Medical University, Chongging 400038 China)

Abstract: Objective To study the effects of lovastatin (OV) on cyclinD1, ¢yclinD3, CDK2, and CDK4 in
BRCA 1-overexpressing MCF-7 cells and the cell proliferation. Methods — After amplification and identification of
BRCA1 gene, BRCAI1 gene was transfected into MCF-7 cells by liposome transfection. The cell proliferation was de-
tected by MTT chiomatometry. The mRNA expressions of cyclinD1, cyclinD3, CDK2, and CDK4 and pwotein expres-
sions of cyclinD1 and CDK4 were analyzed by reverse transcriptase polymerase chain reaction (RT-PCR) and Western
blotting, respectively. Results 1OV weakened the proliferative capacity of cells, and decreased the mRNA expres-
sions of cyclinD1, cyclinD3, CDK2, and CDK4 and the protein expressions of cyclinD1 and CDK4 in cells. These
changes were more significant in the transfected cells than that in the nontransfected cells. Conclusion BRCA 1 may
play a key role in the inhibition of cell cycle regulatory proteins and the cell proliferation induced by LOV. The over-
expression of BRCA1 gene may enhance the sensitivity of MCF-7 cells to LOV and the inhibitory effect of LOV on the
poliferation of MCF-7 cells.
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Tab1 Effects of LOV on the proliferation of BRC41 overexpression
of MCF-7 cell detected by MTT (x £, n—3)

Graip 1d 24 3d
MCF-7 0.39340.003  0.688-20.016  1.088-0. 180
MCE-7BRCAI 0.3%440.005  0.676+0.031  1.068+0. 134
MCE-7+ LOV 0.35240.002%  0.521-0.046 %  0.735+0. 034 *
MCE-7BRCAL4- [V 0.26740.043 " 0.300-0.008 **  0.4470, 045 **

%, P<<0.05 ws MCF-7, **, P<<0.01, ws MCF-7+ LOV
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Fig5 Effects of LOV on the expression of CDK4 mRNA in MCF-7 cells
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