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Role of intracellular calcium in proliferation inhibition of MCF-7 cells induced by

HMG-CoA reductase inhibitor

7ZHOU Yong, MI Man-tian, WEI Na, YANG Zhi-xiang (Department of Nutrition and Food Hygiene, Third Military Medical Universty,
Chongqing 400038 China)

Abstract: Objective To study the effects of HMG-CoA reductase inhibitor, lovastatin (LOV ), on the prolif-
eration of human breast cancer cell MCF-7 and the role of intracellular calcium concentration ([ Ca%] i) in this
event. Methods Afier treated with LOV at the dosages of 4, 8 and 16 #mol Lfor 1—3d respectively, the prolifer-
ation of MCF-7 cells was examined with MTT, and the distributions of cell cycles with FCM assay. Meanwhile, the
change of [ Caﬁ] 1 of MCF-7 cells was observed with laser scanning confocal microscopy, and the expression of plas-
ma membrane calcium ATPase isoform 1 (PMCA1) mRNA with RT-PCR. Results Tovastatin, inhibited the prolif-
eration of MCF-7 cells and arrested MCF-7 cells in the Go /G phase of cell cycle, in a dose- and time-dependent
manner. However, apoptosis of LOV-treated MCF-7 cells was mot obvious. Simultaneously, 1OV increased [Caz+]i
of MCF-7 cells, but didn’ t change the expression of PMCA1 mRNA. Conclusion The results suggest that TLOV has
the capabilities of inhibiting the pwoliferation of MCF-7 cells and arresting them in G G, phase. These effects of LOV
maybe correlate with LOV changing the function of PMCA land increasing [Ca’ ]i of MCF-7 cells.
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Tab 1 Distributions of cell cycles in MCF-7 cells treated with LOV( %)

1d 2d 3d

RS MGk MG M
Golb, S GoM Gob, s GM  Glo, s G,

Contol 44.17 25.87 26. 19
4ol 44.98 29.48 20.71 58.70 18.50 18.30 75.60 11.50 10.30

Stmolf, 54.21 20.28 24.06 71.86 9.05 17.63 81.41 6.30 10.70
16‘“-mo]/], 64.43 15.15 14.36 79.96 8.36 8.34 81.74 7.94 5.85
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