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Effects of lovastatin on the expression of HMG-CoA reductase mRNA and prolifera-

tion capacity of HL-60 cells

ZHANG Xue-ling's MI Man-tian', ZHANG Qian-yong's WEI Na', 11 Deng-song®('Department of Nutsition and Food Hygiene,
College of Preventive Medicine, Third Military Medical University, Chongqing 400038; Institute of Military Medicine, Lanzhou Military Area

Command Lanzhou 730020, China)

Abstract: Objective To investigate the effeds of lovastatin (LOV) on the expression of HMG-CoA reductase
mRNA and proliferation capacity of HL-60 cells. Methads The cellular proliferation capacity was detemined by MTT
and growth curve analysis. The cell cycle distibution was measured by flow cytometry (FCM ). The expression of
HMG-CoA reductase mRNA was analyzed by RT-PCR. Results LOV treaiment decreased the proliferation capacity of
HIL-60 cells in dose- and time-dependent manners and blocked cell ¢ycles in the Go-G1 phase. Increased expression of
HMG-CoA reductase mRNA was found in HI-60 cells dter treament with IOV (4 Pmol/L) for 13 d and with LOV
8 "ol/T, 16Mmol/ L) for 1 d, but decreased expression was found after treatment with LOV (8 nol/ I, 16 Pmol/
L) for 2—3d. Corclusion Tovastatin can significantly inhibit the proliferation of HL-60 cells via cell cycle arrest in
Go/ Gi phase of the cell cycle in time- and dose-dependent mamers. The expression of HMG-CoA reductase mRNA is

up-regulated or dowrnrregulated in HL-60 cells in time- and dose-dependent mamers.
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Tab2 Effect of LOV on the distribution of cell cycles of HL-60 cells

Distribution of cell cycles(%4)

Graip PI
GyG, S G,/M

2d
Control 31. 85 53.21 14. 4 0.6814
4 tmol/ L 35. 71 50. 23 14. 06 0.6429
8 mol/ L 38.92 49. 85 11. 23 0.6108
16 “mol/ L 51. 26 40. 55 819 0.4874

3d
Control 32.78 52. 90 14. 32 0.6722
4 'mol/ L 42. 02 48. 00 9. 98 0.5798
8 'mol/ L 53. 14 42. 85 4.01 0. 4686
16 “mol/ L 59. 71 40. 29 0 0.4029
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1: PCR maker; 2: Control; 3: Treatment group with 4#mol/ L IOV;
4. Treatment group with 8 #mol/ L. LOV; 5. Treatment group with 16
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Fig2 The mRNA expresion of HMG-CoA reductase in HL-60 cells
after treatment with LOV for 1 d
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Fig3 The mRNA expresion of HMG-CoA reductase in HL-60 cells
after treatment with LOV for 2 d
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Fig4 The mRNA expresion of HMG-CoA reductase in HL-60 cells
after treatment with LOV for 3 d
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