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Effects of LDL-free and lovastatin on proliferation and apoptosis of SP2/0 myeloma

cells

MAO Ying-hua, MI Man-tian, WEI Na, YUAN Huai-bo ( Department of Nutrition and Food Hygiene, College of Preventive Medi-

cine, Third Military Medical University, Chongqing 400038, China)

Abstract; Objective To investigate the effects of perturbation of cholesterol homeostasis on proliferation

and apoptosis of SP2/0 myeloma cells. Methods Cholesterol homeostasis of SP2/0 cells was disturbed using

LDL-free serum and lovastatin, the inhibitor of HMG-CoA reductase, and accordingly divided into LDS group,
LDS +0. 5 pmol/L LOV group, LDS + 1. 0 pmol/L LOV group, LDS +2. 0 pmol/L LOV group and LDS +2.0
pmol/L LOV + mevalonate (MVA) group as well as control group. MTT test and the cell growth curve were

used to assay the proliferative capacity, and flow cytometry (FCM) and DNA ladder assay were used to evaluate

the cell apoptosis. Cell cycle was determined by FCM. Results LDS and/or lovastatin at the dosages of 0. 5

-2.0 pmol/L, significantly inhibited SP2/0 myeloma cells proliferation and induced apoptosis in a time- and

dose-dependent manner. Cells were arrested in the G,/M phase of cell cycle. Administration of MVA at the

dose of 20 pwmol/L prevented lovastatin-induced growth inhibition and apoptosis. Conclusion LDL-free serum

and/or lovastatin have the antitumor activities of inhibiting SP2/0 cells proliferation, arresting cells in G,/M

phase, and inducing cells apoptosis.
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Tab 1 Effect of LDS and/or LOV on the proliferative capacity of
SP2/0 cells [D(492), x +s, n=3]

Groups I d 24d 3d 4d

Control 0.304 £0.013  0.594+0.004  1.044 0,006  1.319+0.032
LDS 0.292+0.007  0.588+0.007 0,986 +0.011 ** 1.158 +0.017 *
LDS +0.5 pmal/L LOV 0.279 £0.004*  0.562 £0.015" 0,717 +0.084 ** 0.747 +0.042**
LDS 41 pmol/L LOV 0,224 £0.030** 0.530 £0.016* 0.570 +0.022 ** 0.641 +0.021 **
LDS +2 pmol /L LOV 0,228 £0.026 " 0,460 £0.021 ** (.495 +0,007 ** 0.565 +0.038 **
LDS+2 pmol/L 5 o4 L0 008 0,587 £0.065 0,973 0,033 1. 161 £0.009

LOV +20 pmol/L MVA

F=3814; %, P<0.05, #x; P<0.01, vs control
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Fig 1 The morphology of SP2/0 cells cultured with normal medium( x 200 )
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Fig 2 The morphology of SP2/0 cells treated with LDS for 3 d( x200)

E3 LDSHES 0.5 pmol/L LOV 432 3 d &Y SP2/0 gz ( x200)

Fig 3 The morphology of SP2/0 cells treated with LDS and 0.5 pmol/L LOV for 3 d( x200)

4 LDSEE 1.0 pmol/L LOV 438 3 d i SP2/0 HfRE7AR( x200)

Fig4 The morphology of SP2/0 cells treated with LDS and 1.0 pmol/L LOV for 3 d( x200)

5 LDSEE 2.0 pmol/L LOV 48 3 d f) SP2/0 GHAAFEAS( x200)

Fig 5 The morphology of SP2/0 cells treated with LDS and 2. 0 pmol/L LOV for 3 d( x200)

B 6 LDSEA 2.0 pmol/L LOV F 20 pmol/L MVA 4bFE 3 d ) SP2/0 fARF:AR( % 200)

Fig 6 The morphology of LDS and 2.0 pmol/L LOV-treated SP2/0 cells replenished with 20 pmol/L MVA for 3 d( x200)
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1; DNA ladder marker; Control; 3. LDS; 4. LDS +0.5 pmol/L
LOV; 5: LDS + 1.0 pmol/L LOV; 6; LDS + 2.0 pmol/L LOV;
7: LDS +2.0 pmol/L LOV +20 pmol/L MVA
E8 DNA BEFEHHAIEHLIE S d #) SP2/0 HHARIR TR
Fig 8 DNA ladder assay of SP2/0 cells treated with LDS and /or
LOV for3 d
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