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Proatherogenic Effect of Oxidized Low Density Lipoprotein on Cultured Endothelium

Cells and Protect Effect of Nimodipine
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ABSTRACT Aim To elucidate the proatherogenic effect of oxidized low density lipoprotein (ox— LDL) on the apoptosis of

cultured endothelium cells and protect effect of nimodipine. Methods ox— LDL was obtained by incubated with Cu®* , dif-

ferent concentrations of ox— LDL incubated with endothelium cells. MTT test was carried out to evaluate the cell growing state.
PI staining test and ELISA test were conducted to analyze apoptosis index. Results The inhibiting effect of ox— LDL on

the endothelium growth by ox— LDL was in a dose— dependent manner.  ELISA and PI staining showed that ox— LDL induced

endothelium cell apoptosis at the same concentration ( P< 0.05), Nimodipine could inhibited the ox— LDL induced endothelium

cell apoptosis. Conclusions The cytotoxicity of ox— LDL to endothelium cell was related to the dosage concentration of ox

— LDL: the ox— LDL could inhibit the cultured endothelial cells growth, and even resulted in apoptosis.  ox— LDL could start

the atherosclerosis in vivo due to the endothelium cells impairment and apoptosis. Nimodipine could protect endothelium from ox—

LDL induced apoptosis.
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Figure 1 Effect of ox- LDL on the MTT test of endothelium
culture(; *s, n= 6)
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Figure 2 Number of apoptosis cells counted by ELISA test(;
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*s5, n=4).
mg/ L, 150 mg/L ox— LDL or n— LDL in serum free medium.
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Confluent endothelium cells were treated for 24 h with 100
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Table 1 The protect effect of nimodipine to ox— LDL( 150
mg/ L) induced endothelium apoptosis(; *s, n=4)

Groups Apoptosis rate( % ) Q

Control 12.30 £2.25

ox— LDL 54.62£5.58  11.72%,8. 50, 5. 70°
Nimodipine( 10 Hmol/ L) 34.03 £6.25 6.02°%,2.79"
Nimodipine( 20 Pmol/ L) 23.95+5.38 3.22°

P< 0.05, a: compared with control group, b and c: compared with ni-

modipine group.
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