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To examine the effects of oxidized low density lipoprotein (ox— LDL) and antioxidant on calcium

transportation of human vascular endothelial cells, then explore the molecular mechanism of cytotoxicity induced by ox— LDL.

Methods Confluent primary cultures of human umbilical vein endothelial cells (hUVEC) were exposed respectively to ox—

LDL or ox— LDL and vitamin E in medium.

hUVEC were assessed by the messurement of LDH.

calcium by hUVEC with a dose— dependence manner, while vitamin E inhibited these effects.

stimulate the uptake of calcium by hUVEC, leading to hUVEC injury.

fect by mhibitting cellular uptake of calcium.
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The uptake and release of calcium by hUVEC were measured.
Results  Ox-LDL enhanced the mortality of hUVEC and the uptake of

The mortality of

Conclusions  Ox-LDL may
Vitamin E could protect hUVEC from such cytotoxic ef-
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Table 1.  The effects of vitamin E and different ox- LDL comr
centration on the calcium transportation and the mortality of e
dothelial cells ( Pmol/ 10° cells, n= 6)

Groups Ca** uptake Ca* release Mortality
Control 520 %158 78 123 7.03 %0. 21
Ox— LDL(25 mg/L) 880 £183¢ 73 %14 9.02%1.35"
Ox— LDL(50 mg/L) 1204 386" 78 £17 15.78 2. 53"
Ox— LDL(100 mg/L) 1519 £518° 107 45 19.22 £3. 68"
VitE+ ox— LDL 620 £247° 94 +12 10. 57 £1. 69¢
Nicardipin+ ox— ILDL 436 %181 74 %17 11.31 £1.32

a: P< 0.01, b: P< 0. 05, compared with control group; c: P< 0. 01,

compared with ox— LDL (50 mg/ L) group
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