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Effects of Low Density Lipoprotein and High Density Lipoprotein on Nitric Oxide Synthe-

sized by Vascular Endothelial Cell
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ABSTRACT
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West China University o Medical Sciences, Chengdu 610041, China)

Endothelial Cell;  Nitric Oxide

Aim  To study nitric oxide (NO) variances after vascular endothial cell were impacted by low density lipopro-
Methods Concentrations of NO in the cultured medium were detected in 2

12 h and 24 h after the addition of LDL, HDL and both of them respectively in the guinea pig vasular endothial cell.

Results LDL could obviously decrease the NO synthesized by vasular endothial cell with dose depentent ( P< 0.01) and HDL

could arise it (P< 0.01),

was no difference in four time’ s group ( P> 0. 05) .

LDL mixed with three levels of HDL expressed the same effection as LDL alone ( P> 0. 05) .

There

Conclusions NO synthesized by vasular endothial cell will be restraint-

ed by LDL and arisen by HDL but couldn’ t antagonist the former’ s.
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Table 1.  The nitric oxide values in cultured medium in different times of experiement and control groups (; *s, Umol/L).
Groups 2h 6h 12h 24 h
Control 36.9%6. 05 34.39+3.73 37.51%5. 11 38.78 +5.68
LDL
200 mg/L 3.01 X0. 76 6. 12 1. 51%° 6.30 X0. 87 7.51 £1. 2%
100 mg/L. 5.01 £1. 28 7. 112,03 6.0t1.10™ 8.1%1. 26"
50 mg/L. 10. 89 £1. 01 10. 68 0. 95 8.61x1.23* 11.08 1. 47%
HDL
200 mg/L. 60. 63 £8.91 43,81 %7. 45° 55.57 6. 81° 48.55 +7. 56°
100 mg/L 46.92 7. 56 45.02 £8. 33° 41.23 £5.01° 47.54 £8. 73°
50 mg/L 47.39 7. 21° 42,11 £8. 26 38.03 £7.38° 40.22 %1.87°
LDL+ HDL
(200+ 200) mg/L 6.31 £1. 65 7.55 £1.31* 6.18 £2.08* 11.21 £3. 27
(200+ 100) mg/L 6.25 2. 55% 6. 83 £2. 70" 9.30 £1. 78 10. 66 £2. 34*
(200+ 50) mg/L 5.10£1. 13* 6.33 £1.45% 4.78 £1. 00 11.90 3. 10

a: P< 0.01, compared with control group; b: P< 0.01, compared with LDL (50 mg/L) group; c: P< 0.01, compared with HDL group.
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