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Effects of Oxidized Low Density Lipoprotein and Vitamin E on Nitric Oxide Production and Nitric
Oxide Synthase Activity in Cultured Human Umbilical Vein Endothelial Cells
YAN Jin-Chuan, LIU Nai-Feng and CHEN Ri-Xin
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ABSTRACT Aim  To study the effect of oxidized low density lipoprotein 6x-LDL) and antioxidant vitamin E it E)on nitric oxide
NO) production and nitric oxide synthase NOS) in cultured human umbilical vein endothelial cells hUVEC). Methods  The level of
NO and NOS activity were measured by NO and NOS kits in hUVEC. Results  ox-LDL significantly decrease NO production from 126 +
24 mmol/g to 41 + 8 mmol/g and the activity of NOS in a dose-and time-dependent manners in hUVEC. Vit E can markedly increased ox-LDL-
induced NO production and the activity of NOS in hUVEC. Conclusion ox-ILDL can markedly attenuate the NO synthesis, the possible
mechanism of this effect was attributed to the decrease of NOS activity. Vita min E can elevated the production of NO via increasing the NOS

activity .
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Table 1. Effect of different concentrations fmg/L) of ox-LDL
on NO levels and NOS activity in hUVEC & + s, n=5)

G NO fnol/g NOS (0° u/g
TOUupS otein) )
protein protein
Control 126 £ 24 104 + 14
50 86 + 16" 76 + 11
100 62+ 11° 57 +8*
200 41£8" 367

a: P <0.05, b: P<0.01, compared with control group
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Table 2. Effect of ox-LDL treated with different time on NO
levels and NOS activity in hUVEC & + s, n=5)

Groups NO fnol/g protein) NOS 10 u/g protein)
Control 126 + 24 104 + 14

6h 104 = 20" 92 + 16*

12 h 80 + 14° 74+ 11°

24 h 62+ 11° 57+8°

48 h 38+9" 32+6"

a: P<0.05, b: P<0.01, compared with control group
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Figure 1.  The effect of Vitamin E on NO levels in ox-LDL-
stimulated hUVEC. a: P <0.05, compared with ox-LDL group
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Figure 2.  The effect of Vitamin E on NOS activity in ox-

LDL-stimulated hUVEC. a: P <0.05, compared with ox-LDL group
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Table 3.  Effect of different concentrations mg/L)of Vit E
on NO levels and NOS activity in hUVEC. & +s, n=5)
otes NOS (0 u/g
Groups NO fnol/g protein) protein)
Control 126 + 24 104 + 14
50 124 + 18° 102 £ 17¢
100 120 + 23° 110 + 14*

a: P>0.05, compared with control group
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Table 4. Effect of Vit E treated with different time on NO
levels and NOS activity in (UVEC. G s, n=5)

Groups NO fnol/g protein) NOS 40* u/g protein)
Control 126 + 24 104 + 14
6 h 121 + 13* 108 + 12*
12 h 123 + 17¢ 102 + 15%
24 h 126 +20° 110 + 13¢
48 h 122 + 16* 103 + 18*

a: P>0.05> compared with control group
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