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[ ABSTRACT] Aim To investigate the influence of high density lipoprotein(HDL) and oxidized high density lipoprotein( ox-
HDL) on secretion of nitric oxide( NO) , nitric- oxide synthase( NOS) , and endothelin 1( ET-1) by ECV-304; To provide evidence
for protection effect of HDL on endothelial cells. Methods Different concentrations of HDL and ox-HDL were used to treat
human umbilical endothelial cell line ECV-304. NO, NOS and ET-1 secreted by ECV-304 were detected with corresponding kits
Results The results indicated that HDL increased NO and NOS secreting, and decreased ET-1 secreting. On the
contrary, ox HDL decreased NO and NOS level, and increased ET-1 level in ECV-304.

dothelial cells and antiatherosclerosis by ncreasing NO and NOS secreting and decreasing endothelirr 1 secreting, but after oxidized
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respectively.

Conclusions HDL might protect en-

such effects were lost.
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Table 1. NO, NOS and ET"1 level in ECV-304 supernatant
with HDL treatment( x ).
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Groups n NO(HmoJL) NOS(Mmol/L)  EI-1(ng/L)
Control 6 119.5%8.3 7.2%1.3  43.24%1.80
HDL(50 Mg/mL) 6 142.4%11.5° 12.1%0.5° 18.83*1.75°
HDL(75 MgmL) 6 188.2%9.4* 15.6%1.1* 13.98%1.75
HDL(100 Mg/mL) 6 252.9F14.1° 21.0%2.1°  6.14 £1.40°

a: P< 0. 05, compared with control.
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Table 2. NO, NOS and ET1 level in ECV-304 supernatant
with ox HDL treatment (x ).

Groups n NO(HmoJL) NOS(HmolL) EI-1(ng/L)

Control 6 119.5%8.3 7.2%+1.3 43.24%1.80
oxHDL(50 mg/L) 6 94.4%5.4* 5330.6 78.38*1.85
ocHDL(75mg/L) 6 87.2%6.1* 4.9%0.4* 91.02%1.35°
ocHDL(100 mg/L) 6 64.6%7.2* 3.4%0.5* 107.56%1.50

a: P< 0. 05, compared with control.
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