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ABSTRACT Aim  This study was to seek the effect of oxidized low density lipoprotein( ox— LDL) on the activity of nitric oxide synthase

(NOS) and releasing nitric oxide( NO) from culture endothelial cells in vitro. Methods The endothelial cells were exposed to different
doses of ox— LDL from 0 to 200 mg/L and incubated (37 'C.5% CO,) for 24 hours, and the activity of LDH and NO amounts in the supemna-

tant and the activity of NOS in endothelial cells were measured, and NOS positive staining cells were stained using NADPH — diaphorase

(NADPH- d) histochemical method . Results Ox— LDL could increase the activity of LDH and decrease the NO amounts in the su-

pernatant , and the activity of NOS and numbers of NOS positive staining cell decrease in a dose effect manner. Conclusion  All those

suggested that ox— LDL could directly damage endothelial cell, and decrease the activity of NOS of endothelial cell, and NO releasing from en-
dothelial cell.

This may be one of mechanims that ox— LDL bring atherosclerosis.
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Umol/L Cu™ B PBS #,37C & %& 4 h, #54% /5 # LDL
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Table 1.

LDH release in endothelial cells supernate ( x *s)

Groups n LDH(w/L)
Control 6 62.22£17.10
Ox— LDL(50 mg/L) 6 130. 38 £21. 61°
Ox— LDL( 100 mg/L) 6 174.31 125. 60°
Ox— LDL(200 mg/L) 6 254. 69 38, 03

a: P< 0.01, compared with control group; b: P< 0.05, ¢ P< 0.
01, compared with ox-LLDL (50 mg/L) group;

with ox-LDL ( 100 mg/L) group

d: P< 0.01, compared

2.2 MppEFERP—FUHURESE
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Table 2.  NO level in endothelial cells supernate (; *5)
Groups n NO( Pmol/L)
Control 6 82.57 19.76
Ox- LDL(50mg/L) 6 28.63 4. 12°
Ox— LDL( 100mg/L) 6 19.92 +2. 23
Ox— LDL(200mg/L) 6 5.85 1. 15%

a: P< 0.01, compared with control group; b: P< 0.01, compared with

ox— LDL(50 mg/L) group; c¢: P< 0.01, compared with ox— LDL( 100
mg/L) group
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Table 3. The activity of NOS and numbers of NOS positive

staining ce]](; *s, n=6)

numbers of NOS

Croups positive staining cell NOS(w/me pro)
Control 79.316.5 26.367 £2.25
8;“ B (50 my 50.5%£10.3° 15. 829 £2. 54°
‘LJ)’“ LDL (100 mg/ 35.318. 3 13. 414 £1.78°
Ox= LDL (200 mg/ 23.5 %7, 2 5.072 +4. 11

a: P< 0.01, compared with control group;
ox— LDL(50 mg/L) group; ¢: P< 0.01, compared with ox— LDL( 100

b: P< 0.01, compared with

mg/L) group
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Bl 1. M4 NADPH- (DA EERERA.
Figure 1.
C: ox— LDL (100 mg/L) group, D: ox— LDL (200 mg/L) group
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Photo of endothelial cells using NADPH- diaphorase histochemical method.

A: cortrol group, B: ox— LDL (50 mg/L) group,
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