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[ ABSTRACT] Aim To investigate the effect of low density lipoprotein( LDL) subfractions on the expression of cell adhesion

molecules, such as intercellular adhesion molecule- 1( ICAM-1) and vascular cell adhesion molecule-1 (VCAM-1) in cultured hu-

man umbilical vein endothelial cells (hUVEC) .

LDL (bLDL), were obtained by two sequential uliracentrifugation, Native sLDL( rrsLDL),
bLDL (rrbLDL) and oxidized bLDL ( ox-bLLDL) were incubated with hUVEC at 37 C for 12 hours.
Results
N-sLDL and oxsLDL enhanced the levels of ICAM-1 and VCAM-1 in a dose dependent manner.

tect the expression of ICAM-1 and VCAM-1 proteins.

hanced in the four groups.

Methods LDL subfractions, small dense LDL(sLDL) and large buoyant

oxidized sLDL( ox-sLDL), native
Cell ELISA was used to de-
The expression of ICAM-1 and VCAM-1 proteins were en-

Compared with the same dosage, oxsL.DL was the most potent stimulus for [CAM-1 and VCAM-1 expression at 25 mg and 50 mg,
while r sLDL was the most potent stimulus at 100 mg ( Expression of ICAM-1 is 0. 830 0. 09 and of VCAM-1 is 0. 37 £0. 04) .
Conclusion The sLDL can induce ICAM-1 and VCAM-1 expression in hUVEC, thus influencing the pathogenesis of ather

sclerosis.
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Table 1. The oxidation between the subfraction of LDL.

Groups Protein (¢/I) MDA (Hmol/L) TBARS (mmol/g)
mrsLDL 0.945 13.013 13.771°
rbLDL 1.015 8.219 8.007
oxsLDL 0.945 34. 008 35.987
ox-bLDL 1.015 30.822 30. 366

a: compared with bLDL group, P< 0. 05.
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Table 3. The effect of the subfraction of LDL on the expres-
sion of ICAMF 1 in vascular endothelial cell.

Groups 25 mg 50 mg 100 mg
Control 0.39 £0. 04

ir sLDL 0.4810.11*  0.50%0.08"  0.83%0.09"
r bLDL 0.57%0.13*  0.60%0.12*  0.66%0. 15*
oxsLDL 0.67%0.15*  0.76*0.19°  0.80%0.07"
ox-bLDL 0.67£0.11*  0.58%0.08"  0.77 %0.08"

a: compared with control group, P< 0. 05. b: compared with mbLDL at the
same dose, P< 0. 05.

2.4 A[ELDL L 4R 43 3 A B 40 B 1 & 280 B 4 B 4
F 1 F/iIXHENT

ANIE] LDL MV.2H 43 ¥ W] 38 0 N S 40 7l VCAM- 1 2%
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s, %2035 P 100 mg 712 2 ICAM-1 RIE & &;
76100 mg FIEH, rslDL A FHE =4, 5 o
bLDL 4 4% ICAM-1 RiIE EZR AR E R L (P<
0. 05, 3 3, Table 3) -

3. LDL AN AR MR EME MBS F 1R
SEHIBLIE(490 nm MISHI A B, x *s).

Table 3. The effect of the subfraction of LDL on the expres-
sion of VCAM 1 in vascular endothelial cell.

Groups 25 mg 50 mg 100 mg
Control 0.21%0. 01

ir sLDL 0.2510.03*  0.26%0.05*  0.37%0.04"
rbLDL 0.27%0.05*  0.24%0.02*  0.28 +0. 4°
oxsLDL 0.2810.06°  0.29%0.03*  0.300. 02"
oxbLDL 0.2610.03*  0.24%0.04°  0.27%0.03°

a: compared with control group, P< 0. 05.
same dose, P< 0. 05.

b: compared with mrbLLDL at the
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