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[ ABSTRACT] Aim To study the effects of oxidized high density lipoprotein (oxxHDL) on the migration of THP-1 cells and

monocyte chemoattractant proteir I (MCP-1) in the conditioned medium.

Monocytes;  Cell Movement; Monocyte Chemoattractant Proteir 1;
Methods Human plasma lipoproteins were separat=
ed by one step ultracentrifugation with a simple density-gradient, the in vitro oxidation of high density lipoprotein (HDL) was med-
iated by CuSO;. THP-1 cells ( a human acute monocytic leukemia cell line) were cultured for the experiments.
of THP-1 cells stimulated by oxidized high density lipoprotein was assayed with reformed Boyden. Results The migrated cells
in the membrane (in Boyden well) were 52.5%6.5 in control group, 93.5%10. 1 in 50 mg protein/L oxidized high density 1
148.5 %21. 6 in 100 mg protein/L oxidized high density lipoprotein group( P< 0.01), 112.8 %19.
9 in oxidized high density lipoprotein+ E,( 17-B-estradiol) group( P< 0. 05, compared with 100 mg protein/ L. oxidized high densi-
MCP-1 in the conditioned medium of THP-1 cells were as
follows: 76.5 E11. 6 ng/g protein in control group, 141.0 £19. 5 ng/g protein in 100 mg protein/ L oxidized high density lipopro-

The migration

poprotein group( P< 0.05) ,
ty lipoprotein group) , and without significant changes in HDL groups.
tein group( P< 0.01), 117.5%15.2 ng/g protein in oxidized high density lipoprotein+ E, group( P< 0. 05 compared with oxi-
dized high density lipoprotein group) , and without significant change in HDL group. Conclusions oxidized high density 1
poprotein could stimulate the migration of THP-1 cells and the production of MCP-1. It suggested that oxidized high density li-
poprotein may participate in the primary pathogenesis of atherosclerosis by promoting the migration of monocyte to the intima of ar
tery and increasing MCP-1; 178 estradiol may have protective effect.
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Table 1.  Effects of HDLs on migration of THP 1 cells and
MCP- 1 in the medium (x *s, n= 5).

Groups MCR( cells) MCP-1( ng/g protein)
Control 52.5%6.5 76.5%11.6
HDL (50 mg/L) 49.0%7.1 —

HDL (100 mg/L) 55.616.8 72.0%8.9
oxHDL (50 mg/L) 93.5%10. 1 —
oxHDL (100 mg/L) 148.5%21. 6" 141.0£19. 5
oxHDL (100 mg/L) + Ep 112.8£19. 9° 117.5 £15.2¢

a: P< 0.05, b: P< 0.01,

MCR: monocyte chemotactic responsiveness.

compared with control group; ¢: P< 0.05, compared with oxxHDL group.
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