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LOX -1 is Involved in the Increased Permeability Induced by oxLDL in Umbilical Vein Endothelial Cells. Li Yuanbin,Qiu Jizhe ,He Zhi-
Jun et al. Department of Basic Medical, Hunan Traditional Chinese Medicine College, Hunan 412012, China

Abstract Objective To study the effect of (lectin like oxidized low density lipoprotein receptor 1,LOX — 1) on the permeability
injury associated with desmosomes protein disruption induced by oxidatively modified low — density lipoprotein (oxLLDL) in human umbili-
cal vein endothelial cells (HUVECs). Methods We investigated the effect of oxLDL and/or LOX -1 blocking antibody(10mwg/ml) on
endothelial monolayer integrity by using the methods of LDL across the endothelial monolayer, and lipid accumulation of THP - 1 macro-
phage with rathonum red O dyeing, and inmmunoreactivities of desmogleinl (DSG1) by using western blot and laser scanning confocal mi-
croscope (LSCM). Results The results showed that oxLDL can increase the LDL permeability of monolayer endothelial cells and lipid
accumulation of THP — 1 macrophage, reduce the expression of desmosomes protein DSG1 in HUVECs, which was inhibited by the LOX -
1blocking antibody(10wg/ml). Conclusion These findings suggest that changes in expression of desmosome cadherins, DSGI1, are in-
volved in ox — LDL - induced compromise of the barrier properties of the vascular endothelium. In this process, activation of the LOX -
1plays an important role.

Key words Oxidatively modified low — density lipoprotein; Lectin like oxidized low density lipoprotein receptor 1; Desmogleinl ;

Endothelial Permeability; Lipid accumulation
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