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[Abstract] Objective To investigate the protective effect of sulodexide (SDX) on oxidized low density
lipoprotein (ox-LDL) induced damage to human umbilical vein endothelial cell (HUVEC), and to discuss its
mechanism. Methods By using CCK-8 method, the ox-LDL intervention HUVEC dose and the concentration
of SDX were determined. The reactive oxygen species (ROS) assay kit was used to verify the protective effect
of SDX on HUVEC. Real time fluorescent quantitation-polymerase chain reaction (RT-PCR) was employed to
test the endothelial nitric oxide synthase (eNOS) and caveolin-1 mRNA expression; immunoblot assay was
adopted to check the protein expression of phosphorylated eNOS (p-eNOS) and caveolin-1. The ability of cell
migration was assessed by Transwell assay. Results Stimulated by 100 pg/ml concentration of ox-LDL, the
cell viability of HUVEC decreased significantly (P<0.01). After adding 125 LRU/ml concentration of LDX,
the cell viability of HUVEC was remarkably improved (P<0.01) and the production of ROS was strikingly
decreased (P<0.01). SDX could down-regulate the expression of caveolin-1 (P<0.05) and up-regulate the
expression of eNOS mRNA and p-eNOS (P<0.05) for ox-LDL-damaged HUVEC, and markedly improve the
migration ability of damaged HUVEC (P<0.01). Conclusion By regulating the caveolin-1/eNOS signal route,
SDX can improve impaired HUVEC cell migration ability, thus, to protect endothelial cells. (J Intervent
Radiol, 2017, 26: 539-543)
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