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Effects of Lyciumbarbarum polysaccharide ameliorating ox-LDL-induced
vascular endothelial cell injury and its molecular mechanism
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[ Abstract] Objective:To study the effects and molecular mechanism of Lyciumbarbarum polysaccharide (LBP) ameliorating ox-
idized low density lipoprotein (ox-LDL) induced vascular endothelial cell injury. Methods: Human umbilical vein endothelial cells
(HUVECs) were cultured and divided into control group ( DMEM treatment without drugs) ,ox-LDL group ( DMEM treatment with 150
mg/L ox-LDL) ,LBP group (DMEM treatment with 150 mg/L ox-LDL and 100 mg/L LBP) ,and LBP + LY group ( DMEM treatment
with 150 mg/L 0x-LDL,100 mg/L LBP,20 wmol/L LY294002). The cell viability, apoptotic rate,mitochondrial apoptotic gene expres-
sion and PI3K/AKT pathway gene expression were detected. Results: The cell viability and the expression of Bel-2,p-PI3K and p-AKT
in ox-LDL group were significantly lower than those in control group,the apoptotic rate and the expression of Bax and Caspase-3 in cells
were significantly higher than those in control group (P <0.05). The cell viability and the expression of Bel-2,p-PI3K and p-AKT in
LBP group were significantly higher than those in ox-LDL group, the apoptotic rate and the expression of Bax and Caspase-3 in cells
were significantly lower than those in ox-LDL group (P <0.05). The cell viability and the expression of Bel-2,p-PI3K and p-AKT in
LBP + LY group were significantly lower than those in LBP group,the apoptotic rate and the expression of Bax and Caspase-3 in cells of
LBP + LY group were significantly higher than those in LBP group (P <0.05). Conclusion:LBP can ameliorate ox-LDL induced vas-
cular endothelial cells injury by activating PI3K/AKT pathway.

[ Key words] Endothelial cell injury; Oxidized low density lipoprotein; Lyciumbarbarum polysaccharide ; Mitochondrial pathway
apoptosis ; PI3K/AKT pathway
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