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Abstract: Objective To investigate the protective effect and mechanism of dl-3-n-butylphthalide (NBP) on hy-
drogen peroxide (H,0,) - induced oxidative damage of vascular endothelial cells (VECs). Methods Human um-
bilical vein endothelial cells (HUVECs) and human umbilical artery endothelial cells ( HUAECs) were cultured
and MTT assay was used to find the appropriate dosage of H,0, for establishment of oxidative stress injury model.
Then the cells were pre-incubated with two different dosages of NBP (5 and 10 pwmol/L) 2 h before exposure to
H,0,. The cell viability was detected by MTT assay, mitochondrial membrane potential was measured by rhodamine
123, cell apoptosis was detected by Annexin-V/PI double staining, and intracellular free Ca®* was measured by Fu-
ra-4/AM. Results H,0,-induced oxidative injury reduced the cell viability of HUVECs and HUAECs, increased
the intracellular free Ca™ concentration thus leading to mitochondrial membrane potential decline and cell apoptosis

(P<0.05). However, NBP treatment improved the above changes induced by H,0,. Conclusions NBP protects
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vascular endothelial cells by alleviating the oxidative damage induced by H,0,.
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Fig 2 Cell viability of HUVECs (A) and HUAECs (B) were assessed after various dosages of H,O, treatment,

the injury of the cells induced by H,0, was in a dosage-dependent manner (x+s, n=>5)
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A. HUVECs; B. HUAECs; "P<0.05 compared with control group;*P<0. 05 compared with H,0, group
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Fig 3 NBP improved the decrease of cell viability in VECs induced by H,0,, and high dosage of NBP

had better effect (X+s, n=5)
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A. HUVECs; B. HUAECs; “P<0.05 compared with control group;*P<0. 05 compared with H,0, group
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Fig 4 NBP reduced the decrease of mitochondrial membrane potential mediated by H,0, in VECs (x+s, n=3)
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Fig 5 NBP inhibited the apoptosis of VECs induced by H,O,(x+s, n=3)
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Fig 6 NBP reduced H,O,-induced calcium overload in VECs (x+s, n=3)
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