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Abstract: Objective To study the effects of Salvianolic Acid for Injection (SAFI) on proliferation, migration and tubulation of
BEND3 after hypoxia injury and its mechanism. Methods The CCK-8 method was used to detect the effect of SAFI on the activity
of normal BEND3 cells and screen for safe concentrations. Normal growth of logarithmic BEND3 were divided into control group,
model group and SAFI (0.63, 1.25, 2.50, 5.00, 10.00 pug-mL™") group. Model group and SAFI administration group established
oxygen-glucose deprivation/reoxygenation/reglycation (OGD/R) model, hypoxia and glucose deficiency for 4 h, reoxygenation/

reglycation for 24 h. CCK-8 method was used to detect the viability of BEND3 cells. The effect of SAFI on the migration ability of
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BEND3 cells injured by hypoxia was detected by scratch test. Matrix colloidal tube test was used to detect the effect of SAFI on tube
formation ability of BEND3 cells injured by hypoxia. The effect of SAFI on the expression of vascular endothelial growth factor A
(VEGFA), angiopoietin-1 (Ang-1) and Ang-2 proteins after hypoxia injury was detected by Western blotting. Results Compared
with control group, the cell viability, cell mobility, the number of crossings, nodes, branches, and total length of vessels in the model
group were significantly lower than those in the control group (P < 0.05 and 0.01). Compared with the model group, the cell
viability, cell mobility, the number of crossings, nodes, branches, total length of vessels,total area of meshes and the expression of
VEGFA, Ang-1, and Ang-2 proteins increased when the concentration of SAFI was 2.50, 5.00, and 10.00 ug'mL™", (P < 0.05 and
0.01), and the effect was concentration dependent. Conclusion SAFI can improve the proliferation, migration and tubation of
BEND3 cells after hypoxia injury, and the mechanism may be related to upregulating the expression of VEGFA and Ang-1 and Ang-2
proteins.

Key words: Salvianolic Acid for Injection; brain microvascular endothelial cells; cell migration; angiogenesis; vascular endothelial

growth factor; angiopoietin; hypoxia/reoxygenation
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