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Abstract: Objective To investigate the mechanism of Xuesaitong injection regulating the HIF-1a-VEGF
pathway to promote the proliferation and differentiation of neural stem cells (NSCs) under hypoxia. =~ Methods
Fetal rats were removed from dissected SD rats on the 14th day of gestation. Their hippocampus was isola-
ted. And primary NSCs were extracted from the hippocampus and cultured. Xuesaitong injection was co-cul-
tured with NSCs. The hypoxic NSCs model and the non-hypoxic NSCs model were established. The hypoxic
NSCs model was established in a cell culture environment of 37 C, 5% air, 90% N,, and 5% CO,. The non-
hypoxic NSCs model was established in a cell culture environment of 37 ‘C, 5% CO, and 95% air. The NSCs
were divided into non-hypoxia group, non-hypoxia Xuesaitong injection group, hypoxia group and hypoxia Xue-

saitong injection group. The NSCs were identified by immunofluorescence assay, with their proliferation and
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differentiation to be analyzed. Cell Counting Kit-8 assay was employed to evaluate the effects of different con-
centrations of Xuesaitong injection on the activity of NSCs. Western blot assay was adopted to analyze the ex-
Results

pression of HIF-1a protein and QRT-PCR assay to detect the expression of VEGF, Xuesaitong injec-

tion at the concentration of 1 g/ could significantly increase the cell viability of NSCs, but there was no signif-
icant change in the viability of NSCs after increasing the concentration. The cell viability of NSCs in the hypox-
ia Xuesaitong injection group was significantly higher than that in the hypoxia group ( P <{0.01). Under the
condition of hypoxia, Xuesaitong injection could significantly enhance the differentiation ability of NSCs and
regulate the HIF-1a-VEGF pathway to promote the proliferation and differentiation of NSCs.  Conclusion
Under the condition of hypoxia, the cell activity of NSCs decreases. Xuesaitong injection at 1 g/L concentration
can significantly improve the cell activity of NSCs. Xuesaitong injection can not only prevent the decrease of cell
activity of NSCs under the condition of hypoxia, but can also significantly improve the differentiation ability of
NSCs. The mechanism is that Xuesaitong injection regulates the HIF-1a-VEGF pathway to promote the prolif-
eration and differentiation of NSCs under the condition of hypoxia.
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pl,%l% FFfM RS pmol/pl mix 1 pl,dH,O 10. 5 pl,
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60 C~95 C. A& EFt 0.5 CHB—RFEICAH , i )5 A %
A s . FrA AR EE R 3 WL IHAE L Cofd,
& HEH mRNA FHXF Rk R ] 20 k#1784
#r. PCR 51414 i VEGF 1 K& P& I8 B-actin 51 4.
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