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Abstract: Objective To investigate the effection and the mechanism of alphastatin supressing the vasculogenic mimicry forma-
tion of glioma. Methods
formation of SHG44. The expression of VEGF,EphA2 and MMP2 was detected by western blot. Results
gration in control group was 178. 71418. 81,significantly higher than that in experimental group(142.57+12.12,92.71+17. 68,
30.00+7.72) (P<C0.01). The number of vasculogenic mimicry was 56. 80+ 12. 21,also significantly higher than that in experi-
mental group(47.71+10.58,18.86+8.40,8.434+5.62) (P<C0.01). In experimental group the phosphorylation of EphA2 protein

and activation of MMP2 protein were much supressed by alphastatin and there was no change in VEGF protein. Conclusion  Al-

MTT, transwell and three-dimentional culture were used to detect the proliferation, migration and tubule

The number of cell mi-

phastatin can supress not only endothelial cell dependent blood vessel but also vasculogenic mimicry. It may be a ideal vasoinhibitory

peptide.
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