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Effect of nonoclonal antibody of VEGF on C6 glioma cells invasiveness under hypoxia and the role of FAK/Pyk2

DAI Li-ming, XU Cheng—shi, WANG Ze—fen, CAO Chang—jun, LI Zhi-qiang. Department of Neurosurgery, Zhongnan Hospital,
Wuhan university, Wuhan 430071, China

[Abstract] Objective To investigate the effect of the monoclonal antibody of vascular endothelial growth factor (VEGF)on glioma
cell invasiveness under hypoxia and its mechanism. Method C6 glioma cells were treated by VEGF antibodies in vitro under the hypoxia
mimicked by CoCl2. C6 glioma cells invasiveness and migration ability were determined respectively by MTT assay, wound healing, and
transwell assay. The total and phosphorylated protein levels of focal adhesion kinase (FAK) and proline—rich tyrosine kinase 2 (Pyk2)
were detected by Western blotting. Results The migration ability and invasiveness of C6 glioma cells exposed to VEGF monoantibodies
increased in a concentration—dependent manner under the hypoxia. Treatment with VEGF antibodies significantly enhanced the level of
Pyk2 phosphorylated at Tyr'”, but had no effect on the level of FAK phosphorylated at Tyr*” in vitro. Conclusion The present results
suggest that C6 glioma cell migration ability and invaseness may be promoted anti—-VEGF treatment under the hypoxia via the increase in
the level of phosphorylated Pyk2 at Pyk*”.
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