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Experimental study on secretion of VEGF of monocytes/macrophages in hypoxic microenvironment in oral cancer”

FENG Hong-chao ,PENG Jian-fan,MA Hong ,et al.
(Department o f Stomatology ,Guiyang Medical College ,Guiyang 550004 ,China)
Abstract: Objective To investigate the secretion of vascular endothelial growth factor (VEGF) of monocytes/macrophages in
hypoxic microenvironment of oral cancer in vitro. Methods Peripheral blood mononuclear cells were extracted from healthy
person’s blood and cultivated to transform into monocytes/macrophages. Then monocytes/macrophages were cultured in hypoxic
microenvironment (0,<C1%) and in normal microenvironment (20% O,). The expression of VEGF was detected by enzyme-link
immunoassay (ELISA). Results The expression of VEGF excreted by mononuclear/macrophage was significantly higher in hy-
poxic microenvironment than in normal microenvironment. Conclusion In hypoxic microenvironment. the secretion of VEGF by
mononuclear/macrophage is gradually increased. But the mechanism of monocytes/macrophages’ function in tumor needs more re-

search.
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