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The role of myeloid cells in the promotion of tumour angiogenesis

HUA Rong, YUAN Zhi-gang, DING Ye, XU Shu-ru, SHU Wei *
(School of Pre-clinical Science, Guangxi Medical University, Nanning 530021, China)

Abstract Tumour angiogenesis is a crucial step in tumour development. Bone marrow—derived myeloid cells,
such as macrophages, neutrophils, eosinophils, mast cells and dendritic cells, have an important role in regulat—
ing the formation and maintenance of blood vessels in the tumour microenvironment. In this review the evi—

dence for each of these cell types driving tumour angiogenesis is outlined, along with the mechanisms regulat—
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ing their recruitment and activation by the tumour.
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