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[ Abstract] Choroidal neovascularization (CNV) is a common fundus neovascularization disease,which often
leads to irreversible vision loss. The pathological mechanisms are extremely complex, involving the participation of a
variety of cells and cellular contacts. Currently, there are still many deficiencies in the treatment of CNV. We are

" conduits" for transporting nutrients and metabolic waste, but also

concerned that blood vessels are not only a
providing angiocrine factors for organ growth and development. A variety of tissue-specific vascular endothelial cells
have been proved to be able to deliver a variety of cytokines under certain conditions,which act on surrounding cells
and participate in the control of angiogenesis and homeostasis. Therefore , this review focuses on the research progress
on the involvement of angiocrine in pericytes, retinal pigment epithelial cells, mononuclear macrophages, neutrophils
and endothelial precursor cells in CNV through various forms such as extracellular vesicles, in order to provide new
ideas for the treatment of CNV.
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