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[Abstract] Corneal neovascularization (CNV) is a common pathological change in many eye diseases, such as
infections, inflammation, hypoxia, degeneration, and trauma, which can cause serious visual impairment.
Inflammation is the core mechanism of CNV, and various immune cells (macrophages, neutrophils, T cells, and
antigen-presenting cells) participate in this process, among which macrophages play an indispensable role in CNV.
Firstly, the secretion of angiogenic factors (vascular endothelial growth factor, fibroblast growth factor), pro-
inflammatory cytokines (tumor necrosis factor-o, interleukin-8), integrins, and chemokines promotes endothelial cell
proliferation and migration to regulate angiogenesis and remodeling. Then, collagen-degrading enzymes and matrix
metalloproteinases are secreted to degrade the surrounding matrix and provide space for neovascularization. Finally,
macrophages secrete transforming growth factor- to promote vascular maturation and stability. This article provides
the latest systematic discussion on the immune physiology of the healthy cornea and the immune mechanisms related to
CNV, providing ideas for the pathogenesis research and clinical treatment of CNV.
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