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[ Abstract] Corneal neovascularization(CNV) is one of the important pathological changes that leads
to serious vision decline or even blindness. In recent years, with the deep study of molecular biology, immu-
nology and pharmacology, the methods of treating CNV have made a breakthrough. At present, the common
treatment methods include hormone drugs, anti-vascular endothelial growth factor, conjunctival transplanta-
tion, pl;otodynamic therapy and so on. However, there is no effective therapeutic medicine or cure methods

for CNV. How to prevent and treat CNV has become a hotspot in research in ophthalmology. (Int Rev Oph-
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