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Review and prospect of anti-vascular endothelial growth factor treatment for wet age-related macular
degeneration
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[Abstract] Anti-vascular endothelial growth factor (VEGF) has been the first choice in the treatment of wet age-related macular degeneration (AMD),
since ranibizumab went on sale in 2006. However, clinical studies have suggested that the visual acuity returned to a baseline level several years after anti-
VEGF therapy, with the occurrence of retinal fibrosis and geomorphologic atrophy, highlighting the limit of this treatment. In order to improve the
efficacy, replacement and supplementation of traditional anti-VEGF emerged successively. Gene therapy achieved long-term and stable anti-VEGF effect
by mediating therapeutic proteins delivered by adeno-associated virus vectors. Treatment combined with anti-platelet-derived growth factor may
compensate for the limitations of anti-VEGF therapy through peripheral cells. Complement-related gene therapy is a new field based on the poor
reactivity of patients against VEGF. This article reviews the progress of anti-VEGF in the treatment of wet AMD.
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VEGFR2) iR M 454, Sl A ™. Hr,
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1.2 AAV-VEGF-Trap
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1.3 RGX-314 (AAV-anti-VEGF Fab)
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