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[Abstract] Copper is one of the essential trace elements in human body, with its participation in crucial physiological
processes in the body as the cofactors of enzymes. Cuproptosis is a programmed cell death caused by accumulation of copper ion in
cell and mitochondrial dysfunction. Its main features are accumulation of copper ion and the metabolic disorder in tricarboxylic acid
cycle, and is closely related to the pathogenesis and progression of ophthalmic diseases such as uveal melanoma, age-related macular
degeneration, and glaucoma. This review summarizes progress on the core mechanisms and signaling pathways of cuproptosis,
explores the role of copper ion dyshomeostasis in ophthalmic diseases, and analyzes potential therapeutic strategies based on
cuproptosis intervention, aiming to provide insights for investigating the pathogenesis of ophthalmic diseases and developing novel
therapeutic targets.
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