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Abstract

Advanced glycation end products (AGEs) are irreversible products generated by non-enzymatic reactions of reducing sugars and
biological macromolecules. Excessive accumulation of ages is closely related to a variety of eye diseases. AGEs can participate in the
pathological processes of delayed corneal wound healing, cataract caused by crystallin cross-linking, glaucoma caused by trabecular
meshwork matrix stiffness, retinal microvascular barrier damage, and optic nerve axonal transport disorder through non-enzymatic
glycosylation, activation of RAGE receptor and NF-kB pathway, and induction of oxidative stress. Clinical studies have shown that
AGE:s are significantly accumulated in the eye tissues of patients with diabetic retinopathy, glaucoma and other diseases, and are
related to disease progression. Future research can focus on the development of efficient AGEs inhibitors, targeted intervention of
the AGEs/RAGE pathway, combined with imaging, laboratory and other technologies to realize early lesion monitoring, and provide
multi-target intervention strategies for metabolic and degenerative eye diseases.
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