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[Abstract] P2X; receptor, an important apoptosis regulatory receptor, is a member of the purinergic re—
ceptor family and a regulator of the ligand gated ion channel activated by ATP. P2X; plays an important role in
meditating excitatory neurotransmitter in the central and peripheral nervous system. The expression of P2X; re—
ceptor has been demonstrated in most types of cells in the retina. Studies have shown that excessive activation
of P2X; receptor involves in the occurrence and development of diabetic retinopathy. In one hand, purinergic
vasotoxicity caused by excessive activation of P2X; receptor can lead to the reduction of retinal blood flow and
vascular dysfunction. On the other hand,P2X; receptor activation may result in the production of a large
number of inflammatory cytokines, causing local inflammatory cell infiltration and the formation of vascular

inflammatory microenvironment, which constitute the pathophysiological basis for the development of diabetic

retinopathy.
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