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Abstract: The P2X7 receptor( P2X7R) is an adenosine triphosphate-gated cation channel receptor,which is one of the
subtypes of the purinergic P2X receptor family,and is mainly expressed by various immune cells. P2X7R and its mediated
signaling pathway trigger the activation of inflammatory responses and have an important role in mediating innate immune
responses. The inflammatory response of the central nervous system activates microglia,which leads to the release of inflam-
matory factors such as interleukin-1B, promoting tissue degeneration, damage and cell death. It is currently believed that
neuroinflammation is an important part of the pathological process of neurodegenerative diseases, mental diseases and various

brain injuries,and it has become a target in the attempt to intervene in these diseases.
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