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Abstract: Centralnervous system injury has become an urgent worldwide public health problem due to its high incidence and high death
and disability rate,but there is still a lack of generally recognized safe and effective treatment. Adenosine A,, receptor( A,,R) has attracted
widespread attention as a key regulator of neuropsychiatric activity and central nervous system injury. Now,research findings reveal that acti-
vation of A,,R in the central nervous system injury has a complex effect of aggravating nerve injury and neuroprotection. This article explores
the role and mechanism of A,,R in central nervous system injury.
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