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[ Abstract] Cannabinoid type 1 receptor (CBIR) is one of the most widely studied endocannabinoid
receptors in recent years, which is expressed in both central and peripheral nerve systems. CBIR is located
in the presynaptic membrane, and regulates the release of neurotransmitters through retrograde inhibitory
synaptic transmission, which is an effective target for the treatment of pain. Activation of CBIR has
analgesic effect on injurious, pathological, and inflammatory pain, and antagonism of CBI1R can cause pain
sensitization. This article describes CBIR from the aspects of structure and function, signal transduction,

and analgesic mechanism, so as to provide reference for further understanding the pathophysiology of pain

LRI

and exploring better pain treatment methods.
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