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Effects of dorsal root ganglia on the pain mechanisms and treatments
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Abstract: As the primary afferent neurons of pain, dorsal root ganglias play very important roles in pe-
ripheral mechanisms of pain. Cognition of the receptors and ion channels specifically or mainly expressed
on dorsal root ganglias can help us know the mechanisms of the pain and provide new thoughts for choo-
sing targets of analgesics. This review focuses on the distribution, physiological features and important
effects on pain mechanisms and treatments of Navl. 8 that is exclusively expressed on sensory neurons,

Navl. 7, Navl.9, TRPV1,TRPA1,TRPM8 and P2X, that are mainly expressed on dorsal root ganglias .
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