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We found out an increase in beta2 adrenergic receptor expression in the primary
sensory neurons after peripheral nerve injury. The efficacy of beta2 adrenergic blocker
to reduce pain was investigated. We found out the tendency to suppress the decrease of
the thresholds to pain after beta2 adrenergic blocker was administered to SNL model
rats. Although we found out the tendency to suppress the decrease of the thresholds to
painful stimuli both thermal and mechanical, we couldn’t bring out the intracellular

signaling via beta2 adrenergic receptor in the hypersensitivity state.
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