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We found out an increase in HMGB-1 protein expression in the primary sensory neurons
after spinal nerve ligation (SNL). We examined the thresholds to painful stimuli after
thrombomodulin, which could neutralize the efficacy of HMGB-1, was injected into the
sciatic nerve of SNL model rats. We found out that thrombomodulin alleviated pain
hypersensitivity. Although thrombomodulin, which was injected to SNL model rats, could
alleviate the thresholds both heat and mechanical stimuli, we failed to figure out
mechanisms of intracellular signaling. Moreover we found out the dose dependency of the

efficacy of thrombomodulin to the pain hypersensitivity.
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