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Abstract

Diabetes mellitus is the frequently disease harming the mankind healthiness. Diabetic pain neu-

ropathy (DPN) is a frequent complication of diabetes mellitus. Studies showed that microglia play a critical role in

the induction of diabetic pain neuropathy. Recently it has been demonstrated that kinin B1 receptors (B1R) are in-

duced in microglia in the spinal cord during diabetes and results in the activation and migration of microglia leading

to diabetic pain neuropathic. This review will summarize the contributions of microglia BIR to DPN.
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