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[ Abstract]

system, and its pathological mechanism is complex, mainly related to abnormal neural structure and

Neuropathic pain (NP) is caused by leision or disease of the somatic sensory nervous

function. It is hard for existing treatment methods to obtain satisfactory results. With the deepening of the
study of peroxisome proliferate activation receptor-y ( PPAR-y), its role in neuroinflammation, oxidative
stress, ion channels, mitochondrial function,neuroprotection and other aspects have been discovered succes-
sively, PPAR-y may be one new target for pain prevention and treatment. This paper reviews the role of

PPAR-v in NP and related mechanisms, in order to provide new thinking for the clinical treatment of NP.
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