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ABSTRACT: Neural damage to the PNS provokes maladaptive responses in nociceptive pathways that drive spontaneous pain and
sensory amplification. Multiple mechanisms are responsible for neuropathic pain, including changes in ion channels that lead to ectopic
activity, synaptic facilitation, and central sensitization caused by loss of inhibition at multiple levels of the neuraxis. In addition, neuronal
cell apoptosis and aberrant synaptic connectivity provide the structural basis for persistently altered processing of both nociceptive and
innocuous afferent input. What's more, neural damage provokes vigorous and highly organized neuro-immune interactions that play a key
role in initiating many cellular mechanisms that underlie persistent neuropathic pain. It is necessary to understand the underlying
mechanisms of neuropathic pain by neural damage to the PNS, and it will guide us in the searching of treatment target and give solid
theoretic foundation for our treatment strategy.
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