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[Abstract] The pathological mechanisms of orofacial neuropathic pain are complex. Currently, the lack of long-lasting
and effective clinical treatment drugs greatly burdens the lives of patients. Neuropeptides, including galanin, calcitonin
gene-related peptide, neuropeptide Y, and oxytocin, among others, can regulate nociceptive transmission through different
signaling pathways, thus playing a crucial role in the pathological processes of neuropathic pain. At present, the role and
mechanism of neuropeptides in orofacial neuropathic pain are relatively insufficient, and there is a lack of sufficient clini-
cal evidence regarding neuropeptides as therapeutic targets for orofacial neuropathic pain. This article summarizes mecha-
nisms of neuropeptides in the peripheral and central nervous systems to provide new ideas for exploring their role and
mechanisms in orofacial neuropathic pain, and to recommend effective strategies for developing new analgesic drugs.
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Fig 1 Molecular biological mechanisms of neuropeptide mediating neuropathic pain
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