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[Abstract] Cyclin—dependent kinase 5 (CDKS5) is a serine/threonine kinase highly expressed in the nervous
system, and its activity mainly depends on specific activating proteins p35 or p39. In recent years, a large number
of studies have confirmed that CDK5 plays a key regulatory role in the occurrence and maintenance of
neuropathic pain. CDK5 can affect synaptic plasticity, enhance neuron excitability by regulating channels such as
TRPV1, CaV3.2, and CaV2.2 through phosphorylation, and promote the activation of microglia and astrocytes,
participating in the inflaimmation amplification response. Gene silencing strategies and small molecule inhibitors

targeting CDK5 have shown significant analgesia effects, suggesting that it is an important potential target for

neuropathic pain treatment.
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