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[ Abstract] Central post—stroke pain (CPSP) is a chronic refractory central neuropathic pain syndrome caused by cerebrovascular
lesions affecting the central nervous system. It is associated with damage to the somatosensory system and manifests as persistent or in-
termittent pain in body parts corresponding to the area of brain injury, accompanied by sensory abnormalities. The pathophysiology of
CPSP remains unclear, but current research suggests dysfunction in pain signal transmission pathways , central disinhibition and sensiti-
zation, as well as mechanisms involving neuroglial cells, neurotransmitter imbalance, and ion channel alterations are implicated. With
the increasing prevalence of CPSP, effective management poses significant challenges. Common management strategies include pharma-
cological and non—pharmacological treatments, yet their efficacy remains limited. Future research should focus on multidisciplinary
comprehensive therapy, establishment of functional neuroimaging prediction models, biomarker development, exploration of new drug
targets ,and fundamental studies on CPSP comorbidities such as anxiety , depression, and sleep disorders. This review aims to summarize
the neurobiological mechanisms and clinical management strategies of CPSP in pursuit of more effective treatments and improved qual-
ity of life for patients.
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