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[ Abstract ]

demyelinating disorders of the central nervous system, mainly involving the optic nerve and spinal cord. Pain is a common clinical

Neuromyelitis optica spectrum disorder ( NMOSD ) is a group of autoimmune-mediated inflammatory

symptom in the course of NMOSD, which severely affects the quality of life of patients. At present, clinical use of glucocorticoids,
immunosuppressants, analgesics and other drugs can partially alleviate NMOSD complicated with pain. However, recurrence,
aggravation or persistence of the pain, and low efficacy remain the challenges. Consequently, progress in clinical characteristics,
pathogenesis and treatment of NMOSD-related pain was reviewed, aiming to provide reference for the clinical treatment and
management.
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yrik, Hiala EH TRBEARR R SPURZ RS A
BEAG TN, H5HESZORBIIER KEEE
EiuE P N 7 Nt VRS EE 7N S NG B 1Y (SR 2
o PERG AR Qin 1 BT 12 ] AQP4 HLIAFH
PERIE K 1 MEIRTE NMOSD H 35 19— 1 SRl
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OV SIS e = € NN T (R AR LS e N LYt
FARMEAEZR, TRE N NMOSD &I iA v it o
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