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[ Abstract ]

with a high rate of recurrence and disability, which has a serious impact on the quality of life of patients, so it is important to

Neuromyelitis optica spectrum disease (NMOSD) is a demyelinating disease of the central nervous system

prevent recurrence of the disease effectively. B-lymphocytes play an important role in the pathogenesis of NMOSD, and therefore
inhibiting the maturation of B-lymphocytes and reducing the production of aquaporin-4 (AQ—-P4) antibodies can improve the
prognosis of the patients and reduce the rate of recurrence. The extracellular soluble fraction of transmembrane activator, calcium
modulator, and procyclin ligand interacting factor in Telitecicept can neutralize B—cell activating factor (BAFF) and aproliferation—
inducingligand (APRIL) and effectively block the interaction between BAFF and APRIL and their receptors, therefore inhibit the
maturation of B-lymphocytes and reduce the production of AQ—-P4 antibodies, and then treat the NMOSD. This article describes
the role of B-lymphocytes in the pathogenesis of NMOSD, the relationship between BAFF, APRIL and B-lymphocytes, the action
mechanism and characteristics of telitecicept, the status of telitecicept in the treatment of NMOSD, in order to provide a novel
therapeutic option for the clinical treatment of NMOSD.
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