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Treatment for preventing the recurrence of neuromyelitis optica spectrum

disorders with positive aquaporin—4 immunoglobulin G antibody

Guo Shougang
(Department of Neurology , Provincial Hospital Affiliated to Shandong First Medical University )

[ Abstract] Neuromyelitis optica spectrum disorders (NMOSD) is an autoimmune—mediated central nervous system disorder character-
ized by optic neuritis and transverse myelitis. NMOSD is mainly caused by aquaporin—4(AQP4) immunoglobulin G(IgG) antibody and
has the characteristics of high recurrence and disability rates. Each time of recurrence may lead to gradual accumulation of nerve dam-
age and disability, and therefore, drugs for effective prevention of recurrence should be used as early as possible to reduce recurrence
rate and improve the long—term prognosis of patients. At present, with the in—depth studies on the pathogenesis of NMOSD, new mono-
clonal antibody drugs for corresponding targets continue to emerge. This article reviews the treatment methods for preventing the recur-
rence of NMOSD with positive AQP4~-IgG antibody in the chronic stage.
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FAHE CD19'B AL ACEAERFAE 1% LT o X ATRE 54T RTX
ORI AT 5 o B0 RTX A [ 46 49 3 S22 B0 RTX B4
PR RB TR YT O Y BT B

A 1) B 40 BRIAYT I 25 I8 AT OFA, OFA 2 —Fh 58
2 NIEALBYER X CD20 bt . 5 RTXAALL , OFA 564 A1
A BT AT AREAR ™ AR e 25 oA iy UR: o b4k, B T OFA
(25 2 ) 2B B RS, B, OF A SR SC 1 42 B L
B R AE R AR . % TR RTX ORTH AZ 8% 4 50 RTX A 14
A N OFA AT BB —Flifif 52 1 B 47 i A 8o AR %6
L1 I T8 T, 1 IETA M Y NMOSD fB 2, 7 10 i ik
VRSB Rz AR K S S BR AR ) RIS Nk A 2
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2.4 & 4#JR % 4k (chimeric antigen receptor, CAR) T 48 A
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