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[ Abstract]

relapse rate and high disability rate. The neurological deficits would become more and more serious with

Neuromyelitis optica spectrum disorders (NMOSDs) have the characteristics of high

increasing relapse. Using corticosteroids pulse therapy, intravenous immunoglobulin or plasma exchange to
reduce inflammation and inhibit neurological dysfunction is the main treatment principle of NMOSDs in the
acute phase; drugs to prevent relapse of NMOSDs are mainly immunosuppressants, such as azathioprine,
and targeted agents, such as CD19 monoclonal antibody, C5 complement, interleukin-6-receptor targeted
antibodies and a proliferation-inducing ligand (APRIL)/transmembrance activator and calcium-modulator and

cyclophilin ligand interactor (TACI) targeted therapy. Some targeted agents have been approved for clinical
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use. This article intended to review the targeted agents for NMOSDs patients for the purpose of improving

the understanding of therapeutic strategies of NMOSDs.
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Z M HEHE  multiplanar reformation( MPR)
BOBMHIAR  frontotemporal dementia(FTD)

TJIRCRE IR A 2R -6
dipeptidyl-peptidase-like protein-6(DPPX)

allophycocyanin(APC)

- N gl

TRl FRE bicinchoninic acid(BCA)
J5 1] BSOS PE AL TP T
direction-changing positional nystagmus(DCPN)
AP g e 2 ot A A AR
vascular cognitive impairment-no dementia( VCIND)
HWEPETHM  helper T cell(Th)
SR AL 2 5
recurrent inflammatory optic neuritis(RION)

5245 LA 0 o
compound muscle action potential(CMAP)
50 AR UM AR 1 R A 1
leucine-rich glioma-inactivated 1(LGI1)
M K Rankin it %  modified Rankin Scale(mRS)
THLEBIE  Sjogren’s syndrome(SS)
U 2 AT AR P e B 0 UL 2 ) P Il
glycine receptor antibody-associated encephalomyelitis with
rigidity and myoclonus(PERM)

Hil =E  triglycerides(TG)
ST 2 A% 5 T

sensory nerve conduction velocity(SNCV)
BHEBBREE  glutamic acid decarboxylase(GAD)
[EBRARHELL ELME  international normalized ratio(INR)

[E K 24 i W B HL R
National Medical Products Administration( NMPA)

PO RIAE &R R Hamilton Anxiety Rating Scale(HAMA)
DU IR AR 4 %

Hamilton Depression Rating Scale(HAMD)
A F-kB  nuclear factor-k B(NF-kB)



