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[ Abstract]
(CNS) which primarily involves the optic nerve and spinal cord. Aquaporin 4 (AQP4) is the main objective

Neuromyelitis optica (NMO) is an autoimmune disease of the central nervous system

antigen, and its specific antibody was NMO-IgG. It was found in clinic that most of NMO -1IgG - positive
patients were female, whose clinical symptoms were more severe, bilateral optic neuritis (BON) or optic
neuritis (ON) and myelitis were more likely to appear at the same time, and involved spinal segments were
longer. Recent studies discovered that anti - aquaporin 1 (AQP1) and anti - myelin oligodendrocyte
glycoprotein (MOG) antibodies existed in the serum of patients with NMO-IgG-negative. It was discovered
that low proportions of women, more cases of long-segment spinal cord lesion, and rare cases of ON
appeared in anti-AQP1 antibody-positive patients. Most of anti-MOG antibody-positive patients were male.
ON was common, especially bilateral optic nerves involved at the same time, and thoracolumbar
involvement was common.

[Key words] Aquaporin  1; Myelin  sheath;

Neuromyelitis  optica; Aquaporin  4;

Oligodendroglia;  Glycoproteins; Review
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Table 1. Clinical features of NMO patients with different

positive antibodies

Tzartos,
et al'™
It _
e AQP4+ AQP4- AQPL+ AQPAs+ MOG+ M4
(N=137) (N=38) (N=22) (N=139) (N=16)

Jarius, et al Sato, et al

(N=60)
Female : 104:1.0 1.9:1.0 27:1.0 72:10 06:1.0 2:1
male
Onset age 40 38.5 33 37 37.5 32.5
(year)
Duration 5 43 11 7 2 3

(year)
Clinical type [case (%)]

NMO 92 27 5 85 1 15
(67.15) (71.05)  (22.73) (61.15) ( 1/16) (25.00)
LETM 40 9 9 43 5 30
(29.20)  (23.68)  (40.91) (30.94) ( 5/16) (50.00)
ON 5 2 _ 11 10 15
(13.65) (5.26) (7.91) (10/16) (25.00)
Recurrence 127 29 — 116 8 42
[case (%)) (92.70)  (76.32) (83.45) ( 8/16) (70.00)
EDSS 5 4 — 5.8 1.5 4
(score)

+, positive, [H ; —, negative, BH ;5 —, not reporled, XK iE .
AQP4, aquaporin 4, 7K 3 5 [ 4; AQP1, aquaporin 1, 7K i & &
[ 1;MOG, myelin oligodendrocyte glycoprotein , & 5 /b 58 Ji& i 2
it % 2 11 5 NMO, neuromyelitis optica, f fill 8 # % % ; LETM,
longitudinally extensive transverse myelitis, 2\ [a] 4iE {1 i 5 P & 4
% 5 ON, optic neuritis, F # £ & ; EDSS, Expanded Disability
Status Scale, §I" JEFR PR A £
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3-F5 B3 H L I R Al A I Dl
3-hydroxy-3-methylglutaryl coenzyme A reductase(HMGCR)

BEAS BRI R Hashimoto’s thyroiditis(HT)

L BTEIENICS)  generalized myasthenia gravis(GMG)
B A ER M G hypoxic-ischemic encephalopathy (HIE)
PHERIK  febrile seizure(FS)

ANRKGEEGEFR T human immunodeficiency virus(HIV)
FLEZ  lactic acid(Lac)

3,4,5- = HUE SR IR
3, 4, 5-trimethoxyl-benzaldehyde( TMB)

WA AR sporadic inclusion body myositis(sIBM)
DBEENFEFE A minor allele frequency(MAF)
AL FHE  nerve conduction velocity(NCV)
M- WAL neuromuscular junction(NMJ)
Mz E A
HRKHZE growth hormone(GH)
A ZHFEER  neuromyelitis optica(NMO)
P 225 18 28 35 2R P

neuromyelitis optica spectrum disorders(NMOSDs)
M field of view(FOV)

neurofilament protein(NF)

Ryanodine %2{&  Ryanodine receptor( RyR)
KiEiEH 14  aquaporin 4(AQP4)
084 20> 9 52 I 4 B R A

myelin oligodendrocyte glycoprotein(MOG )

INTE.

T A SEPE UG statin-induced myopathy(SIM)
PEALIMZT 8 glycosylated hemoglobin(HbAlc)

5 2 L D 5

idiopathic hypertrophic pachymeningitis(IHP)
FeEMRMNIE  idiopathic inflammatory myopathy (TIM)
RIMEA  cardiopulmonary bypass(CPB)
WATPET 200 regulatory T cell(Treg)
Zfi%E  synaptophysin(Syn)
P T AR UF-fluoro-2-deoxy-D-glucose("*F-FDG)
M ZBIERENLIC )] late-onset myasthenia gravis(LOMG)
MiAF 25 B AE  carpal tunnel syndrome(CTS)
RGEHEABERAE  systemic lupus erythematosus(SLE)
B prism diopter(PD)
{55 LWk signal recognition particle(SRP)

Duchenne B JLE 7 A R AE
Duchenne muscular dystrophy(DMD)

LA 55 K R A

angiotensin-converting enzyme( ACE)
M3K &  plasma exchange( PE)
S0 2 T 1B 52 1

nicotinic acetylcholine receptor(nAChR)
MR FEAENLIC ST ocular myasthenia gravis(OMG)
4 partial pressure of oxygen(PO,)
BAHYIPUIE £96  graft-versus-host disease( GVHD)



