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[ Abstract ] Myelin oligodendrocyte glycoprotein (MOG) antibody-associated disease
(MOGAD) is an inflammatory demyelinating disease of the central nervous system mediated by
anti-MOG immunoglobulin G. The clinical manifestations are diverse, including optic neuritis, acute
disseminated encephalomyelitis, myelitis, cortical encephalitis, and brainstem encephalitis. MOGAD
predominantly affects children and young adults, with a comparable gender distribution, and
approximately 50%-60% of patients experience a relapsing course. Neurological sequelae are
common after multiple relapses. MOGAD is distinct from multiple sclerosis and aquaporin-4
antibody-positive neuromyelitis optica spectrum disorder in terms of pathology, radiology,
treatment response, and disease outcomes, establishing it as a separate disease entity. Since the
publication of the Chinese expert consensus on the diagnosis and treatment of MOGAD in 2020,
significant progress has been made in the field of MOGAD. To further improve clinical management,
the Chinese Society of Neuroimmunology has updated guidelines for the diagnosis and treatment of
MOGAD as the 2025 edition.
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Figure 1 The fundus of a 6-year-old child with recurrent myelin oligodendrocyte glycoprotein

antibody-associated optic neuritis
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Figure 2 Optic coherence tomography of a 6-year-old child with recurrent myelin oligodendrocyte glycoprotein antibody-associated optic

neuritis
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Figure 3  Magnetic resonance imaging results of the optic nerve of a Sl-year-old woman with myelin oligodendrocyte glycoprotein

antibody-associated optic neuritis

WA BE TR IR A
) B A E R A R TR, A A Y o R (>
50% ) 2% B A v B 3 1 S ol A (3T R AR ORI
WRIF>4 50 GIRYT  IRE B YRR 2K E
RO 2 58 A7, (H T AR st B 7k AT B 195 bk B
DI RRFREATS B KR R
922 25 R A Ao 2 BME P 0 LT MOG B e
R, MHE AQPAHTAARAH I 1 H- 5 4 T H W,

MOG & 6 48 5 EAE MR - 38 & 40 ] 4iE {1 >3 4>
HERTT BE (B 4A) ] A K B k[ i 77
FE kR AL TN A S S B4 (E14C.D).
HUCR R Y 22 Rk T BOE R kL N S MS
Y. 10% 1 f8 2 H B 7R R I IR 3 B
MRIJCA] Wkt . 5 MSA[A],MOGAD & 1) %
R ] B JCRE PR A B k() SRR 7 2 L

H T kR 67 T E T ST, 4 MRI T, R

o I S R R 2 A AE % (8] 4A) 5 BT v I
g kbAoA P e s R BR T K B, AT S H AR
(F4E) ' 2k Ttk 5w Ak oy X 2R,
AP S SR A B 1 5 (16 4B D JF) RIS
PR AR AL 2R IS B R kL]
SEAH T E A2 Rl LI B A B

= LR AR

1. ADEM: ADEM 7 MOGAD JL % 2 % rhJE %
Z 0 g LR AN kKR, 2950% 1Y ADEM &
JURTAE I 3 MOG-1gG , {H7E MOGAD R &
A 5.6% H L ADEM!" 1 - MOGAD 7E/NT 9 %
1)L £ F B A ADEM & AE , i 78 4 K )L # (9~
18 %) ZRIM MMM ZR HHER, BIM LA K
YRR B WAL >

MOG B 3¢ (9 ADEM % 95 B A e (&
BURMPIR A ERYY ) AR I B I R A



< 708 - rhAER 2R A 2025 4F7 H 55 58 4555 7 W1 Chin J Neurol, July 2025, Vol. 58, No. 7

Jold

B4 1D 5 R B UM AR DT AR DG B8 28 1) AL AR R LR R (MRD S5 . A MRILT, 781 AT LA 5 BE A0 () 351 6 5

HAR T, AT UL A R S RN S AR 5 B 2 T 34 5t WL S5 5 0 T A DR A 5 o L R (58 0 PR ) 57 155 5 D - WL BE A R A it
A CHERRT S ), B8 0o 5 0 9 T 1% o AL AN B A (20755 3k ) s E - MIRT T, 8 S A I T, DL (o2 T s BB, &2 HIE S 15 55

F: SUERDIRAL T 74 ik A , ULERE S RS 3 i A

Figure 4 Spinal magnetic resonance imaging results of a child with myelin oligodendrocyte glycoprotein antibody-associated myelitis
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Figure 5 Different characteristic brain lesions in patients with myelin oligodendrocyte glycoprotein antibody-associated disease
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Table 3 Recommended diagnostic criteria for myelin oligodendrocyte glycoprotein antibody-associated disease'®!
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Table 4 Red flags that do not support the myelin oligodendrocyte glycoprotein antibody-associated disease diagnosis
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Figure 6 Imaging and laboratory examination results of 1 case of
multiple sclerosis with low titer positive serum myelin oligodendrocyte

glycoprotein-immunoglobulin G
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Figure 7 The distribution characteristics of magnetic resonance

imaging lesions in  myelin  oligodendrocyte  glycoprotein
antibody-associated ~ disease, aquaporin 4  antibody-positive
neuromyelitis optica spectrum disorders, and multiple sclerosis

(self-drawn based on the images in reference [36])
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Figure 8 Flowchart of treatments for myelin oligodendrocyte

glycoprotein  antibody-associated disease in the acute and
retifssion Bhases
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