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Abstract

Myelin oligodendrocyte glycoprotein antibody-associated disease (MOGAD) is an inflammatory
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demyelinating disorder of the central nervous system. Some patients develop new, asymptomatic
magnetic resonance imaging (MRI) lesions during periods of clinical remission. Currently, there is
a lack of consensus regarding the definition, imaging characteristics, and the relationship of these
lesions with disease relapse and prognosis, leading to predominantly experience-based clinical
management. This article provides a systematic review of relevant studies on subclinical lesions
in MOGAD, summarizing their epidemiology, patterns of dynamic imaging evolution, and clinical
significance to offer an evidence-based reference for clinical decision-making. The results indicate
that the overall incidence of subclinical lesions during clinical remission in MOGAD is relatively
low. These lesions show a predilection for the subcortical white matter and deep gray matter, typ-
ically appearing as ill-defined T2/FLAIR hyperintensities. Gadolinium enhancement is rare and
characterized by a high degree of reversibility. Current evidence suggests that the appearance of
such lesions lacks a clear and consistent correlation with both short-term and long-term risks of
clinical relapse, as well as with the progression of long-term neurological disability. Unlike in mul-
tiple sclerosis (MS), subclinical lesions in MOGAD may reflect a transient, reversible inflammatory
process rather than an indication of persistent disease activity. Consequently, it is currently not
recommended to use the presence of subclinical lesions as a primary basis for initiating or escalat-
ing long-term immunosuppressive therapy. The clinical management of MOGAD should be primar-
ily guided by clinical symptoms, adopting a prudent and individualized observation strategy for
subclinical lesions.
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1. 531§

P> RS 2 A SRR G HUARAH SN (MOGAD) & —Fh B St/ S Xt £
RARVEBRER R[], HIGIKERR 2, BA REMERMOBME, L B DSk RREOE e 5E 2
(ADEM) 5 IL(Z) 5 40%~60%), BLAh, TRAFIEAMNE %6 REETHEFBE S o TG 28 K g Bz o i ¢ S5 3%
A, DHUE LRI A RIS LA AE(CIS)s 1 N BB 2 RIS A 4 58 BUEBE 4 [2] [3]. R
IR B ) L AR R AR, (HKIABE DT BRI S R A AT 30%~70% [2] [4]. Bk S5
MR Z4E . 183 UK RIS S DIRE B0 A, D R Rk e R B S5 IR IR E R FARAHE, TRy
2R & B TS (1 5] [6]-

MRI 7£ MOGAD [HiZWr 5 %50 B A% OME. B+ ILRHEE+ ADEM i WL, HE4¥ 2R
I XU i o 45 S R K UL AR M T2 RS, B2 B 2 55 AR XA S i) “ 20k Bl
R VR AL, (0 L 26 DU i s R D) /N B 9 32 B8, DA SN Ta] A PR R 25 B B A2 2] [7] [8]
EAFEHERI/E, MOGAD Wikt BAA MR BN AR R . 52 KRR E, Hi ke 2 G T
BEHRER AW, FnHT G AR BB T A8 JI[9]-[12].

IR FLRI, MOGAD i &l 3 JE e 2 S5 IR FED . 5 B R IR 7E %M, 5T
HIUH R B TR AR s 2 R guidt, BRI “MEIRPR MRI ikl ” [13]-[16]. thAh, D)Remt it #L
W 75 A HLAL (VEP) FH G 5 A8 T It /2 43 486 (OCT) 7 Ak M 2] 55 38 A7 48 U PR ) A 8 4 5 e BSORR TY) E o 22
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FYEZ G, PRI “EERME” A RBS, XK IIL TR MOGAD n {7 /E M T R IR K E
RIS BEE PR/ S 30 [11] [17]-[19].

SR, WL AR A I RAAR FAFAE . IR SO RN R R R S KU BN E, H A
AN, 5 B0 PR BE SRS B = LR [13]-[15] EARERE IS, EIRKREEA, XTF 2 R EEL(MS) S5/
BERHZ, TOAER MR k72 Ho i 30 e il 5 5 97 TR B A% Ok s 2 — [7] [20] [21] . [ALE, RS0l B
MOGAD VI PRI L FRFAE S IR S, R TR B 2 o0 L EL

R, AHF 90 B fEil REL5A, Wi MOGAD Iifi PRZE g 1T R IR R MR 73 Kb PR SAA% SRR AE 5 15
R, AT HEIRKRE R KGRI ER, XTH MS A 500 8 B SR mE 10 22 Sk R T BEALHD, I
LN R SR B PEIRIE R 54

2. 58

RHTFILIN 4 BIFFEARERIRT T, & 1 BIRTHETERA ST FEA 3 Il IO 7E, AR i i
I 500 #l MOGAD &% (% 1), W AR DR 7 MJLE SRR R) ZFE R Pra it 7SR M MRI T
iy BB/ EALN L HEAT T R GENE AL o ST BN AR S A R A e R, RS
(IR AE PR X I AR PR 2 SCATT A MR B D7 S0 (1 AN Rl A 5%

2.1. TimpKREARIEX

KT I PRI A 1 S 8 A AE B AT FLIR AN T E D 56 85 . Fadda 2675 H L #E BT REMEBA B o i B E X,
Bl R ICHEIRZE i MRI B3 HIE) T2 & SR s ARk, IE A S BRI, Ry lE St
TR i 75 i 28 (ADEM) 3 i 90 K Ja BB IR IR PR kL, DAHERR SR B0 AR (1 A 22 [13] .
FEMCEER . b, Camera 55 (2021)7E— T4 N 404 il 825 (I AFIBE FLh 5IN T 2L T 228 MRI I [A] (1) 43 )2 58
S, DTG B ) 2 B AR B, SRR E AR O AE >3 N H B ICRER) R I E 138 T2 ikt oA
Wiz © “HHFPIGRARR L « BORAEBRIEEL MRI Z2ERRIGKRIER D 4 FESHRI; @ “nf
REMEIG IR AL o FVFHEZE MRI FERVEIINRAE, (BTGB o R E[14]. BEE IR FIR
A Syc-Mazurek 5(2022) it —BHHHIES: MRI 3 P b I m f BERR T IR =025 © “I
i - 22 (Attack-Remission) ” WIAH A:: FE4E MRI ZEIG IR R AE, BEVT MRI ZE 2@ kg > 3 4
YKRIGERIT Kk, @ 2@ - S2f#(Remission-Remission) ” L IG Ik JE2k M BT MRI B7ETS
FERFEEIIERE >3 DMH). ZIRIATE R R 4.7%) = T )55 (2.4%), $oRil s Wik KiE 35 Stk
RAEKRZEV)[15]. FKE 2023 FFLERILNLEA T Bk, KWK L SOl SR A (3 ADEM
RAEFE=30 K, 5t ADEM J5=>90 K)Mx MRI 1 5ilfs ARE R TG BB XS B 5 2R I8 A k[ 1]

TE SCHHE, HAZOFE T X 70 H IR R AR R T RS 3) 5 SRR R w3 I [17] [19] [22], 1X %
TR LB R EE.

2.2, SRITIRFHHE

B FRAG RS H R AP AE e, TRE ST ABFER A R A MRI BT [RIBR A R A 5%, — I
JURHITHEPERAS 1, Fadda S54RTE 14% (10/74) (1) & ) LAEBE U7 S TR] H 30 J0 e R I 588 ek [ 131 P IE 15
N B R B A A 72 R Camera 25 A1 Syc-Mazurek 25375 1) 8 35 JZ THIAS H 2653 314 2.2% (4/182) F1 9.5%
(10/105) [14] [15]. # LA MRI 434t Hok th 22000379008 3.0% (5/167)5 3.5% (13/373) [14] [15]. Utk
Ah, Tajfirouz 6T AL A B 5L AT 5T R, 3.9% (8/203) ) i A7 A8 B AR 35 3 A ) To R AR R b 22 0t
1R[15] [16]. SAKIMN S, AR JLREE TG PR A 2 e N A i, (R B R BE U - MOGAD

DOI: 10.12677/acm.2026.162692 2812 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.162692

B, FFA

S A L I S A ) P AR [13]-[16]
23. RBFHESHERE

2.3.1. RS ERSHHE

I A AL TE HPAX o 22 R G 0 AT B — e M 1, BF T B 0 5 B R A o A A (P i), 7
oG o B WL, A A DB T B KT [13]-[15]: X — 40 Ak a5 MOGAD 4 il /& st ki
oG A 5 9% R SR ) U R AR A S A X AP FE B (7], S L mT BBk SRR 95 2 A B

AR ONBR B2 K, Mazurek %5 (2022) [ 450 5o 1 3 LU 451 3201 (46% vs 54%) [15]. kb IEARZ R
BUR/ANAL, S FUSRIRBE PR T2/IFLAIR mifE S, 1R “HREIR7 SN Sk 3R SO I B 28 1R 55 %
R ML Z AL, AT g S T AL & BBl A A 1 AR ORI 0 B B8 A e F2[13]-[15] . 5 2 R ML A
[, MOGAD 2 {193 i BLAL B Ak (175 100 575 IL(Z0 29%) [14], $om L i i J s () il DR 7 TSR 30 T g
BEBEBARA N E B RER AR I R AR 5 WL (0%~0.6%) [14] [15], TR AH S R TCREIR s AL B
M AR 2R R (13%) , {HL 48K 22 H0(81%) Ay BE A 32 B AR A I RF Stk ik, mTREARFR M - WAHP 0 B il
(KA A T A B R T B[ 16]

2.3.2. fRHLEIH BIETIE SRAZSRAHE

o Ak ) LR L ) SR AR by, B AR TR ISR WIRK K AE 2 )5 . Fadda SFHIBFFLREL, 4
629 ¥ LI HEAE R I L AE A, e 449% T8 K 3 A A BEVIIN BIA A BIL[13]. Syc-Mazurek 5511
SRR L T b D IOMERE . 76 “TGr - SN (B4R MRIZERAEW, BT 7E SR AR s 0 21 1)
TR 2 (4.7%), B3R T1E “LBIR - R (WITR MRI ST TCREIR ) O ) %2(2.4%) [15] X 7T AE
PRI 23 I A A PT REE U SA T v R A 5 SO I AR P RE SR Bk B R I, T AR AE 58 4 i b J ST 7= A 1Y
B ET.

FEFNAHA E, MOGAD LIt BAT s BE R ATtk . BEVTRCAR R, 2 B0 AT I A A vl 44
NEEE A EIL3]-[15], X3R5 MOGAD [fI3kf5l MRI BA% 520 KL (1354540 — B [11], Fadda %4
R AEAE 3 A R RIATVER[13]. KIIRE VTR B, KA ik e 28 58 WL, A B A v As e 1R
S A R I3 £ [14] [15]: MOHAD I I - Y 5 B T 5 55 % Mk BEEAIR b PR 0 e o s P A A AR A 22
S[7] [9] [23]. FLUSTERORERA: BRI TALE MOGAD 4201 BRGNS TS, T3S AT 398 4 2
ZFAME[10] [11] [23]-[25] -

2.4. FIEKRLEHIMAFWER

WGP A R A FE AR I G, FLO ST 45 SR v Re 2 2R 7L 500 ABFRHE . VAT TR B &
S A 22 7 T R R R

N FERRE W] RE & S 800 78 S o M B Y 5. Fadda 2578 LUJLEE A R BA AR 45 (1) g 2 ik 2k
N 14% [13], 1 Camera SFEA 5 LB A, Je T4kt R0k 2308 3.0% [14]. RE
A UEYE A & DL E B oM fER R 2, (H)LE S RONTE R R BUARE . iR B KB % R
RS, AR AE BN E A IR A [2] [3]. PERIJTIE, B ST Lot B 5 AL (53%~62%)
R H 5 I PR b A B ) SR B 1 B A [ 13] - [ 16]

VBT T TR G AR A R R AN B . ERAR SV IR N R SRR N, (H S T R
T ) RS O 2 0 DA 72 [13] [16]0 K H 2 6T (DMT) IR AR on th B2 520 . 940, Fadda <511
WEFEBAFI T DMT i F R4 1%(4%) [13], 1 Syc-Mazurek 25 (88t b7tk & B4 32 s 1697 5 W IR R 9%
JERAEAFAE B A OGPE[15] 0 IX$E7R, A HTIH FUVA T SRMS 1T REH A B3 OB IX B TE I . SR ERME RSB
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BEAh, AR R (AR TE 5 R E) 5 T R L B SR PEIE S I A —F. Syc-Mazurek 51
W TER AP A7 AE 5225 ORHK[15] o IXRHT, WM I A 7T R S S B ¥ 8 () S i sk, XA s 1k
FEER I AR RE B R A AE,  IF AL IREE N RAR IR K

2.5. TimpRFEAAIGREX

251 EIsKRERXE

ST MM AT A 8 75 FOUI A K I PR 2, B F 9045 18 1 AN — 2 Camera 25(2021) %} 182 1l MOGAD
SEE BT R B, TESRAEIN MRI A H BB R IG R KL MOGAD B3, oo & R it B A0, X
N2 AHIQR: 1~6 NH); AHLLZ R, TSk i 38 AL & R I [ K& 73 4~ H (IQR: 20~104 N H),
RS L (HR) ik 23.860 H& 7 28893 kb mT R Tl Al s () B 52 R S s {ELASE )42, Camera BIF 72 X
W bt By, (HEAS X ] H 58 (95% Cl: 7.51~75.79), R RAFAEE R E M, Mk FEE[14]. 1A
T R 7T R X — 3SR, Fadda 2%(2021)7E i RE 1 ) LE BA S A R B 10 451 H B TS RE DR Yk A 5538
TR L, AL 2 1(20%) 48 e £ Ay 7.5 SEAIBE VT B T IR R &, HER I TRIIE (PPV) A 20%
[13]; Syc-Mazurek S5 MR, B A B K A A5 2R 5 R A TE 2 3 Gu it Bk [15] s
SRR ()5 1 T I IR RE AR S TORE IR M L 5 5 SR A 28 28 W R R AE 2 1) (FY B A B 2R [16]

WS ZE T Re S Z A R A L, QFEIE TR R BRI e i, BEER5E R RURR) Wt 9814
TP 5T (R 1 5 [l ) DA B BH P S A e B 3 Gt 00 22 5 [13]-[16]s hab, $RH ) “TUi 2
IR MRS T AR AT AR —SUAESEAR ) MRI T BRI I, SERRERCT RV R R, B
KPR . BERE R S R TEIR A, MARTERAER MRI o4 5y, Wl Resnxt “WIGARRA” &
X M 7 55 1) G e W FEAEAE S [17] [22]5 BT 3G J0 78 73 UE4E 2R B AR 52 0 o 87 (L ) BRI S AR A
HA =S 15 .

252 SEMhREMERXHR

FREE T S AT AL 5 e R SRR O ANBA E M, DA BIF TEAE VA L s A A 5 3 o 22 D RE TR 114
KETTIH, SRNBA—B KAV FIESE, MOGAD HB# SATIG RAF, HAZThReiksE ik e
FEEWRKRERFEAR, 5 RI RIS R IRBOvF I5] [6]. TR, WG A
WEFARSE RIS T PR B AR V20 i e 1) 8 2 A ORE [138]-[15] » AEAL I T J5 1, Tajfirouz S5 1T 5T
FIRER W], AAAETCREIR PERL e 2R EL I S 0 (85, e &l 0 85 )R 5 o e R BN S B AR LU TE e vt 2 22 7 [ 16] o
ERUEHEIRR, MOGAD I RZMFYII B IR kL, FFARRZ S BRI DI REF R 5K ANERL 7743
FHMSLAER KR, X AR R AR E L.

2.6. MOGAD il FRFmAt BUIE ok T8 SRR

TEHF R RGN EE R T, 2 REALMS) N —Fh & S BB S, 3 “ TR MRI R
K7 2 USRS R T I A O AE AR S, FERIRC T OIS SUEYE 7 16T H AR CERE A
FGER 43 [7] [13]. BA BT A MS Fl MOGAD I PR K 1 22 5 2047 13l XM 22 i e 7 A Beks MS
FAY S 975 3 2 M U 5 5 B SR TR BB F T MOGAD RIS 5 SR SE R [7] [9] [13]-[15] [23]. st~ L,
MOGAD Ji kb R NILF BRI T2 mfE 'S, EMsRATER, JFRE®REEN, Z2H0TEEH
[13]-[15] [23]; i MS gkt 22 Ry ids Ui o, o fEisahthantt, B4R ZHEREAETE, F K AR
[9] [23]. 7REEEEAS -, MOGAD LAiidsS /b S oa 40 Bfa 1 1 Y 3 FERE S L 0 FRAE, 5 MS BigdE
TGNV SOIE S 2 AR PEANFI[9] [10]. S EME, BUAUEHE B8 MOGAD LI PR k55 A Sk 52k AU Je
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T8 HAR 0 J i = B A DG B [13]-[16], 1X 5 MS TRAEIRIT AL I TS B SR A H] . PRk, MOGAD Il IR
BTN N7 SR D P s M 0 AR B TE I IR A AR O MS “NEDA-3” i,

TEFAR S BEVT I 7 1, A BT FCUESE AN SCRERT IR R 22 i S MOGAD S #EATH L. S ) MRI
S o 3 3 2 DR A I PR 7 e A R J2 T AR, H R 51 (3. 7%0~14%), LI 57 W 7 J e = WA AfG O TG
R BAN LU, PTRESGINER T oA S g R, I ) LB 3 A 1E 2 YO 1 KUK [13]-[15] . b
Ab, RIS AR XA FE, ELE BT A SOk, R AR A B AR (an 2 DhRe X 5 AEThREIX ) it
A7 IR 7 J2 B S A M 0 A AT 98 S AR A, ST 2 R A 38 R 5 38 BT DA e R
R B R F PG TG |5 R ISk 1) MOGAD ABEHI R 25, H BT EIAS SRR YR 20 A5 4
AL I AR A AT RUAR AT S ) MR B I [13]-[ 151 o 6F 1 PR o 2 52 v iy 20 ke (e A 5 52 ) B
5 AN R BT R A, AT R 46 R AR U DB (0 6~12 A ) LA B 4 T P A VB /E o i B 1 [14]
SR, XTI FREZEMY, TIERMBRRERNES, NEFZH e ER MRS, 14
SEPEAE N TR IR AR RGAEIR[13] [15]. EM AR AIESE L, W S T2 It
BRI FLAIR P55 Ak, R AL SR R WL, E5R R 0 (5 A BR[15] [16].

TEVRIT PSR TTTH, H TR FEIA AN BRI PRI KA A i Bl BTt 4 G e A 7 (ARS8 E[13] [15]
[16]c HAZCAKABIET . 1%, WGP b Il PR 2 AR R BAME BBk HAS—3,  Fadda &5 1 HiTRE 14 A 51
B 5 57~ e FH M FOMELAY v 20% [13] FLUk, SR b 5 378 Tk 22 3y BE Tk e BRR 77 45 55 i = B ff DG K [13]
[16] [l BT AIF 6 B 7 A IE SI G 28 P01 3637 (A T A P A 3 Ty IR S ) oo 1) ST I AR 7 A A 9 38 28R [15]
K1, MOGAD AT HEAS H b TR A i R 2 S K LB KIS [5] [6], 1097 RS BL “ B
TG IR AR AE” NHEARAKHE[26] [27]. A T TCREAR ISR S A BT TR PR YT, (R B e T
FNHIFUAH S B E RS2 B, TR R IR B AN . AT =, PR B UG ARRE R N S 170, S I R
T AR B SR B TR 5% (1) SRS

3. &hig

MOGAD Ilfi PRZZ i 39587 A WM R MRI IR i R v B — SRR LR » BUAIESR R, SRSkt
BERAREIR, ZHRATENE, HS5E kK he skt ok Z WIniock, RIH “ImK - 1
SHEA B R, X —HFAEIR R, Fw AR LA AT BE 00 2 /D SRR 5 48 B R ARG AT 1 4 5 A 2K
MBERRE, MARRFELI LAt

KA MG AR A2 T NI PR BRI TUEAS S, DA T SR A7 7B B 2 B0 FEA D9 TR e RO AL
SR E R SR G A RIS R EMRNE. BT 4 HTIESE, MOGAD il RS B AT RO AE LA ARAE IR
TP N o FAE B ARAEARA_EAS R T DA™ 8 WA BR IO AE IR A A% 0 1) MS “NEDA-3” 1
o AHERE LT LS Dy H BOEAT 5 MR IPE MRS, IR AR AR 18 Bl T H K S 4
HIE T ASLARYE o WAL B, TIPS AR S S T B E R 2 —, EARAEN
PUEIRIT T SR ISR -

AR AT ETE . ARAELL A RIIBAIBTFE, X W R A BEAT 2 R 73 R T, A — 20 L5 I
e PR A9 e L) B G 5 I PR 2R B TR I D) R 3R, FF IR R SEREHE (1 AR br B AR ARG IR
7, MR MOGAD 25 1)K R B SR g

SE K
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