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Research Progress in Demyelinating Diseases Associated with MOG and AQP4 Antibodies
CHENG Chang, WANG Wei, XU Sha-bei. Department of Neurology, Tongji Hospital, Tongji Medical College,
Huazhong University of Science and Technology, Wuhan 430030, China

Abstract Early studies have found that myelin oligodendrocyte glycoprotein antibody (MOG-IgG) is mostly
present in optic neuromyelitis spectrum disease (NMOSD) patients with aquaporin 4 antibody (AQP4-IgG)
negative. With further study, the clinical and imaging features of MOG-antibody related diseases have been
found to overlap with AQP4-IgG positive NMOSD, but not the same. This paper summarized the studies on
patients with MoG-IgG positive diseases and AQP4- IgG positive NMOSD, and compared the pathophysiology,

clinical and imaging manifestations and prognostic characteristics of the two, in order to improve the

identification of patients with MOG and AQP4 antibody positive.
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(inflammatory demyelinating diseases, IDDs ) J&—
TR T (G35 ML 22 ) A (sl) B [ B e
PRI L o LRI AR D0 2k S S VA0 M 32 oy 5L
FRAE I PRASEH DL A4 A 465 10 ot 22 AR i R
(neuromyelitis optica spectrum disorder, NMOSD) .
£ PR E (multiple sclerosis, MS) | o P& HPE A
#4¢ (acute disseminated encephalomyelitis, ADEM)
S I R I A v B S B, H R S R
UORNE T 238t B A 2 RGUEIR 5 IE , & BN
[FIFEREAT 2R D RERE AT, B JEAAIG RAF ST A A
W7 A TR, i /0 9 5 T 240 B 2R 1 BT AR (myelin
oligodendrocyte glycoprotein antibody , MOG-IgG ) ¥
TR BAE AR . 2T, MOG-TgG B
N2 AR T K T8 2 H 4( aquaporins4 , AQP4)-IgG
FAPERINMOSD & . BER ISR AWBITRA 5
MOG-1gG HH & 5955 BLFE WA i T NMOSD
FAL, HAENG R R I A7 R8OR KI5 451 22 07 T
)5 MS Jz AQP4 HTIA FH 1 i NMOSD #3547 fIr A~
A, % 28 B B AR v MOG-IGG Al ¢ %
(MOG-IgG associated disorders, MOGAD), A3 []
JEISIT AF 5 5 MOG 1 AQP4 Hit 1AM 56 5t B 5 95 7% 1)
T AR | G5 T 2 e B AL B2 IR R 15
SRR LR YT ATUS 5507 T B S [R] , 5 7ER h R A
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1 #ER
1.1 MOG-IgG

MOG J& T S BRI U 5 0L ARG T
PR 28 22 45 (central nervous system , CNS ) A i i
SN Z RN G I B AN R 58 |, 2 VR A Y
0.05% . MOG-IgG 1] 43k BU M0 A AR o 1
ok, B LRI 1R A A Ltk MOG $ 5 = /7
SR A I FH A5 B 512w R g5 IR S
1 MOG-1gG /2 AR S0 M 1Y, FLAE MS S5 i a i
CN'S 5 I (e BREK R 2 r 22) B LA B 174 A1 2546 )
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20 0 5 (cell-based assays, CBA ) ¥ i fith A\ 4K
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T, W P FH 200 e B 5 e T e ) R0 2 A
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FFA IO M MOG-1gGY. ¢ F MOG-IgG (7
ALK EURHLE, A PR R W], AR IA T CNS 1
MOG #i 7 IfiLfiki 57 % (blood-brain barrier, BBB )il
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PRFEMAA T 00 4 B A F 5 800 2 B T 4t B 84473 , [l C D4
T 40t A CNS 3t — #5404k >4 Thl, Th2 . Th17 ZE 20, i 1 4>
WA 2T PR3 il CNS 53453
1.2 AQP4-IgG

AQP4 JE/KGl B A KRN — 01, FERIA T CNS BIE
BRI L5 o 7E CNS H, AQP EBAE MM B HE S8 K
JE Rl B B S A S KRR A A SRR
AQP4-1gG /& 1gG1 JSHuihk, 5 BLIE i o 41 i J2 28 1 11 AQP4
PG RS BRI G R A 25 6 Tl s AR MARS 1) 4 B 7
S350 I R AN ML 405175 A — 2R 90 & i RN, DT 4k e 7>
S IO M4 T AP . I oY 2% B R T R o 200 A 15 45 T
HE <5 51 R i BT 4F 4 TR 1 2 M1 (glial fibrillary acidic protein,
GFAP) [ &I, £ AQP4-TgG FH Ik FB 2 114 M 100 Mg A 3 P 1
GFAP HLARTH 1 35 44 8, I LUK 5511 ARRE R A i
F R E AL S IEA Y, T AQPA-IgG YA R N Ay A
JEANIGEAE A AR S0 e A A FIHL I E A CNS B, BRI G
MR EE . AT R FEB0% S, B 410 15 /o 7E CNS 41k
BOE A L AQP4-1gG , AQP4-IgG i 1+ il i P45 1Y) BBB X i
HEA CNS, [E] i} B 40 £E A8 JF AT CNS 2 i) & A S A4S A4, ff i
TRANG A P AFAE SPUARASE R B AN F AN, Fos 20,
AQP4-IgG 7& NMOSD 3 HE P AR 4 . AQP4-1gG 1) & BT
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o BT T AT TR G e e sl R R R, H A B OF
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BE: A AU 28 4 32 B e B R LR i LR A 0 T R, AT e BUHR BR
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Ui I R A, AQP4-1gG 5 I HHE R 2 K17 Bl BTk
B 4 (long extensive transverse myelitis, LETM) , & 3¢ 1 A
AN OB R A2 TE T3 RRAS R/ IMEE AR, 38 AT 30— BB R B bR
s s B MR EE PR R SRR B R T M . Hor
PI PRI ELPE R 2R H MOGAD AH G Ml 98 B UL, X ] RE &
H TR BT P B 40 ) A SR i, A T T 1 S B N 2 2R
SE. AN, AQP4-TgG FHTE £ #5 # MOGAD 4 B 5y Hh B LA
PR B 39 S X i Sy 3 B 0 DR 3R 3R 1 W S X 2R 5 1iE (area
postrema syndrome, APS)™, 2 7.1% ~ 10.3% ) AQP4-IgG [H
BFHLLAPS Jy ey B . T WFIE 24 3.2%01) AQP4-1gG [
P 5 NMOSD &35 7T 5 Rl g A SCEK , If BL AT /e 55 Il 1Y A
Spa LR DG, 35 DL Sy i Rl R LRI

5 AQP4-1gG FHYE & HH L, MOGAD & i - i 55 % (v
RIS N 30 2 ), T A s L ABI AR O, WHi TRy T AR, HLE
PRTUSELF . MOGAD A [FIAEIE 20 1411 PRAFFIE AT AE 5 4 I AR
A4k, 78 JLEE H 5 B ADEM, HOR B IAPE R . T AE A,
ATz A 2 58, LUORFFRER . MOGAD 51 1y 4L
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2298 LIS T A5 U W R L 249 2 500 3 A A ) R B 1 UM
T = EE R, AR , 2 A R 2 AR e AR A A ] &
PR ALK i, 7 2 B TR LSk JE BT I, 3K 7E AQP4 FH M AR
FHri L, AR, A 50% Y BE TR 7GR AT LR
A T A HEE S AU S g . RS MOGAD SR 3 (1 ALl
R EA PG E SRR BEE e T e AR
F A AQPA-1gG FHIE B H 47", MOGAD H 44 il iy LETM,
o AT Ol B BE 48, H B LETM A9 EL 61 20 60% , #5
AQPA4-1gG ML 848 P 85%LETM 4 LL 141", 5 AQP4-Ab
AHIE G BE R A L , MOG-Ab A BB BER R INTE B I KA
BRSPS IUEBER AR AR B T 22 I RO AR AL
B HEE WL IR ERGLEIR R PR AR UL H 5 B A R
T R A R P Th R R, O AR TR A, eoh,
241 20.7%01 MOGAD S8 2 1T H BUIR 9¢ , 350 mT 18 i 4%, ks
AR E AT B R = N AR R (A T R . 230%
1) MOGAD i 35 nl H 30U T 28, AH AR 2D Bl B2 R i T, 8 ]
PEE MM S RCERES . BT, OA T 708 B2 as | w
RRgaEt™ il COVID-19""4¢ d # v % L MOG-1gG FHE A1
KHGE . A, MOGAD AR H B et pas (A &I
At 7 B PUARTE SRy H UL ST AR SR 4E — 28 MOGAD & 3% & 3
NMDA 742 BH 1 ) i Bk i 222, i MOG F1 AQP4 AU FH 1
A R/ ILE

3 HBRERHU

AQP4-1gG BAME: 38 ML (1) Sk 3R kL 2037 F AQP4 5 38
I, A2 55 PR 55 T i GEREN G X 4. 5 MS R
T I 55 55 14 995 k455 A5 S [) , AQPA-TgG FH P igi 2 55 s Ak 42 5
LRMEHES , M BRA G k22U ST AE R A, T AR A
Wio BBERALT & T I EE, ELE 20 A g, 28R IR
TR A R KT 3 AR B, Hh U B 2= A R AE i v]
REPERERP, (HAT B B kAR Y7 5 7T il S Wl 4y
T AR5 & B, BB 1 52 BEIR 5 5 (bright spotty lesions,
BSL) ) AQP4-1gG FHE: B B BRI AR F Ay, FLARAE 2
MRIFFHEBTAIA I T BER0IR S 5 (N TR SRR L AT
{555, PR Z B KON 7T BER A2 AR
2 DL TR T30 5 1) 5 35, B AE SC RROR i B . T2
PETGE AL - 1040 28 58 B H SR T B A B A 4 i AR A
AT AL T30 1

MOGAD 835 (1 K B A TE R, 4345 B3 430, 77 L1 A KA
FATARTER AT, LA 25 55 11 0 DX g kb 22 UL, e 2 L Fe i A
it Ty kAT B R S . MOGAD B 28 55 5y HH IR 0 48
ST B A DAL B AR E SR AL . kD) RECE BEIRIE kAR
ZJRRTF 5, 7 ToARA RO _E B HE, JRA0E_ BN rE B
MEMILRAE R . Bk UL, B RE T B A8 e B Az B
37 BN H” AF S MOGAD 88 48 358 ARV O SAAR FARAE -
MOGAD MRI 7% 1) —~ EE BRHIF 224 50% ~ 80% 11437 1] 2 ik
RAESG AT 78 4 THIR , 3IXAE AQP4A-IgG FHME B FIMS [ #
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Bpgg A WL, MOGAD WM 246 35 AR N 3, %A Tk Ia &
HIE PN B, AR /0 B K A8 . MIRT P-4 AT U W0 pft 25 388 L i ik
T, 35 AT DO A 2 A R R k2 2 Ak S MOGAD R
LRI F MR AR F AR,

4 BT S5WE

KT 2HBIRIRIT , 1] o0 b 2T R Z a7 . T
H R = 2k [ MOGAD 19 K HUB REA LT BRI, BUA 13677 6
WOR 2 I T [ I A A ) B S se PR I 4250 . 241
PR 1 SR AL, 1 S R R oy SR TR AL
SRORBHRAR ) R W] BRI S PR ER B i R s e, A
TR R BRI A B TSI RER ™. X T AQP4
PUMR B 1) £ 5 380 5 B A2 R FR YR T 5 T X T MOGAD £
& T EPERUR S SRR R, BN PRORE R 52 A4, DR ek
FH W R AER MOGAD 8 3 2 15 2L AE R K W e e iR )7 A FF
W E— G . MR TE S E & B MOGAD % 4714
f T 52 & IR YT . H I AR R YT 25 W A S /N R
BN S R B S R BT R RS A L X
MOGAD 53 H miis IR B2/ N e A b o e A1 )
FLHL 10 ~ 15 mg/d BTE e AERHAIT Z 64~ A ISR
T YU TR AQP4-1gG BHE NMOSD & & J5 il B A 1R =i 11
S, (HAE MOGAD 3 H (97 2% 100 F- AN 1 AQPA-TgG BH: i
H o IR TR BAPUIRTT 2 R B Y XT LIS & B, AR
T AQP4-IgG FHEL , MOGAD £15 % #155 (37.5% vs. 24%)
M KR (2.6 4 H vs. 74 A, BATHE R B4 35
TEREDLIARZY Y ek 95 [ FDA SRk B HLAE I F NMOSD f9I69T , 4
SRAMATE 1 C5 3R - 4R 22 2Rk 5450 (eculizumab) , 40
-6 52 VR BILIBTH - 545 R Bk 5T (satralizumab ) 71 CD19 B 41 i
FEIE ) - A A Bk FE 4T (inebilizumab,MEDI-551) , Hrh g#45H)
PREAHUAE 2021 4F 4 J 30 H 8 b [ F 5 24 b M Jm i =k o
FIRIT 12 2 LU ) AQP4-1gG FH P AY NMOSD 3%, iZ 251l i
B RELRPNG 1 A TR, e = RFEAR (1 PRI 5% 50808
H A7 1 JC WA 4518 2 W SR SE B LA 7E MOGAD H A7 R, ok
H/INEEAR B 91 22 9 i 15 26 G ER BT (FH AN AL 25 -6 BT
AT AEXT HoA S BEID A Y Y ICRL MOGAD B A 3

SMATTE , MOGAD 1) Tl J5 2245+ AQP4-1gG FHM: B # .
KE40% ~ 50%1 MOGAD £ H I EARRFE , 50% ~ 60% 1)K
BEYT JE R IE K o R AR I 28 R Ji ok LB, i
H W5 K I MOGAD HA S M A 3 o B B 2 &
KA WA R W R AR i < 10 mg/d 545
G 24 AN, I B 53677 RIS DA G, 43R 6
] <34~ H B, BE S R AR g, R R,
MOGAD #5955 5 & 91 19 MOG-1gG i 1 25 T 2 401, e 19
MOG-IgG 7 & T LA T — 25 g i PR R0, H 30 1 8%
PEF , B T RE AR M PR AN &, H B i 1]
PER AR AT LA L0, 1eAh, 5L L, K & 1Y XU
B IR T 2207, Se U 5 58 & Rl vl LA Ko

o RT3, A SHAT e BSR4 B RE PR I R

kB 22 TS 2 B AQP4-1gG P 3% TS 5 KW 4AF
B DIA G . — TR v b DR ) & 2 % B /2 # NMOSD ) Ilfi
PRARE s B T0U R A RIF T R A0 R R 4 80 (>40 /) K 1
FEXT L % 7 R A R B P E A R | B R AR IR R 1S i, AN ]
ST AT RS (EDSS W43 6.0) 38, H & AR I RERE N 10
A LRSI 65% . FRSRIGE A TR R A ™ EE R I8 o vy L {HL
M R BB HE M TR EREENEENRBEML. XF
AQP4-NMOSD A= 24 F5 i 1 5 BT 09 AH G, A W5 2= W [+)
TP ER (4540 2 2V 6 TE I 24 h 1gG & B0 I
T leG W58 A, I 48 22 524% 25 11 (neurofilament
light, NFL) 5% HlJ 8] 1) ¢ 2 H i i JC R 8 18, A iF o 3
I 7% NFL /K SF-5 2 I5F Y EDSS P43 52 1E AR S5, 1t A A
FEINR NFL 595890 ™ 5 A2 A & JCH S A 9 I 8
ALY GFAP 7K1 58 22 W I R R VT 43 A O , H BRI il i
GFAP>90 pg/mL f] AQP4-IgG NMOSD H # oK 3K 52 K fh i 7]
Lt GFAP <90 pg/mL (REJE, —IeF rhihr 4 5 ik e
41 M1 1 He (& (neutrophils to lymphocytes ratio, NLR ) 5 ¥4k i J5
AIFSE & B, NLR 5 % i K Bt s EDSS 3143 52 1EAH M, H
73 —TRF5E 3R B NLR A6 & VERHRBE TR 15, S5 = &
JUEE R B T S OGHRNY, VPN LS T, H A e
UEAE W] AQPA-1gG Vi i 5 i)™ S AR B A R AHOG . 2017 4F
— 0[] s 22 Hhcs B KR AR [l B PR i 55 % 30, AQP4-1gG s [
FEAEDIIATE AFF- 24 52 A S MF- 2o e e A B2 Ty i W i 4
RS T AT R AQPA-TgG L TE RS 4L 595
i 2 R TG A H AQP4-1gG (+) FF 7 AL Ty BV 5 FE v
S R BHE R R AR A S0 5 Kk W E AR DE™ . AQP4A-NMOSD
GaPEAN I FIEYT AR (8] 5 52 K XURS: 1) AT 25 VT AF O, #2232
FEIRIF 2500347 e (0 B 5 AR N B & R ARG, M S 4RSS
THia R RO, FLAS G 2 R T 18 77.5% ™,

5 45iE

2% BTk, MOG-1gG FHE B35 5 AQP4-1gG A 8 & 720
A B2 G PRARAE G R L SR T FTiG LS — 2
2550 IEBRIAT R AR IR X ) RN B Sy AR e
KA TG B L2 (A RTIEVERT 78 E— AR R W & 2Z R A S 17
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