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FL oI

Bt B 2 IS VEREALSE (multiple sclerosis, LT MS & It
A0, HAREE R ERE A (neuromyelitis optica spectrum
disorder, LL'F NMOSD & B&7E), myelin-oligodendrocyte glyco-
protein (MOG) #LfkBE i E (MOG antibody-associated
disease), SMEFAETERNEHESE (acute disseminated encephalo-
myelitis, L' ADEM &RgRD) 2UEBIE LTosn Tl
BB L o TREDOINL - KES - IR - 4345 - B IREE -
WRNY — VSRR D AR TIEEEREOKE L NS0
PN BT B IR R ORE, REDOHFIZOW TS T 5.

1. PIRHEMEEBERRIC S T 5 EFREDRE]

(1) MRI #f:o7%El

PRI PE O B 12 351 B M EE, 71 MRI M 13
KEL G TEODBE DS 5.
—OHIZBHE LToRE» D 5. HEiRE IR ER
BIGEL 7= BB TES L wE S, 75810 X - TR
Jist e T 2 AR Y, WY R EEEER T Lk nwe
RPN T RSB IEST 20D b, 20720
EHERZW 2O LIZEETHL. MRI TIHIREDH
- A - HE - MEIRZITIRTE 20T, SRRSO E &
525 EIIHEEREOEABIWIHEHTH Y, KB
BOBWEAEIZBWCH MRIATRIZEER M EOITICH DY,
CTOHICHBERIIBIAA AT Y I T —H— &
LCOHEENH 5. EERIZBNTS, T OEHRENSZ

OBZEIZENTH L0 ) POHEICMRIGERHE S, #r
FOWHBMORNEHEIZB VT L BEOIERSGEEDHHE - 1
DFHi L & B2, W TORERBHITHOI TN L. BigtH
IZBWTY, Tl 2 OFFEE MRI #cffikis, BEMEEZ LM
L HfEEOER{LZ SICFH S Tw 52,

EOHIEWEFHORMIFER L WO &EFH L. H4E, MS
IZBWTH I AR TRT 42T E R EOFRHEDO S
PERIBHEEDMEH SN D L9127k > TV 505, WHIHETHS
Bl B E (progressive multifocal leukoencephalopathy, LA
NPML EWEEL) R EOBEEREMEHARIET 22 0B
ZORMFEHIZE MRUTEHE S 5.

(2) MRI ## 5k

AR AR B OB/ S VWb Db % {, MRI O
IZIE 16 T UL EOmH®RE (T3 T) OREZHV
3mm U TFOHNAT A A TOWRGEHPHER E N T WD, KRN
HE 2 O FFAM L2\ T, 583 1% %> fluid-attenuated inversion
recovery (FLAIR) f&45FIH S41% . FLAIR {5 Tl 2 5 BH
WESCH A THEWE X BIRET 2010 ICERLTEY, KK
Wr D TIEMEIRE DOBIEDPES I ATZ 5. T, B TlX
BRI 6 7 & REAR S MR AL 2S5 IR DYIE 5 T I S
ZWR OREBBIEICERATH L. HHEOREVIREDZ X
WA R 2 R T 720, EROBHIZZI 721 Tk
CTRBIEEZALDOICOEHTH L. T/, ILHEEHET
bBLREZ EOEBEDO B WA TEET A RT 2 LWL L,
WEOFMICARATH Y, Tz, SMEEEL C o &
DRI PML O RHIFZHTZ S FIH T %. Double inversion
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Table 1 Standardized protocol for brain MRI.

WY — 7 T A

HMAZIT T,-FLAIR/T, 53 5 and/or 7'0 b > % FL5EH 1§

JEIRI 2D or 3D T,-FLAIR 14
2D or 3D R4 T, i@

By —r o2 2D or 3D &

T, a5
2D and/or 3D DIR 4
(57 T R R 1

FLAIR, fluid-attenuated inversion recovery; DIR, double inversion recovery.

Table 2 Standardized protocol for spinal cord MRI.

FRINGD WIHY — 7 TV A T, 5% and 70 b > B LS
STIR 1% (7'a b Y &EmMEORDLY & LO)
ista T, malfg (T, MAlE CREDH 206
BNy =7y A Phase-sensitive inversion recovery (STIR £ b h & L)
AL T By —2 v A 2D and/or 3D T, 5 {5

R T, MR

STIR, short-tau inversion recovery.

recovery (DIR) {%: % Fiv>7- [l {4 %> magnetization-prepared rapid
acquisition gradient-echo (MPRAGE) 7 & gradient echo
A& D 3IT T, WAL, REWREL T L20IZHEHE
WESNTWD. REINAOR BIBBEREOHEHIZEHET
HY, WHIROMS OFBHEMREICHEFNTV5.

BRI ZS OFFMIIZ 13 spin echo 0 T, HFRE O JIRIET & )
LW COBEBE IR L ), BRI TOS MR IHR S AN
JEASY FARD . EEEOWEICE ) T—F 7 7 7 MR
Z %728 gradient echo {50 T, 5% % I\ 72354, spin echo
F L AR THIPURZ O LK E AT 255 72 OB NET
H5.

FRANFE O FEAM 12 B > C short TI inversion recovery (STIR)
PR BEBG N 0 3 SE WU OFEIRET &2 F 2 & B O[5 542
HORBPED L2 5.

MAGNIMS consensus guideline THESE STV 50, HH
MRI #i52 > — 27 T A% Table 1, 2 127”379,

(3) MRIFtFEDAA » b

HOHE R E DO BB IR BRI K o TIWE DI - RE & -
IR - A5 - ST BREE - MO SN HD R L7720, T
RARERMET 2 LEP S L. F 7B i i
CIEF RN BOR A A RER R L RZLTLEI LB D
728, B AR EGIT R OWTEE LoD, »oJrfify
BWEAT R IR L CB L LEDXD L. PSR B OB Ik
H {5 T ORI 2L 2 TIE Lo TR S 58] S
THEEZBWICELZ LD H A 720, HHIZ 1 [HO MRIDAT
ZWL LS s, EEME G~6 7 A) % &7 Tl
EATo 7213 ) BE WA L S,

2. ZRMEBCEDERZHT

(1) McDonald criteria C O L O ED )

MS DFZ Wiz 12 Z2M %581 (dissemination in space, LT
DIS & W&RE) & R AY% %M, (dissemination in time, DT DIT
EWEED) ZFERIT 2 LEH Y, MS OEREZILETH S
McDonald criteria Tl&, FERFT R KO MRI % & & 122K
%479 . 2017 4F122ET & 117z McDonald criteria T, 2010
40 McDonald criteria % ## L2, ZIZELF O 3 SATLE]
X vAS
(DMRI T DIS J% U8 DIT DAl % 3 % BRI ME R 721 Tz <

FEBEVED T, S5 59RZ C O i Re & 722 o 72,

QO EREDRE THERZEL & b2 DIS OFRZE L L Tl
bnz:.

GDIT IZLE R B O ¥ o 1 145 % i oligoclonal bands
(OCB) FpECRHTE S L)% o7 (HAADMS T
1Z OCB Bz A%) 60% & WoRIZ AT & &I
VETH5).

7272, McDonald criteria (£ < F TR B EE DI
WA MS EHEEZKIT A 7200BWRETH Y, B
BROZBMEETIE R WEHIZOEETRETH L. B0
McDonald criteria % Table 3, 4 |Z75345,

(2) MS OWEHT R,

1) Ovoid lesion/Dawson’s finger lesion (Fig. 1A) : flfix =5 |2
xf L CEE IO S 3 mm DI I o iy 8 PR R R 28
TMSICE LS ALNDLFRTH LA, RIMMERE % ETHIH
BEDOIIRODIFED RSN D Z L 3d B BRI 2w,
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Table 3 The 2017 McDonald criteria for diagnosis of multiple sclerosis in patients with an attack at onset.

I R A 7 BRI WS E BN
2 [ Ll E 2 fHLL =L
2 [Pk T (AU TR omZ 2= L

ZHIE S B F OB S 7 74 B 2 IR 3R

2 MLk 1 i MRI |2 & % DIS OFEM F 7213 870 2 B2 B3R 5 2 B R 3 2

1A 2 fE Lk MRI |2 & % DIT OFE %7213 2 [ H O ERRAHEE £ 721388 OCB Fuitk

1 1 i MRI |2 & % DIS OFE % 72135475 2 B2 2R3 2 BRI E IS 2,
MRI |2 & % DIT OFE % 7213 2 [ H O ERR IS E £ 7213887 OCB Fitk

MRI 28172 DIS : MERFAE, KEdH 25 VIZRETHE, 7 M, FiHio 4580 ) 55D Eo#EBIcE W T 1AL o T, 5
EomA CERNYE, BHEFEERMDZR ) @05 2L MRIZET 2 DIT @ &5 TOT K =7 A5 MR B CHRRZ & 3F
BRI O OETE CEMNE, SEREEZ b2 v), LI, HDHEEEO MR & AR THEHMBE L7 MRIICBWTH 2% T, BE5
WA F 7213 B = 23885892 O 1131, MRI, magnetic resonance imaging; DIS, dissemination in space; DIT, dissemination in time; OCB,
oligoclonal bands.

Table 4 2017 McDonald criteria for diagnosis of multiple sclerosis in patients with a disease course characterised
by progression from onset (primary progressive multiple sclerosis).

LAERIZ D72 BT OMES LT O ) b o % i ¥

1 WEFEEYE, HEHL VIR ETHE, 7Y Voo b, 1M IS TEMED T, &E5R%E
2. HHEIZ 2 EL_EO T, BEEIRE

3. it oligoclonal bands 1

T, B 55 M2\ EmetE, BHERIEE D 2.

4

Fig. 1 Multiple sclerosis (MS).
A. Ovoid lesion (arrows), B. T;-black hole (arrows), C. Callosal-septal interface lesion (arrows) and ovoid lesion (arrowheads), D. Isolated
U-fiber lesion, E. Open ring sign (arrow).



63 : 428

MR A & T EAT 3 5 BHRFRIRE P O JE0E 2 S % &
SN, WALSRTRFG 2 & TN Z AT A PR L 2RIk
(central vein sign) HHEGEEIND Z WD 5.

2) T,-black hole (Fig. 1B) : MS @ FHEMRZEA T, 5% T
BreB35Ie0dY, BHNIRETALNS. HIZRDOH
FeRuh BB A SOl L, BRASEIR & OAHB b v & a8,
S ORETHIFED/ZOIC T, MG TRESF 2252
ENd Y, ED T-black hole & H5E$ 57201213 6 » H LR
BAZ 5 H L 2 & 2R T HULEDNH 5.

3) Callosal-septal interface lesion (Fig. 1C) : % & HE[E /1]
IR TT 2 & BRNIZIE A5 T, MS OBBIZB VT
IR PR L D ICEHWE ENA.

4) Tsolated U-fiber lesion/juxtacortical lesion (Fig. 1D) : B2 &
TEEIZ o 28R~ — TIROFFIRT, RETHEICH >
CHEATT B EIRE PO 908 % 9% & b9,

5) Cortical lesion : 120> = A RERE S L B3 5 & S,
DIR #:7%% 2 M\ 25 & B BRA AR { %%, MSIZHF
R Tdh Y, mrlod 2017 4122 % & 172 McDonald
criteria TIEZEM ML HMELZ T 2HEO—2I12MMZ 5
nr.

6) Dirty-appearing white matter : 2 EBH o [T T, 50 (%
TUEAMICEVERSIHEET 5. BN 2B, h
HERLT) A=V AR L3NS, 72720, —RIEw
2R 2 AEE (normal-appearing white matter) (2 % B 72 9%
PEA AL T B L SN D,

7) Ti-hyperintense lesion : it O f5A T, i Fd {5 CHEEE
BraEd s erb, HHEOEVIRREEL K35 L&
n5.

8) Iron rim lesion : Eif#3s MRI 2518 CHief% L 7- i L2 a5
R TFHR T, WA OWRFITEIEAE % B L 721845 5 25 &
ENHTENDH Y, BIEREMRE ({3580 KEkiih)
ERIET A L L CIRIEER SNTWAD,

9) Enhancing lesion : {FE)1E O & IR 28 TN B P O B
FEDTZDA K1) = AERZIC L DVRSNL 2 & D%V
RO EZ MAIHE L 2 5. WEERIEREINL L
LH LY, WRBEFEORKIEX KL TV » 7 RS B i) ~
OB NI EREET LI L 0B Y (Fig. 1E,
open-ring sign), MS IZH#IZAT R & SNE. —DDIHED
R ARh R L 6 - H DINIZTHE T 5.

10) Tumefactive MS : A D+ A X (EE2cm ML), HH
@ mass effect, & FZHRINR % &6 — FNES O X 5 2T
Rx 23 5%, open-ringsign 28R 55 Z &, Hifl CT T
BETHL LR ENENO—BIE 5.

11) Brain atrophy : SSEFRM 22 S BEOMEH S RSN D &
DD, FERORETRMENNCHEE L 25, wEEITIC &
DEE L) QKA EOEMOREED RN Z LAV ho T D,
ZMFIEIET A MR R R LT % L E 2 5TV 575,
ATFUAR - Ay =720y - FF)AITHEIZLST
S~ D EIED AT 5 b b,

12) FREHZ - MS OF B E X RE§ 5 NMOSD & #2720

FRRAIRES: 632 7% (2023 1 7)

FARWTE CHB A~ OMRITE BT TR R %R
T E CFROIMUREERERIZ AT 5.

13) HAMEEHZ - T, WGP STR R CEEs e R4 5. &
PERIZ I AE O JE R & s R 2 S L, HLAREEN 12
MBS DD D7, BT OZE 2 2729 2 LA
b5,

(3) MS DRI, A HHE

MS 1233 2 iEHIC BV, R ABHROBIEMNIC X 5 PML
/NIRRT RO B 22 O FE9E,  tumefactive MS BRET R HIL O
WEPSNTNG, ) A~ T7HE I L7z PML Tl
FEIRDSHBLT D HNC IR CREDAONDL Z L3 5. MIE
KD H BIZF 5 ) X7 T DI IR EOXHAL - HEFEEATH
ETVBRDVBVERE SN TWA 2D, PML @ X 1) FL0 o B
TOBWPEEL R D,

F 4 1) X~ 7B #E PML @ MRI i 7 14 acquired immuno-
deficiency syndrome (AIDS) (Zf 9 PML TR T FIERE
HHALNLT VO ERLY, REEEIIHIEEICASN D 2
EHL L, T, (R FLAIR £ C UK - BRCIR o0 B {5 518
o B R AR R AR 2 RS, 4 ) A~ 7 HE PML
VRN A B A B )Y AIDS 7% &2tk PML L0 &
<, EBEMEOREIZIZIZE ILECRE CRES 2 R399,
PLIC 7 A W APURBGHEEZ R T4 ) A< 712 & B BRI
M24EEMZ 5 EBETIEPML OFIED) A7 B EFRT S L #H
HENTEY, £ 3~4 1O MRI TO 7 + T —H L5 MmL
iE - AR RSIET A F T4 2 2017 THES LTV 2,
T4 T ERERE SN TOLEZIZB TS PML O%
FEDERVEDTE F 5720 3~6 4 A IZ— %0 MRI A AHESE
ENTW5E. —F, F¥ 1) A< 7 HE PML 233 L 724
IR AT) &, MBI AT R & N C O PR SR JOIE K
JOJEEHE (immune reconstitution inflammatory syndrome, X
TIRIS EWERD) & ERICHIES 4. 4 ) A~ 7 B PML-
IRIS OW{§HT R & LTI ARME O 3\ 748 X° mass effect A
Ao, T, MR TWADLG»ESE T2 2L, SERIEY
L TyIE TN

3. NMOSD D Ef&z2

(1) NMOSD D5tk

HERDMAFEH % (neuromyelitis optica, LT NMO & g
RO RIS IS & BRI R B T 5 SEMREIRE & S,
BA Y 2 AEIR & 29 5 NMO & 3t aquaporin-4 (AQP4) Hifk
PSR VE THTI B 22 SEIR D — D A% 2§ 5 NMOSD 24574 &
LTV 7z, 2015 4F @ International Panel for NMO Diagnosis
(IPND) T340 AQP4 Hifhk &\ ) KR 2 eIt = & DR
AU T AME L LCHeBEE Rm sy, 2
Wi DIz L b vy, Z3LE TO NMO & NMOSD # i
AL TCNMOSD L#FRE b Z et o7,

NMOSD D5 D #k#E Td % 2015 IPND Criteria Tl
PU AQP4 FLfk O F #E [ U752 0 FEZERAAE B & MRI AT RIS
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Table 5 NMOSD diagnostic criteria for adult patients.

Pt AQP4 FLRB DI G DL Witk i

PUAQP4 FLiklEE: (B 2 W IEKME) DBE D7

4

i A

1. M AQP4 kBt

1. #imhiede, SUMEERR, &2 WIRIERRERIERYH 2
2. ZEHMZ5ENDH 5

3. LT MRIAT RS %
a) BUAFESE © RV AR BIZEONE (21355 2 LIRS R R4
b) SVEEHIY ¢ 3HEMALL T B X RERIE D B I RIZEE
) MERlRR PRI - MR A - ERETTI D 2 W ISR IRF O 2, I o L2 JH B 92

D7 &b —D L R FZERAE R .

1. #iehEs 1. HiwhEs

2. SEERE% 2. BMEATHiSE

3. MER R R EFEIR 3. MERf R EFEIR
4. SRR 4. SRR
5. MRIJHZ % ) e a7y — 5

B B\ LT o A

A7 K L b oL o T R

MRI JRZE % 19 FEBEVE TV 3 L 7' — & 2 I B INE 7

6. MRIJFZ % # 5 JE B2 6. MRIJFZ % # 5 JE B2

72721, PUAQP4 LA A EIZ 2220 & M B & BRIV 5 L EEAH 5. NMOSD, neuromyelitis optica spectrum disorder; AQP4,
aquaporin-4; MRI, magnetic resonance imaging.

Wi

Fig. 2 Neuromyelitis optica spectrum disorder (NMOSD).

A. Area postrema lesion at the medulla oblongata, B. Spinal cord lesion that spans over 3 or more contiguous vertebral segments, C. Bright

spotty lesions (arrow).

H£OZZW 217 . NMOSD O F Wik D Z i % Table 5 12
ZNEN

(2) NMOSD {477 H,
1) MIRZE - AQP4 DA DL\ EE = B I EE R0 i 7K 18 )
PH, SHBEIC M SIERESH ORBE) WA L s (Fig.

24). M IERRR Y VR ORI B BB O e &

DRI R & L TS S Tnw 512913

2) BHERZE RS SR CEER TS 3 MERLL EIC R
R ENL L, ACFWIE T A OB R oK U ASEE L
FEE S5 (Fig. 2B). HHOMEAZ 23505, B2
LI LIEZEMx & 729, T, @& TH BN bright spotty
lesions & FHIEN AN EHE L FREOBEFH> 23752 &
b5 (Fig. 2C). F7z, FHEERZIISME L NI ~<TH
M L~V COBREDSE <, Mtk L~V R 0 J7 58 R T 1)
ICEWwWE Sz,
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3) WA - IEE TR D 12 LRI R D, & &It
RARRBRIZETREZ LD L. BAEOMK, T, B
X STIR G TEfEs, ERmaRe 23 5. BIEWIZIIHR
HEDZENGT D2 EDD 5.

(3) $EFIZWIC B BIEEMN

NMOSD & Sjogren JEMEHE, @) 7~ —TA, 15
AHUIRBR S, EEREIE % & o H TR R posterior
reversible encephalopathy syndrome (PRES) % &#f§ 5 2 &
M\, T4, ) TF Y R A b OMBEREEIICSEE T
LHEEITE TH H MOG X § AHUAD R &, 20 MOG
XS B PR AN AE IC B 5 5 MOG Pt f B # #2 JB AT HT
AQP4 HLIREED NMOSD @ 21~42% 128 F v C w7z & s
SNTWAHY,

4. MOG iFREERE

(1) MOG Pk BE e 5 oo i &

JEAR, L MOG HUEO5E R O & 712 0E, $T MOG
FURD B & 7 o 72 BT B 45 13 MOG Uik B 9 B % MOG
PUAR BN BB 25 & R S0, MS % NMOSD & (3975 B {5 77 2
ol BB S L LTI ONTwa WY iz X 72
L7z AFEBID 1.2~6.5% 5 MOG PifkBI B & STH
D, NEOBRBES T L) EEE (40%) ICAHND.
P AQP4 HifkEEE T NMOSD & 2 S T 72 E BRI R k3
%5 ADEM % &b DF—N=F v TELWEEZLNT V5.

(2) MOG #Ufk B85 . o0 57 S

1) JMIRZE © AGCHIR 1C ADEM & A 7= 35 SRR 70 95 28 75 A
BB ZENEL, FUNRICERRZ EDH 5. /AR T
TR E R ERAE» SIS 2D 5. KM HE
R IR E Z RO L 2 DD Y, B OIS E
DOIFNERAEAL, WMWK SRR E R T (Fig. 34, B).
FRZEE 1 7 HUNO IR CRIMICLET 2 2 & 0h 5.
2) B EBASIER VTS O E L, HlAQP4 Btk

FRPRAIRES: 632 7% (2023 1 7)

® NMOSD & [FERIC KRB RO FoGE TR IR W
BHtthz iz 2) WEXET 205, Wi GEE LEE
WHOWHRIRESE L2 L 5. NMOSD £ MS &
THHMSE R A RAITE DBFE D E N E ENT VD,

3) MRS ¢ R EE TR E < BRICIREN A
ERIHHTROND Z LD TH L. I IR
R O FIE L R Ry 2L, FEOE#A~O
FIEDOW R AL Bie b H D (Fig. 30).

5. ADEM

(1) ADEM D

FARE R, JAIE 5 EDFEBIET AV A KGR T o
T EHE 13 M RICEEORE THRIAE L, BEAAHEORE
THRRARER ICHAT D SE - Bigix X729, 72720, $§%
PEOIEFI R ATIEG D DL - X V) L RVIEBID S 5720,
International Pediatrics MS Study Group 7%#5E L 72 ADEM @
T RAE TIL AT G PR O I I BT ICZH £ 13 S
TR\,

(2) ADEM D Wi{§T i

i MRI T, FE FAHESRHEERK, $URICIFE L, 2.om
DLEDIEBRRENT, BETHELX R T2 2 L0835, ik
WEFEVE, IERRREIZ AT 5 2 L e s (Fig. 4).
MS & 587 1) == B FVE O %2 %° T,-black hole % & 723§
TIL N ESNDHY FEEIRR ) ¥ ZIRO SRR R
RS, BERRRAERS BV LB 0,

(3) W{EZWIC B B ER

ADEM T RS E I BN CHBIT 5 2 e 055
<, ZMHOMRI TERERAPESN 2L Lo T
ADEM % RET 2RI & 1E 7 5 v, 72, BIRIERACGE
L 7212 ST R OB A & N7 412, TRIROD FRREE &
BHEZ v & ) IHET 50BN H 5. ADEM OF 2% Tl
W% &6 L 72 2% W 5 & BNAE  (acute hemorrhagic

Fig. 3 MOG antibody-associatedd disease.
A. Lesions extending from the cortex to subcortex, B. Contrast enhancement along the pia arachnoid membrane (arrow), C. Swelling and STIR

hyperintensity of the optic nerve (arrow).
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Fig. 4 Acute disseminated encephalomyelitis (ADEM).
Multiple lesions extending from the subcortex to the deep white
matter (arrows).

leukoencephalopathy, LT AHLE & B&GD) % & 723 2 &0
D, FEEHNE 70% L& <, BEGIOL C TREBIERED & &
%, COVID-19 412> T ADEM %° AHLE % 38ET 5% 2
LbdH D,

b

AR AR O S E VB R B O BT R & Rk ORI o
Tk _7z. MRIIZBBREDOBWIZT TR, A A=V 07
INAF =N —REFEEIZLLEEHOE= ) v 7L LT
SEELEE A TB Y, HGZH R GHREO BRI v
INPL P BMADPHZ 5 L THRENS.

MELEBICRR M L, BRT<E COLRMEIZH 5 i3
Mk, FEEFNLHED THA
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Abstract
MR findings of the inflammatory demyelinating diseases of the central nervous system

Hiroyuki Tatekawa, M.D., Ph.D." and Yukio Miki, M.D., Ph.D.V

D Diagnostic and Interventional Radiology, Graduate School of Medicine, Osaka Metropolitan University

When demyelinating disease of the central nervous system is suspected, MR examination has mainly three roles:
diagnosis, imaging biomarkers, and early detection of adverse effects from therapeutic agents. Because the location, size,
shape, distribution, signal intensity, and contrast pattern of the brain lesions on MRI vary depending on the
demyelinating diseases, careful attentions are required to assess the differential diagnosis and activity. It is necessary to
be familiar with not only typical imaging findings but also atypical findings of demyelinating disease since minor
neurological findings and nonspecific brain lesions may lead to misdiagnosis of demyelinating disease. This article
reviewed the characteristics of MRI findings and showed recent topics of the demyelinating diseases.

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:425-432)
Key words: MS, NMOSD, MOG antibody-associated disease, ADEM




