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PeI LY A ITF Y Fuad A MEEOHURBIEREN RIZOWT

W A

EE : i cell-based assay (CBA) ENEBAICL Y, AT YA I7 > KO MEEA (myelin oligodendrocyte
glycoprotein; MOG) #ifEh BatE & 4 2 RIEMBHBERED ANRYT NS LPBAS PICE > TE . ZDOH MOG ik
BEREROPICHRMEERARERE, KRR, THA FRBENSRUEFE(LE BCRBEERR G EVE
T3, 20D BH MOGHABEREEMRRIE, EERELEEEBEN—DEL, FAERS L < EEAIRTEER
IR AR 1 KN E B R ZE # 858 MRI - FLAIR E{&IC TER9 5. SMEAICIEI X704 RISV IEECH TA D
AEZFERL, BERICEBRFHENICRENHEZRAVSZE2ERTIVENH 3.

(BRIR##2 2020;60:117-119)
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MOG & MOG-EAE

3T ) IF Y Fad A MEEE (myelin oligodendrocyte
glycoprotein; MOG) 1%, HAHAHIFE DRSO AEITD—> T
HY, HHORIEIHEBL TWwb. MOG 252 7 3 /&
TOL 6N D5 FEf28kDa DFEEAE TH D, NRuGIZIT
WM g e T ) YR AL Y EFLTRY, ES
07 Y A—=8=77 3 —IZ&T 5. MOG OFFAMl 7 £ R
TERIETHTH 525, 20D S R ORI b o
TV AIHRED RS Tn s Y.

MOG (34 2e38 56 T Ml fUs, HOERsZFHEL, H
CSeEME DI 25 (experimental autoimmune encephalomyelitis;
EAE) % # B CHHE S € 5. MOG X7 I (p35-55, p119-132)
(2 & o THHE SN 5 EAE 13 2EEDLRETE AR #2422 4R
L)2% ZoZbhsMOGI, b %R
(multiplesclerosis; MS) R Z2MMIEMEREHEICBITAHT
REDY =7y MEfhe LTHS P BEE SN, IiFd 50
EREE T OH MOG kDR EDHA LN TE. L2 Lk
e, GEROBERGIZNED: (enzyme-linked immunosorbent
assay; ELISA) %7 =2 % » 700 » b (Western blotting; WB)
% ECHE S 5P MOG SO RRIR I L il Sy,
EREBERIEL B SN T ado7 Y,

1 MOG AR ERE

JT4E cell based assay (CBA) 712X 0, fitk® ELISA %
WB :CIERIEREETH - 72, MOG O & ikffkE % ik 5

PLMOG PUED I RIICFAETE 5 X 9127 - 7. CBA#E,
HEK-293 g (v MaEEMRE 77/ 7 4 )V AD El #ix
FIZED VIR T+ — A= g » LB SN rk)
7 EOMMRIZIERY & T DNA % S EA L, MifalEE
IEMEEE % RIS IR Tl Bl s &, MlasdE & 72
RHED £ F BFIME & UL S HETH L. ZOMEREIC
L0, REHOR KL BikT 5 HOPURO R E 3 #E LS
oz,

PLMOG PRI 4%, SMHEEREMH %Y & /hEo
A A S P IR R S8 C R LBtk 1 7 B T & 5T &
N7z 2otk AROBMEEY, S 51RO %
BV THEEGIREND L) 272" —FT, HiAQP4
PURRE I O AR 1 2 B985 8 (neuromyelitis optica spectrum
disorders; NMOSD) @ /1281 MOG HUARB B S w72 &
5L mo7". 20X )2 LTH MOG $ifkIZ AL B
WD, BAMRERRHRES LSS 2 LS KD
Lodz. OB, ACHREMEMAE LAt L CHAR R % s
T 2IEBNZ BT H CBA Hix v THEMOG PLfk A%l & v
&%, SVERIERERE D L ISR EEmM KR &
O HCRIEMER 21238V T H I MOG Pk Akt & 74 2 — B
PHET LI ERHLNII > TET.

DX LTHIE, B MOG ok A R O S E
BiRiREORTH, HAREEH M SRS, ik, B
%%, JRIEIEGMS, HCSEER I (BEEIE IR 25, I
Wlinge, REVERNJE, T NMDA 7540 % - R B D e i
E) WHET L I EARBHMSNTETND, —HTHRAER
MS 9T AQP4 PrikFz %D NMOSD Tl, $t MOG JLiE A :E
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HHEND T EIFITEAER L, HLMOG HufkBH O Sk
BERBII NS L IIMT L7REANRY VT L2 BKT 5 2
EWHLMI o TEz. 7B, PLMOG HURBEE B2 1X
B4 IRBRIDSE TN DA, FIEIC & o TS T 2Bl AT
%0, ANETIRAMEEEER BB AT A TR
BLZWIRHTHD EEZHLNT0D I,

PLMOG Pifkix, SMERTEEREE R 2 & o BARE OB
T—®\ I &b — 5 T, multiphasic disseminated
encephalomyelitis(MDEM), #AkEEH%¢, FHIEMHEHEARL,
FREMTHI 7 & OFSMERE TR IR s h s Y.
S IR S R BB 4 % 4 L7240 MOG PR B e 5113 7
ARV BELIZOLICEEORBIEYEL D 5 2 LM S
NTw5 P, ZhE0Z L 53 MOG HifkA A 1< &5
BEFREDLDILEIREINT NS,

L MOG AP EIE§ 2 A

IR X 9 12, L MOG $uthid B S sesEthiix 4512 & B4
5T EMESNOOH L, ITNFETIIHE SN TSk
& LTI, BUBIEE A, i ZE, HTNMDA 4K
B g - BRBEEEAERERE 22 VSN T & 72, S HIESE, K
B2 B RAE D EFE % 3 < M DTFIEDSHI S LoD H
5. COREMERIE, T e R sESE N IR o /2
KELGES NPT NG, AL, B8 £
FEBEO—> & L, BAH MRI - FLAIR {512 CTH#AY 7 K%
RERE RO D L Vol LA E T 5.

Fr L OFE MOG Pk 14 Bz BN 45 1% Ogawa 5 12 &> T
R OHED T SN2, Ogawa S 13 4 B O NS % s

JHES MRI C U3 JIK T B2 B 12 FLAIR Hi{% C s o W4 % 72
O, [AEIZIER LML > > - ClmsEms s L, S
WL B R, B ) HEFEMEEE (myelin basic protein;
MBP) O#N% B3, AT 0 A RFIHEHFIZ B2 Kot x R
L7z, =75 T4 (X mHATEIEA M O3 MOG HifkFt:
BB 950 1 B % Moo Ty L7z, S OSEBNI/ERBETERE
B2 HR S 20 TR OB RFEE & A U 7 B EE L Rk
FLCEY, §E, J88, EakEELfEo7c. #Ee & b2
0 MR 5T 2%, TR, i 0 i B S L 2 S e AR
ZAED T, WA B R - FLAIR SESWE 278072, 2 Ol
BSHEE AR ZE (LT B OB % & A, KRR O TATIRZ &
EZONI AT UA FIEHEICCRP LWE M L2 6
R BIAG TR O BN A R TR B2 | IR L & P 78
MWZALDSEE D 1L727%, neurofilament (2R3 2 FEge e ClIpf
R IR 7T Y, IERII 5 B By E
Db LIRS Nz, F 72HEFE perivascular cuffing & f V>,
FIREMEACD D o 7= Z Ll Sz, —J7 TS A% ik
FTREED SN otz 0K, AT 0 A Nl ME
BRI 58 3 M R I IGE FE P, IR, AR R &1
IWEZ AL, YRR E RIS DR RE S EE D L7z
FTNORE S B LM TEREE L2, L L VTAERRZRICHBR

FRPR#ZE 6042 % (2020 : 2)

MREREFELATOA FIGFICTEIR L2, ZoORRTE
BlZHE MOG LRI & HI L 72 Y. 2ok, FU R EE
i S AR THRE ST b P,

SN F TOWE TIIH MOG ViR E OB R J, %
Wik B e, SMEHEEIN G 28 TR © MBP S
WAL, WIS B AR B LA R Ch B L E R
SNTE/Y. —F T ko B IR % T I3 B MBP ©
BN ST v, Forld, B MBP i fE EH 0K
N, Ht MOG FURB R B I 2 O — D DU Cld v
LEZTWD,

L MOG FUEBI S BN A D BT 12 BV Tld, A5
HELURERE 8o 5 2 L5, Rassmussenn ik 95 % Pt
NMDA Z5se e ENBEAEHREL 2D )2 Y. 4B
Rassmussenn i I HIMED A 2R 2 L 26 S EE L
BRBE 0 9 255, TENEHEAME K LRI 2 &
S hEOHEPEN FAEHTHS.

BT B ST L TR vy, Az A7
O A F7OVAEEZAT, ARSI Ll mig gtk o
WHZZETAHRETH L EBDbND. EEEEIZH LT
FCTAPATEDOARTIZI v b O — VIREEZR D% < ik
xS B LD D 5.

F 7250 MOG $UR B 1t Bz BN 2213 BT MOG B ik BE e i
OMFIERE L THET 5 2 2 05% , FRICHMR R
%, HERSE, EEMRER EEEEL D HOTHETHA
VEL LD LDd 5. FICEOIURiAFERE T 2 6Tl
FHED) A7 HE7-0, F5ET % BRI 2 265
L. HETHICH L CRITAT O A FHINRDZE T
HY, 7L F=ZvOCBRETI10~15mg H & PAEFLE kit
L, WS Pk X E AT ) DB 5. CBA % Flv 724
MOG PLfRifllse TRl b % fEFA ¢ S SR TR L &
25, ROATOA FHENSAD 2 HEETFRHEE LTidnihn
LRBEANTTHFF AT ), AN PLFF— L, YU E
SRTHEMTH LA REEDS D LT, BT v
y—7xuaryB, FEVAYT, 74 T)EFREDMS
BB L IR & 2 WITFEIRIEAL % 47 < TTREE AR
ENTWD, BB, NABICEMNZGE T 7)) v KRk
HREOFE TR GERIMER) 2 shTsh, 2
T 0 A FEIOFG-25HEE 2 G Tl &2 B LD 5.

DibEFEod &, HLMOG FUikb: R B R 55 13 i A FSE
T, ARSI ED UL LS A R S TR 2 SR L
Fr A & U <1 0 i SELRE P 78 oD SR 7 KO R O 2 %
BHER MRI - FLAIR [i{$12 CREd 5. M BH O 950 % 520 |
W) VIREMEEORERINZ DT, LIZLITWERE
IZRE & MBI 25 %0 S U I B 42 20 E o b o Bt
MOG ViR R A B33 5. SMIciEA7a 1 K5y
ARERMCAP AR L, BRTFHICIEATOA FE
L& T 20BN 2 E 8T 208N H 5. L
L A3 550 MOG i Bz BRI 2 DT D v TIE B
HTEARZIINE L, SHROBFDPLETH L.
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L MOG $U1A B i i 7%
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Anti-myelin oligodendrocyte glycoprotein antibody associated encephalitis

Juichi Fujimori, M.D. Ph.D."

YDepartment of Neurology, Tohoku Medical and Pharmaceutical University

The recent development of a cell-based assay that can detect specific autoantibodies revealed the clinical features of

diseases associated with the anti-myelin oligodendrocyte glycoprotein (MOG) antibody. The anti-MOG antibody
associated diseases may include inflammatory demyelinating central nervous system diseases such as neuromyelitis
optica spectrum disorders, optic neuritis, myelitis, atypical multiple sclerosis, and encephalitis. Among them, anti-MOG

antibody associated cortical encephalitis may develop seizure as one of the primary symptoms, present unique lateral or

bilateral medial frontal cortical lesions on brain MRI FLAIR images. In acute phase, steroid pulse therapy and anti-
epileptic drugs are required. In chronic phase, immunosuppressive drugs are often required to prevent relapses.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:117-119)
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