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BERLUZ BEREGFALREORERED? S L TEAMUIMELRS &), EARAMARERRKREECE S
7o, RERECRELB T RAEENOEEERRATHREN 1), BERECESERBRBEERFELAD
BHEEICIEHRREIBHRORELEIVEN» H 2. 2461& HIEE MRl THREICEEES 2530, MAFOMIT
JoAYIFL KA A rEEB (myelin oligodendrocyte glycoprotein, BITF MOG & B&EE) HLABZMEAHIFA L,
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FL oI

Y ryFY)ITFy FaY A FEEEBE (myelin oligo-
dendrocyte glycoprotein, LT MOG & W&RE) (XBl4E o &f K
AT 2, WAREEICIF R 2R EH CTH 5. T4,
Cell-based assay =D BHFEIC & 1) JTL MOG PUE AR IR0 H
g Lo 7o RAEEDISE B L B 5 2 E S ST o
7o Iz CHOEMER S (BIEE BRIz, s,
BB MM %%, P N-methyl-D-aspartate (NMDA) 5275 A 4% -
P EBERERE 7 &) & 29 2 EHIZ BT H P MOG ik
W& % 2 —HEFHIEEND L) 1o TE/YY,

7 T b HL MOG HUk B MR Bz i 4l B e i 14 38
TEZEERIZET 5 2 EDHE SN TV L0, LD &
SN O W TR IR S - i ia b 2o, F 72450k 0E
HERDFEEIE TADAFIEOP THMRFIERT, T
DOIFETIIH N LIHEDOTLII L TH 5999 SRk~ X
L MOG HUA4 5 14 KM Bz B 4 C i 45 b IRl L2 9 28 % 72
W, AR SR OIEDSEE DI 2 FEBI % R L 7. AR
THAREI R O FME 2 58 ) FAERI 2 B Lo i BHE L E 2,
RN E R AL THET 5.

E Bl

FERY 1 1 20 AR & 51k

FFEHFTVRA

BEAIE, RIERICHRGR T _EZ 23w,

HUWEE © X=3 4% (17 ile) (272 OIREREB)IRER & B %
Bz, A BHEDSLEROBDMNT, MEMEICH o 7272
DYBERRL 2 235 L7z, GBIEHT 1.2, LA%BIEST 06 T
CFF WA 45 Hz, /£ 19 Hz, W44 49 Hz, /£ 26 Hz
EETIRT 278072, HAREOBIICATEA B2V A
% (intravenous methylprednisolone, LLF IVMP & B&GE, A
FNVTL R=varyanyiEprL A7)V M) 724 1,000 mg D
FEERE S % 3 HIM) % 2 3—AREATL, BHREMN - Mg
JERIZIZIZW I L7z, PUAQPA PUKIZIEE Ch o 7. B
L LT7L F=v1ar (prednisolone, LL'F PSL & M&iE) 30 mg
WIRZEBAAGE L, BE L7 ZOBIEROFRIZR , X-2 4
DOEFT6mg FTHIRL Tz, Lo LZofidibe -
Bk % B CHB L Tz,

XAE2 H (20 @EE) 2> HAMREEICHIE AL, BEY
BERRAL 2528 L7z, HRBIEHT 15, /EHBIEHT] 0.3 T, CFF
& HEAE 51 Hz, 72 8Hz, HKI3H 52 Hz, /£20Hz &2
TERTLCWw7, ERMEROII LB S AR L 72
IVMP 2 2 — 2 THER - WEMERITIZIZHE L. &
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JiEE LCPSL30mg RS /2. F72, T & ZoMmiE
Tk ¢ g O F MR % 15 THRILKEITH MOG $itik ol
FIKFEL7-& 22, HLMOG BuE2sh1E (FuiMfiAE) <&
52 EHBHL, $UMOG BufkG ikt s & i L7z, 4t
JeCPSL20mg F CHIR S, ZORIRELHOHWL 7228
HUEIRD PRI o 72, A8 HY H, W Tio T\t
ETA, EFO/NMRIZUY Y & L7z LONEDSIEL, 2
P B LETRANEIERY, ERP DL VEML
WL oz, ZORBEHITREMNAEENBI ), B#E
Keodz, Y+4 H, BB, EF0ERII-ELNL LIS
BAHIMOTz, FPICHRZ SN BRICEEELVIEE 2K
TR OME, 518y komEMARIELYE L TRE#ET L
VBRI RO S AL, A BASEIIE H 9IS AR L7z

A BEEREE ¢ ME 125/60 mmHg, ARIE 90 [|l/4, 1KiR
37.6°C. EEEEMEE (JCS1) LS ME %520, HH
AR Tz, ABRREO MR R CIIRETLE, EER LR
IR Do 72AS, e O REFLR DB 5 % RO 7.
T BB L — B R, 2T I Mingazzini sRERFTECHE S 2>
BIEEBEFEIIFRD b o Tz, RSB OMT, TTElx 7 <
RIS DB TH o 7. BB, MR Cl3 /s Tl
BIZo7zhs, BT C TR E#ETH o 72, HEMRE
BEEIRD o7z, BHOBETIE, LE V-8 T
JE Mingazzini :ERO &5 5 L BETH - 72,

ORI ETFAZO) O & L LOWEZ HE L7218, A
LI DFEAL SN AT T, F OB T IO EN A S UEr
WA THRIE L, TOHBEHFOREMMATIMEICE D Zilk
JelL7z, T EMESEREHREEOABESNL TV
A, HEZELBEDTH - 72720 MIRHTH > 72, Fit
BEIEB L Z5 0 BETH -2, K, REE AR
&, KJE - KR - KR, HE, B E Vo Zeankid e <
BEPEEIR & U CIEARak, B, WA 2 3o 7278, IKH
RRIEE RHE, F7 ) — ¥, E, BT RS o7

AT R Mo U SERUG, I, EREIIwIh
LIEWHMN TH - 72, BT LITRE 2803, 1) as
O—F VN K (LSI A7 1 T2 AR CHlE) kB, 2
) VARIEMEERAGIEE AN TS 5 72 BIEHEA AL R A
7 A WA (herpes simplex virus, LLF HSV & H5FL) DNA %
ERAT, WK - WPIRIEE Y A4 OV A (varicella zoster virus,
DR VZV L B6E) DNA JE s i 3B KDL Tdp - 72
F7-, PULAQPA PUfk (ELISA ) 1ZBEME72 o 72, #l0Hdr
L7 v o — 1, BRI S ORRERT IS & 2 7
W7o 7z, BHES MRT CH B AT IRE P 0 K2 T
fluid-attenuated inversion-recovery (FLAIR) Wi CHES %
B, AL E RN RE RO R h o572 (Fig. 1A~C). Y+9
HAZHEAT L 7B ieAs <UL, RIEEEA H#ES)2S 9~10 Hz T
PIHTEER IR R D § 7 O AL 2 M R AR %2 10 #2121 1|
R LB CRRO - b 00, W0 TAP AEREIXRED
Zro 7z (Fig. 1D, E).

ABEBRGE - ABRBERIITAPARL LTLANF T4
2 1,000 mg DTE ATV, BHPS LT T 14 4 1,000 mg

63% 775 (2023:7)

DOWR % B L7z, $T MOG BuikRs ML 95 0 BEAEBE <2
HRIENC FLAIR @185 % 5297 2 BT R, MEET /A 5 31
MOG U PRI B B R 45 12 X 2 B PEREME TR & FIWF L
B g l2xt L CIVMP % 2 2 — AMid7T L7z, Y46 HIZIZE ks
ey, ERERMEDIZIFHEL TV FO%ITTHME
7o <, BESEIZEEEL L, BEES MRI TS E WL O % 50
72, fRIEFE L CPSL30mg OWARZBHAA L, Y+18 HiZ:E
Bel 7z (Fig.2). BFE1 » A%, PSL % 25 mg |Zjm L 72
\ZHHE - SR A RED 7z S R EOEIE R o 72 A8
A HNIVMP % 2 2— AHEfT L, PSL30mg (2= L7
PFE T v 25mg HBHILAZ. 2010 » ABICIZ &
WRAZBEDLANT T8 A% 2,000mg |28 L7 0%
WX PSL, 7THF 47 ¥, LRFIE57 LDONRE MR L
RIEVERE R TADPAREOBRBIEIRO TV Wwizn, Hi
MOG $iiifiliz B2 L % h3 5 O3EH OE % e L Tw 5.
HB, THEFFT) SZonTIREssMER Tldd 508, B
WICHEDEMEH L2,

FEBI 2 1 19 AR & Bk

FER  FEEL, BN

BEAERE, RIREEICHFFC S R&E 2 &3,

BUREE - BAEZ H, BITHISFHEO TS HHL, o
FTCIHRT L o TRTFIIRDP o2, ZOHBAEICE
HAES L) VYUY & LERESHBL, 4 TTEICh
BAL L VRN AL, Bk 2AHETED
BAEERANERT D CIADHE, HEilkd ko z7z08E
WL EN, AETFTEOFWRAIZ3MEEREEL, R
BRI L NV LTz, REERISHAT L 22k
WAL D2 REII 2, EOITVWNATS ) BEETIRE
L, faE@lggLz. 2okhd 1 HICEEA E RIS AD
12 K R BIERATHEL, Z+12 HIC3AE E TR oOE L7z &
I RAEIRASHEL L 2~3 45013 &R L 2202 STk e K e 1)
30 /i3 & CeEE L7z, W HMEfT L 72 B MRI U A BHTHZE
W2 & 12 FLAIR &5 5 23807 ANV B E VLG L
T2l SAEAIEEORBIEHA Lz, Lol 4 HIZ1 R
JEASHI A B Z 72 1RISERIE L ATA B 7% < 72 2 FEAEDSHRAT,
Z+22 HIZ, 38°C BO5E#, M MB L Tkt =%
L, AN H ey E B ABE L7z,

A BERFEUEE ¢ IiE 120/62 mmHg, IR¥0 80 [\/4, A
38.0°C. EiklIEH. HEOHIMIEASH 1, jolt accentuation
W7z o 72, IESRICH S 2 B AT RS % <, BN
L —# %, T Mingazzini 5B Z WIS BEETH S 22 %
EEBEENLFRO o Fo. RO, TR <, R
MRS OB TH -7 Bigiill, BEHARIIET Tho
7o BIYBATICRE 2, HEMEREIRO L ro7. 20
b, MR R REZ SO S 2 BEFTRIE %o 72

R 5000 TEo T CIHIT R LD, A LEEDm
L AT TEEAANE L D &9 2 U) ) LAZEEDS
WEL A5 TFRIET - JERETD 5 D ASRiE L T AS 2L o
7o, FO, HETED?SHEE 525 0mERAEO WL
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Fig. 1 Brain MRI and EEG findings (Patient 1).
Three-tesla MRI (day Y) showed a hyperintense lesion in the right posterior midcingulate cortex (A: DWI, B: FLAIR, C: FLAIR).
EEG (D, E) showed intermittent irregular delta slow in the bilateral frontal region maximum in the frontopolar area even after eye
closing. EEG setting: sampling rate: 500 Hz, time constant: 0.1 s (D), 0.3 s (E), high-frequency filter: 60 Hz.
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30>6mg 30 >20mg 30mg

Levetiracetam
Symptoms 1000 mg 1000 mg
Optic Neuritis
Vision loss
Ocular pain Ocular pain
Seizure , ;
Days
Year X-3 Year X, May August, day Y day Y+4 day Y+18
February
Hospitalization ~<———> >

period

Fig. 2 Clinical course of Patient 1.
The patient was diagnosed with left optic neuritis three and half years before the last admission. In the last admission, the anti-

myelin oligodendrocyte glycoprotein antibody test turned out to be positive (serum). He had a headache and seizures after the

discontinuation of oral corticosteroid. His symptoms improved with intravenous methylprednisolone (IVMP) and levetiracetam

1,000 mg. Then, he was started on oral prednisolone and levetiracetam. Summary of seizure semiology: focal to bhilateral tonic-

clonic seizure (left hand tingling sensation—left upper and lower extremities—hilateral of tonic posture, more on the left)

APBB LTI L, BEilkrkor, HBEH I 2L, Fibhy
BAARHTH -7z FikiZd OO TIAE, KK 2
F VI, KIS - LU - X5, B, BRI <, BEREE
RE LTI, e, B, W, WRKEE, 77—
Y, MR, BERETERO Lo 7

MRS R - MR AE C I ER 8,700/ul, CRP 1.19 mg/dl &
BRJE RS IR AR (IR E. BRI Tl MRS 143/w (K
ik 80%, %#Ek20%), %137 mg/dl, #E 44 mg/dl (IfiLhE
AR, ) Tr7a—F N2 K (LSI A7 4 = A2 T
WoE) kBt 3 ) CIERMEILIEREPN, FEE - ¢
VE BT X F T Y AR (ACE) @ LR34
<, AT - EEEEERME, R4 PCR - 80t 4eth - 7 A1
FNA -2 T3y APURIZENE, M2 BT TH -
7-. B HSV DNA sE ey, #i VZV DNA s i T
WERLHEIEELT Th o722, HEHRMBEIZOWTIEHR
NMDA Z7 5k, $t VGKC Hifk, #1 GAD Hifkld v d
MM TR - 72, B O R & 2 5 Cab k1M
T & ARHE L 7250 MOG $UikiE Z+22 H @ MRk TRtk ¢
Horz. KIEHE CT CILXEMES CHBIE L 2 ) 5 2 W55
7 SR HT LA RO e Ao 7. BEED MRI CUEAE i IR E FH o) Bz
12 FLAIR R85 % f80, o BEIRZE ORI OATEHTHSE b
—MEEIEETTHo720%, WTFNLEERITZ LD 1
(Fig. 3A~C). Z+27 HIZHAT L 72t <, RGBT
HB)2S 5~6 Hz TR RIS § H o ABRI 2 B R 1%
TR E 10 #0102 1 MAREE L HHEIZRRO 72 b 0D, BIL 72T
AT AVERCE X 7RO 72 2> 72 (Fig. 3D, E).

ABERREE © ABEtR b FEESHkGE L TW7ehs, Z+27 HIZ
BB, EkEE, G R TROMBEREE, S MRT L IMB L
HNNTEE Y 250mg 725 =3 F300mg [ZEFL, L
NF T+ & 251,000 mg OWARZ B L 72, gL ) b EHD

FIEEO TR RO D TV & E 2, FH 25 IVMP (£
FUTL R=vuaryanyigpz A7)+ b7 4 1,000 mg
DOREFMRIL G- % 3 HE) M TL7-& A%, BREED
FERIZFHWICE L7z, IVMP % 2 0 — A JifT L 72 #% PSL
30 mg/ H O MR % BiAG LI 2> S B AER E 7 < Z+55 H I
HEBbE L7z (Fig.4). #%H, AR (Z+22 H) Ok
TOPLMOG JriRFaH T, Z+25 H O IA T OH MOG $it
PRl (PO : 16 ), IMRA T ot MOG BuEbtE (i
A 128 1) AYRERE S AP MOG Uik B A K BT 45 &
L7z, Z0Oth PSL O Wil &2 Wi L T\ 7225, 2 £ %I
PSL 15 mg % L 7z B2 582, - S 2 5B, TR Lo
ZALIRO L2072 b OO EEZ Y 70 LA 2mg &
BfG L7z, ¥ 7 a1) AZIZOWTILEIRIMER Tldd 5 25,
BERRIZIED E M L 722, S 51220 4 1%, PSL % 8 mg ™~
W L7284 X v 7 TRE - BER A ROz WG Lo%
LiZ e 2o 72A%, TS % BV IVMP % 1 2 — R JiifT L, PSL
20mg, 70l AA% 3mg e L7, FDO%IiE PSL
ZE T TH - R EIIERO TV, B, B MOG Hifk
DV TOFMEIZITo TV v, FREREZELT
W72 TANAFEIESII T 2R ZE LI TADLA
FEONME AL, BREREDO TR,

£ =

s L7z 2 FEBNZIEISHT MOG BUfk 25t & HIBI L, BEAR
MRI THHRIE O FLAIR 515 5 % 528, HUMOG HUk 1A

L7z BRI &5 5 6 il RO SE S & LTI
Ub &) RiEES (R ERHRIESEE) 280, 0
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Fig. 3 Brain MRI and EEG findings (Patient 2).
1.5 tesla MRI (day Z) showed a hyperintense lesion in the left posterior midcingulate cortex (A: DWI, B: FLAIR, C: T,-weighted).
A milder hyperintense lesion is noted in the bilateral posterior midcingulate area in the T,-weighted image (C). EEG (D-E; day Z +

27) showed intermittent irregular delta slow in the bilateral frontal region maximum in the frontopolar area even during eye
opening-closing. EEG setting: sampling rate: 500 Hz, time constant: 0.1 s (D), 0.3 s (E), high-frequency filter: 60 Hz.
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Carbamazepin 250 mg I

Zonisamide 300 mg

Levetiracetam 1500 mg

Prednisolone 30 mg NN

Symptoms

Fever, headache Word finding difficulty
Disturbance of
conciousness
Seizure
Days
dayZ day Z+12 day Z+22 day Z+27 day Z+55

Hospitalization
period

Fig. 4 Clinical course of Patient 2.
The patient had a seizure that initially presented as dizziness and later evolved into a bilateral tonic-clonic seizure. Subsequently,

several focal seizures were observed. On day Z + 12, he had another seizure and received carbamazepine. Although he had no

seizures after treatment, he was admitted for fever and headache on day Z + 22. He had a breakthrough seizure on day Z + 27 and

was treated with IVMP. His symptoms gradually improved after treatment, and no seizures were observed during the

hospitalization period. Summary of seizure semiology: focal to bilateral tonic-clonic seizure (dizziness—left hand tingling sensation

—right upper and lower extremities—bilateral of tonic posture, more on the right)

BERE A FRLAEIEEL TV,

B AL R BRI LS DO FE R B A L — AR AT B 0 13

PR EENEF, AIREIAE ST WA DS, WHERAT RS 2
FEBI O FE TSR A SR O W e & % 2 727,

1989 SEDEFEHL T AN AR (ILAE) 043 - HiEZ A
LZORFTIE, WIREIHRORBIEERIE, FSERMEEC HE)
IiE P ) B2 AT EBMEIR D D V), FAEREEIR, S0

u

REFOLME L AbNLEINY. LaL, EEED
B 7 RE RO e D 5, wFIREI RO JE EDIE

ROFEILAHAA S ND L) 127 o7z, FRE ORI, M
faREsE, MMEEKE OE WA S TR B (anterior cingulate
cortex, LA ACC L B&RL), wWiiftkiZ & (midcingulate cortex,
PUF MCC & B&RE), %35k (posterior cingulate cortex:
PCC) O=DDOHIIZ531F 5459 (Fig. 5). Chou & DIk
MR O TADABE CIREEMELE A 1T > 7205812
T, Bk, SEEITHEZRIEIL ACC, REAEHE MCC &
O BIEEDSE CRIB S, HIREISEEOFEEAH & 22 2% o
7219 F 7z, Caruana b O FEIBFEAR O S5 E B LA % 17
%o 2R TIE, RIERGSIEIRIE 13.6% D EH THO SN

IR BRI /73 (anterior midcingulate cortex: aMCC) <2 Hy
IR B % )78 (posterior midcingulate cortex, LT pMCC
EMEEE) ORI CTHED S o7z REIZHETIEZ WAL
O, ROWTESDE- 72 &9 2BECHBEIHE S
Twb, F72, FREZO T WIEIRE Ul &3 B HIE SIS OF
58 83% CTHROLN, FOELFEIL pMCC THo72. #H
HLA2EHOTFOREEELO TV, BLAIESL L) %

J&HE & W o 7258 RO SEIRIE Caruana & O & FML L Tw
7":11>'

72, FROGISEOND &) mD01E0) &) iREFEE
IR L T, MCCIZRZE % #R® T2 Chou H, Alkawadri &,
Powell 5 DHETHEKOFEMELELTWL I b, SEHO
2EFIOFERNI KAk E LTFEHE LAV EEZ ON
721018 B SR R SR I SR | A S ) BTSSR T b RO
%705, 2O 2 EFITIEEERR O VK2 & sk e
Fk & L“Ciliﬂ:éi NTWVBIEIRZ BD Tz iR, Wiig
RERLDICREZ RO T2 e 0, fEERET ClEz <
TAREE I MCC HIRDFEIEE Z 2 72

et L7z 2 JEFI Tl 971 D L MOG Pk bt o KM sz B
MR DOMRIE 2 2 L7z, BRI 2B B I2D W TS Of5 5
TIEHL MOG FLRIZBETETH - 725, WA S F P
MOG HuiR B R o W BEME % 5 > CHMRA % F2H L ik
ﬂ%ttﬁ%%ﬁf@é %P, $LNMDA ZHRHUEDR G-

THEPEIC DWW TR EICTE L é‘sﬂfwtc\n bOD, FE
1§J & AR T MOG BB TR R BN 28 % & 72 L 726
W OPHEEIN TV 2399, Ogawa 13)75‘ 2017 fFEAZIRAIZFE
72 L7240 MOG U I R 32 B 9 0 4 BIE T d o
727 Fujimori &, Kamada %, Budhram 5 2514 o $i
MOG BufR B 1N B2 N %8 % i L 72, Budhram & (3488
HC BT Al & MRI TORESZALA IR L, F s
SN &R L 72125 20% & 5 L il LT 59919 %
B~ 2HH & LT, Pt MOG PUikb A B 25 <
ORGP LTI S T HEC A B, 1) »o3
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Fig. 5 Parcellations of the cingulate cortex.

The cingulate cortex lies immediately above the corpus callosum. The anterior, middle, and posterior cingulate gyri are caudally

divided by the line perpendicular to the AC-PC line. (AC; anterior commissure, PC; posterior commissure, ACC; anterior cingulate

cortex, aMCC; anterior middle cingulate cortex, pMCC; posterior middle cingulate cortex, PCC; posterior cingulate cortex).

Reprinted from the figure in the https://fsl.fmrib.ox.ac.uk/fsl/fslwiki/Atlases
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46 7%), 12/20 1 (60%) FH1ET, 1761 (85%) »5iF\v i
A, 1461 (70%) H3EFE, 13 B (65%) 2S5EEE R L T
7oV FIEEFITH 201 L S FHEFHMET, T AIZIZ TH
i, BEEZEL, REOEPL ILAKL WD, T2,
MOG HUABEZ B OHEEIZ DWW T O EEMEIHEA TN S
A5, FRICKME BN R O TRFIZOVWTEE o 2 BT E %
W LarL, BOATEA RO 17 AU LEOMEHIAEIC
BHRERE TS, HiMOG D RBEL RS 2 TR T
O A NiEHREZ RS 2 O0F%), LwoizikiEbd ), K
DRFMRLFHROBEI % ) 155192,

PLMOG PUARB B B OIF S AL LMTETE, /NI, AL
T & SNTWDHY, Lo LI MOG HufkBs ARz 2 i %<
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Abstract

Cingulate seizure as a clinical manifestation of anti-myelin oligodendrocyte glycoprotein
antibody-positive cerebral cortical encephalitis of two cases

Tomoko Tanaka, M.D.", Masaya Togo, M.D., Ph.D.?, Kiminobu Okayama, M.D.?, Norio Chihara, M.D., Ph.D.",
Takehiro Ueda, M.D., Ph.D.", Kenji Sekiguchi, M.D., Ph.D.? and Riki Matsumoto, M.D., Ph.D.V

b Division of Neurology, Kobe University Graduate School of Medicine

We report two male patients who had a sensory seizure, which evolved into a focal impaired awareness tonic seizure,
and after that, focal to bilateral tonic-clonic seizure. The first case, a 20-year-old man had been treated with steroids for
anti-myelin oligodendrocyte glycoprotein (MOG) antibody-positive optic neuritis. His seizure started with abnormal
sensation in the little finger of the left hand, which spread to the left upper and then to the left lower limb. The seizure
then evolved into tonic seizures of the upper and lower limbs and he finally lost awareness. The second case, a 19-year-
old man experienced floating dizziness while walking, followed by numbness and a pain-like electrical shock in the right
upper limb. The right arm somatosensory seizure evolved into a right upper and lower limb tonic seizure, which spread
to the bilateral limbs, and finally he lost awareness. Symptoms of both patients improved after the treatment with
steroids. Both patients shared a similar high-intensity FLAIR lesion in the posterior midcingulate cortex. Both patients
were diagnosed with MOG antibody-positive cerebral cortical encephalitis because of a positive titer of anti-MOG
antibody in the serum. Several reports showed involvement of the cingulate gyrus in MOG antibody-positive cerebral
cortical encephalitis, but only a few reported seizure semiology in detail. The semiology reported here is consistent with
that of cingulate epilepsy or the findings of electrical stimulation of the cingulate cortex, namely, somatosensory (electric
shock or heat sensation), motor (tonic posture), and vestibular symptoms (dizziness). Cingulate seizures should be
suspected when patients show somatosensory seizures or focal tonic seizures. MOG antibody-positive cerebral cortical
encephalitis should be considered as one of the differential diagnoses when the young patient shows the unique
symptoms of an acute symptomatic cingulate seizure.

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:441-449)
Key words: cingulate seizure,
anti-myelin oligodendrocyte glycoprotein (MOG) antibody-positive cerebral cortical encephalitis,
sensory seizure, focal aware tonic seizure




