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f’iﬁk TP 7 EME SN, IRIE BRI O 2B
HohTws (K1),
ZWiicid, WELCBE T 2 Bk oMHAEH TS
b, —HoOFFIIEENICRESTIRZIRL TS, L
L, JiEOBENIL I Eh 0, BROMAMER~DEE
DR EBEL T IHHEBREDH D, FHHELRNTDH 3.
EHITE, ZNZThoBEICB W THBEE - BEkEsd 2z
HOFEUTOE L OWME IR SN R E, ikl
BOMRANOEREMEEL D 2SN TnD, HEREEKET
&, RHIO+a R EIHnEIC X VIEROWENI/FTE S
LD, FEDOKRDO AL ST, FERORHEL Z 0k,
WA R E2RERICHBIL 25 2T, #eh, »OE
BICZWiED 2 0ENDH 5,
|. BEREHRA LEER NG
HORBEER R T, £< 054, Atk - SmatkicHiE
T AR - fRERE R L, IMED 2 0 IEBER I, fERE
BT 2 S EhACHMALRIEI NS BIEHTH
i), HAIGITORRL E 72 BIERIE, BAER, Tuha,
G - BREEL STH I, TNThOFiRI L iceR
Rz KRG 2T, HORBEEMRE TR I NS5
FEAYE VI N-methyl-p-aspartate receptor (NMDAR) #i

BE BT RAE - TANAZERE T 2AECRERERMK

I, EHELMEICHFF L, BHERMER TRIE, Z 01k,
EilEE - Guha - E@BRFIE - SEO B EAMRER -
WRA 2R E2 R LR, BIRICEWEL, HBEB~DHE
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A D% < oHiEBIESNIL, PEECRET S LS
<, BLERRL, PORRAEET, L#EECTVA
A EZRL, BREEEOAHbAONE I LD, Hi
NMDAR R & ZFHIEOERVPEL D X I ICAZ 5
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PURIZAERDSBEEAL U 72 CRAE T b 5720, #i
AN LD &V OHAMMGT U TRl - fEEER O HiBl
WKRDDP%EFAHTH 25, %< 1%, BEEEBEEICE
7L, fERWE L & D ICHFONHAMET L, Z 0%
SN B20P—RINTH 5., FikOREEIC K> T
BEICHC 202 ESLENDH 5. i NMDAR Hiffkix
R TR S he T v IgG ik Th b, IETIIRE S
BOEELH L0, BHEATOEEPTRIN TN
ZD7, KU vl CEE I NS HURICELN, If[li'ﬁ
a7z EOHAEBREREDORIZLLEN 2 HANICH B
—7J5C, ¥ileucine-rich glioma inactivated protein 1 (LGI1)
£ #1 contactin-associated protein-like 2 (CASPR2) ¥iff
R EW, BERE Y S IME CORBRIE N,

Wil ePEPHEHR O TERE SN, SHBRBMR T AR
HErEHIN T Y, FikoERICOVWTUE, Zhzh
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BEERT 2, (i) Fitkd 2 VIIPiEEEY v SBROBRE
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INRBITIEANVR AR D SRIE U 7%, [TEHRE OHR
EEie E2 2L, i NMDAR fikBEH s, v 4
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i NMDAR 1%, UL U ISHiBEEREBEZ AT 5. &
IZ, ¥t myelin oligodendrocyte glycoprotein (MOG) #ifdk
24U 2 RMREHA 2 AT 2HENE VY. BAER
EEMLET I, BMRERERELRD, FTORAFRET
RIEST 256 bH 5. KPEEPHEAET S, £/, MRITK
M ERERIMEREDAOND 2 EH S0,

A, HOHUENBESE T 2 EEmRRE TR, BY Y
SNERZIER & U7 E 7 21— FOUPIREIE A% S T BE
o Tw3Y, §7, RIEDSETEEARBGICHET 54
vy —aA4xr6 (IL-6) ZEEZENICL A 2R
#HBIFEE N, #i NMDAR K% TOBRBABBEINT
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NMDAR % GluN1 Z#%ZHY 7 2=v F £ L TGluN2 %&
Eo¥7Tazy b 4BEZBRL, MIQBERECZERE
ELUTCHRET2EATH B, F 7 2 HiAEAHAIE GluNI
RizhzanW, BEOHKIEZ, ZOEITOAZYDE-T
FESELYaryeFy FERIRIBRIGLZRY, =XRT0HE
WERBRT 270, ZEBZOLORMBICHIS L
cell-based assay (CBA) ETHIHE N5, 3 NMDAR i
L, PIHoARKIEE L TFr 2 LVEREZ TR Y &
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1) #i LGI1/CASPR2 %%

B3R, voltage-gated potassium channel (VGKC) #H&
HiAEE LTSN TERD, ZoNIBHEFEIC
LGIl1 & CASPR2 TH B Z LDHGHIZHR D, BEIXZFN
ZhicH ¥ sHifk e BT 57, LGIL i, ¥F 7 AR
FBLU Kv. 1.1 AV 7 LF v )L LEEET 5 a disintegrin
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(ADAM) 23 &, ¥+ 7 A%BEICFHB L a-amino-3-
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(AMPAR) & 27:h% ADAM22 & %3855 2 b BER
THY, BELHLEATOREEPS v, LGII Hifkic kb
F TP AEBHEHEZIND & AMPAR OFKFUR T2/ L
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—{RIEETA - E TR —BRD I A4 7 v — X AN A% S
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52 LDPRBTHY, i, RERTIES B T LIMEE
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<, TFROERIZMZ T A, HEREENEHS,
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(16.1%) THiGlyR, GABAgR, GABA,R, LGIl % &I
NI BYELPBE I N, NS ofll, RERPRETE
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PRSI ClE P RETH RS, SUCHET 54 OB
HoE%z & 2IFHBNL SR ALNT, LR,
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DIFHL VR TH -7z, 72722 OW%EIE, TiiEBREL
MEDATHITINTE D, FERBIRIGIC X 3 R5TER
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(XB 1 £D3IALTHE)

Classifications guideline 2017)%?. $uEREEHEB L T2
TADPAER, RO2EBCTT N, F1HIE, BORR
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zures secondary to autoimmune encephalitis) T, g
HHLER SN 3 2 Hik % & CREEENE R e, 28
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Ma2 fifk (0.2%) THo7-. HiEBEDOFEPLH N N—L
TV AHiREIEREICLIVELELTHLZ LD, S5
72 BIEENSAF OB LT TH 20, 27 L HME
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52 LIIREER—ATHRRICZ >, L2 LAY, I—
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related 6 homolog like 2 (Sez612) #ifk, 2 il THi metabo-
tropic glutamate receptor (mGIuR) 1 #ifk, % 16l TH
mGIluR5/mGIluR2/GABA R FifA B S iz, $hbb
NAFF v 7OHETIEISUREIBEEE D 72E VS
Zeiens IhsBuThbEBOEHR TOMETH
D, RRILHHRMOLEIC X VBT REHDTIED
55, 1 DOFFREMREZBGAICT 52 ENOEHT
HY, LWHTIIERRE R &S £ LBLE» 0 OHM
BRDHON TS,

& hHhH I

B TSt AR R SORE MR FR O BB W (2 B 72 B Cifd
HHRXOTRHINTWS, BOREERR I, Tk
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»o, HOYiEZW P EELMEL 505, LrLENo,
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BRENHEETHZ I L, MAKKETRZET IREDAT
sk - RS AEDLH Y, BRIBEEOMAED
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M DRERFEE 2 LI BLEIG] & X B B EIRFRE D D B,
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Atypical Presentations as Dementia or Epilepsy and the Necessity of
Careful Evaluation of Autoantibodies
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Autoimmune encephalitis typically presents with symptoms, such as psychosis, memory
disturbances, seizures, dysautonomia, movement disorders, along with the discovery of novel
symptom-related autoantibodies and its clinical scope has steadily grown. Among them, grad-
ually developing dementia, psychosis or anti—epileptic drug-resistant seizures are sometimes
misdiagnosed as neurodegenerative, primary psychiatric disease, or idiopathic epilepsy, respec-
tively, and not recognized as candidates for immune therapy. Particularly, those with anti-LGI1
antibodies, frequently identified in limbic encephalitis, reveal subacute and slowly progressive
dementia with epilepsy. Detection of disease—specific autoantibodies is useful for proper diag-
nosis and not missing immune therapy. However, the number of autoantibodies is increasing,
which makes it difficult to use them as a diagnostic tool. Commercially available antibody—
testing is limited to several autoantibodies. Others need to be sent to certain research laborato-
ries. Additionally, several papers caution about false positive or false negative results occurring
frequently and advise testing using several different detection techniques, such as brain tissue
immunohistochemistry and live—cell based assays. It is crucial to think about the diagnosis of
the patients very carefully not depending on only the results of the autoantibody—test, but rather

observing detailed clinical features for proper treatments.
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