D ¥OMOGEbER 6. |saacsiEERE - Morvan fEERE

modulating therapy. J Neurol Sci 181 : 38-43, 2000

17) Bequet D et al : Isaacs’ syndrome : long-term improvement with intravenous polyvalent
immunoglobulins. Rev Neurol (Paris) 153 : 602-604, 1997

18) Tanosaki M et al : Reversible F-wave hyperexcitability associated with antibodies to
potassium channels in Isaacs’ syndrome. Eur J Neurol 6 : 95-98, 1999

19) Nakatsuji Y et al : Isaacs’ syndrome successfully treated by immunoadsorption
plasmapheresis. Acta Neurol Scand 102 : 271-273, 2000

20) BB BED  BTHBINAFY A I A  KFvRIULEE (saacsiEMER). W% 89 156-159,
2002

21) Arimura K et al : Immune-mediated potassium channelopathies. Functional Neuroscience :
Evoked Potentials and Related Techniques, Barber C et al (eds), Eisevier, Amsterdam,
p269-275, 2006
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R

,%aarwh;agﬁmrﬁwuvb§*
B AR ETHMETET (Y
OEBHIHC £ BEMAAHIO GABA M

# 1 NMDA

VB

* 2 VGKC

voltage-gated potas- i
sium channel (BfikF

MWHUTLF v 2I)

i
&

SFFI7

FRATHIRESEOA
LEFEEENT, BB
EH 5 SSHABARCER |

RICED B &5 REINHE.
SAFITHBEE. T

BB CHRREIFFI
—EDHEE (2~60Hz)

'3

: syndrome),
§W%T%.it@u%&ﬁ%&@%f,ﬁﬁ¢k%i&?h%@ﬁ%m?%J
DB NMDA * ' F AR L BT VOKC * 2 B A PR B g AR oo v T
N-methyl-D-aspartate
N-XFN-D-FANTF :

: xadhewd
iy =
:

VGK SEPifRicE D, v D RSB B A Sk RS 458 7 P8 7
Srnaninssay | VOKCHAMAMKILY, VGKCOBBREIEDD, FiiEOENA
L EIEREND,
FEMED. BERHBAS |

: 7 “\\ b &3
o 0EHBL, o | LD 2T RO EREE)
1 BB 01I~10BHTR | :

SIEMERER B T, S RMELE O A L RE HEE S CNS Vv — T2

§@ﬁwrﬁ@@@ﬂﬁr&t ZOBBOSHLIEREO—D & L TR
P BAALNBE I L HB L. FBEMEICBNT

bi#1/3 OB THRE, 3

Fru— XA, HEREHEER), 77 b-YLhECOAMEESZES L ENT

WA AT, AREEEIYEIREIRE o TWABET Ay 7 AGEERE (Isaacq

stiff-person FEMERE (stiff-person syndrome : SPS) |ZFE M % 4

Tl INHIE, WREEREEICBY Y Py FOEERRED, VY

R 2 SEMARTEEA Y Fr AVOBBREEICLVEZ S

TAYy 7 ZERBIBREONE - F#HOFHESE I+ 37

(myokymia), =2 —1 3% b=7 (neuromyotonia ; fifEIEFFIRE) % E#
ETHEETHS. ZOEMBEDL FHEHESHEOBFEEEICLALDTH

0, LA B P O WS 2 RO e MR S B E R BB T H B, B

T AWy 7 AEBEREL, TR - (RERIZA S LA RS, fHREE
5%%:7(Wﬂﬁiﬁb:?<%%ﬁ>%%b&m%%$%®%mﬁ@
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SRR R S TR EE)

&, 3AFIT, BHERER L COARFEEER LR L T 5. Zﬂ%@ﬁ@
RERILEB A, B, EETHERL, MRTOLHEEL RV, EE M
Ty 7 THHRL VI EPRE {, MREEENPELEMRERM . %
ZHNTWS, HERE - HREEFSEL LD, BRE L LIS, RITREEs
REee 20 HEEBICERETE2E L5,

Eﬁ,%@ﬁﬁXmWﬁhﬁT%% & ORI IEFHEHMENEH T
25 D, BMEHIHEOZWE &I S()ublet, triplet, multiplet 22 &D I A F I 7T
L FE <> fasciculation potential, net%omyotbnic discharges % F800 5. MR{RERK
ETIEIMER FRIZH EH ERENAONLE I LMD 5.

T Ay 7 ZEEBERL, P VGKC AR O & 2o 2B T
B HH, EE, BHEREIECREAITLRIFFITL 3EEBETHL. #0720
TMHEEICES LWL QDEBAPFELTBY, Hil-ERE~Y— T — DR
PR ENT VS "

TA Sy ZJI‘E'(@%@TBJ‘E REEORF

TAYy 7 AEBEICBT5HOHEIZL S5 VGKC OREREED 2 7 =
A LTEEHEIETA SN S & ) RRHENEEOF v FOVEL OB
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Za—-0O3F b7
SANZTERBRERR
Y, TSI F b7 ERD
¥, IBBIA N HRD
B3, Za1—0O3F4 k=
THEE, ERECELS
EEHBAIRE T, EH
BERICBEL, HEREIC
o> THEEE (1580~
300 Hz) OHESHBDH S
ha. AUWLHITERE
T AEEBMNOIRIBIFR
75,

BT 7 REEEE
A o AAEBERE O
BUREIRIC, KBDERO
REZRRT DEEL - &
HMRREEhER, U, &
RS, TER. @R
THETEHEE P, TER
B, REBLREDEFR
BEMBERE#D. E
AmicBEEicEN. EIC
Caspr-2 AP BEEL T
W3,
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FA Yy o AERBEDE
BRid, BEGI T KA
FHED Na F v KL &M
TBIETHBRBEEMEEH
ABMTADAZEREILE
DIEREEITD. HOAAE
T, MmEREIC KBHM
VGKC R FH D E
DEUTHS.

SPS O448E

@ progressive enceph-
alomyelitis with rigid-
ity and myoclonus
(PERM) : fsdEK. =
FOO—X2AEHN, B
BRaRBaERLEY, £
<P 2~ DA TIHEY
3.

® classical stiff-man
syndrome (SMS) & #
BEIRERT.

@ stiff-leg (limb)
syndrome (SLS) : I
B WICTHEICRBL.
LUBHORBERLE
.

:
:
:
:
:
E |ﬁ/ux
:

Do LTI, WESTLER RO, EE, WORSEED 2. BHE

OMUP OB A LN, Z0 ALl L2 KRR 7 A

SPS OTHERIEBIDHFF

DN, FoTvayFrrHEL LTHADOF vy FVEHOBRREER S
bOTL v, TioPifkL 2O F v A NVEE & DY (cross-linking)
WKEDF ¥ R VORNTEAEZ D, MIEEE LD VGKC D% W U,
FFI & LT VGKC OHERE &M+ 5 V.

BHHROTEEESSZ 2T DKE— stiff-person EIREF

SPS I, FIHEE & BIEHAEREMERELr FHET2HRETHS. HHICE
VTP @ GABA (y -aminobutyric acid) = =2 — 1 > OEEREREE 12 L ),

L M O T B SRR ASBIE T\ B 7 1T 4 DIERATE R S D

SPS DEFREERIEZH T, HWNEHLHMEBZ R0 580 Z0H-DO—D
Thb, BAMOBBTHET P, BEIChA%ELTOBH, FHf
CEALF BB, FERAEIT HHI% & S F S ERREOIAD DA, —RIIIS
BT CH B, WHBITE, BN R MBS R 0 BT O e
DRI B L, ZORE SRS 5. :

SPS (R HEREE)

WIS, L RN S DB AL 2 R0 B AL, R Ao T e G 31 1)
B =%V VR TH LG L RR D, HEE S board-lik
rigidity & H5 S B AR OMEERES B 5. ERBEEL, 2 LClhE)
W5 LR OTICE U, M UBSONE S & 72 L, B0 WE S0z
D72 BT WIREEIC 2 B 010 3 5. BEHOSAMIL, W, EH, T
FEEH NS\ WEEEGORE X ) W THECHERES X 7270
LB, 7= SPSTILHIM & ) AR |2 1K B0 2 A O TR 72 IS
SHEBACEE, ShEE LTHET S GREMa R, m
DFERVHEEE, BT - R CHAOME - IR, R, T
B WBIOEL ORZ - 9 - 0 - R0 - BIBR L) THRSNDHE
HbH. FEEBEREL, —HOFTIEIIAZ0—-XA%ET S, FOMO

SEERBIZEBTRENLE L THEHRHIMETE2ET 5.
EHCREREHZNRESFATH Y, SHHERTILEHHE
(motor unit potential : MUP) # D b DIXIEE TH V), ZEEIC D FHHH

ZHEBERE L IR E (B2 B, T ORFRMERE ISR T b IR

2)

LHONRRTH Y, HIFRO T L REHUH OMENGHE Tl S kv

FIEREE & LT, BRAEMENISHEBATA O GABA fFEIENTE
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SRR R & N EREE)

COBEL ENTWA, MWL, #7353 020 b RO

*mﬁ'géﬂﬁiﬁfﬁi DER TREROEALAHE L, GABAFEIMEOT T=2 M TH 5
TTEIRL (BT PR E) AERABRH S YD :
M4 s Eodfke LT M7V 3 BB RBEE (gutamic acid

decarboxylase : GAD) #1if& & Pt amphiphysin LA EHETH 5. L GAD It
F 1L SPS TERAIZImE SNICHOHMAET, H50~70% CTHETH L. i
GAD¥HifkIZ L Y, GABAEWHE I N, KB XUFMEFSWED
GABA TEBI I RABIG I BEEAE S 0, R LR 2 &0 R H
s LHESN TS, — I
TR A HUPMEE, ERWRBICESTAEEZONTWA. —75, Huy,
Yo 72 EOMBBN S FIRT 5 B O, BHE STICT AT
HTERVOT, HEREEEETY, SRE L CELIERY—T—10T
ErwnwE EhTwah, GAD MW HEET 54, GABADOLYZ V44 b
=¥ A GBS ERVER) OBIC—E2HIRREICEH L, ERRENS
EEZLNTWS., GADIZIEZ 22D 7 4V 7 %+ — 24 (GAD65 & GAD67)
HdH BHHS, SPS TIL GAD6S 12X T AP &b, SPS D 5% H B
@G, BT amphiphysin LA HIETH 5. &0 2 EEXIE, /NI
HKEATZ

KFE%@*%EEQ%E?%%% i NMDA SZ5(FMi &

Eﬁﬁﬁﬂhkk VI Y FIRTFEMEA + > F ¥ 2V Tdh D NMDA &
K, AMPA ZBR*°, GABAy THMEK, 7)) ¥ ¥ (glycine) ZHMF & BAHE

FYEA T v F v ROV O VOKC AT 5 B EHAESHEET 5 b 0dd
5.

SEREASHIRTIG I8 <, RSB (AR 7 RIS S % B3 5 T NMDA 2
AR % & BT VOKC AR IAMER LI oW THY BJs. th2ho
TR 2 RG-SR Vo)

SHERNOBX

NMDA 2

Park n, H2ENIHBWT, %?§F¢ZLFGN&T 59 A A RRERROFER LR
FERTHRIEL, BE, TADPAREE JYAFIITHIE BAWEESE,
VR E % 189 AN SRR DB R ROTFIEIER S ., [HHEHE
ST B BEIEA L X % (acute juvenile female non-herpetic
fcephalitis : NJFNHE) | EBR&nT\w72¥. 2007 4F, LROBBEHET S
HEBIO%  HIEABIES A L, M S X 0BT, NMDA ZE4ED
BHSF T NRI / NR2 DT 0~ — 2SS T 2 B A0 515 2 & 45
NIl o 7Y

7L NMDA Z AN A O MBI 2 81%, BE, EEL COFBENRE
&%%T,“ﬁﬁ,%ﬁ@,W0O&‘®@%%%,E@$P% EAYHY

,._39_

L mmT LA
A4 F v NG EMBERCHLS

LB (T,

P OEMEOS

B
GAD

TIEIVBRRBER
(GAD) (34MHItEE sz
DERICHFEL, HEM
OB

GABA&RIESELTW
Z

SPS OB EE DR R
GABA g ZEO I 7 EN
LESTPNTO7 208
PREND. £, GABA

HNXF2) X GABA

mERERE (LFSEX
L) OEBPEREND.

D ompmRl LTH, s

07UV IV AESE
EEDATOA RBEOE
THEDREIL L TULD D, &
Py RS AN

B
amphiphysin

SF T ANEEEERET
HB. BRDBIC L BHEE
U YRGS
(axan terminal) O

DSBS T ANEEAR
L RT A EE LA AR

2LTWA.

* 3 AMPA ZHMEF

a-amino-3-hydroxy-
5-methyl-4-isoxazole-

propionic acid (AMPA)
receptors
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II1. E{Ix'lé@T%,u\Eﬁtfﬁﬁ%%

F #i NMDA ﬁ%ﬁ%tﬁVGKC§AﬁﬁWﬁEﬂ§%M%®&@
o o ‘ : mﬂﬁﬂﬁiﬁﬁ)ﬁkﬁ'é’ Btk

’ W BVGKCHAWHE
mNoAmsEEE (LGL1, Caspr-2 #.£)

_onconeural antibody

Tan (2008) e

mERE %k”*”&?lﬁ%ééf)%z?% B NMDA E’[ﬂa’t"'ﬂi au%liﬁﬁ H%?W'ﬁﬁ ERT, B }ir"'ﬁmu%ﬁﬁ‘é 7
VGKC A FEEIRRBA TR, UBRROERICET LU CFERESIEIS Z &P E0. i NMDA SRMENMEE, 8§
e, IESHEOEMHEIIIZIZTI00%EEAONTVWEY, BEOI LUV ATRSHEOSHIELEREECHS.
H2MOHZ2THICIFRTED, NEPESEHE, BUETHIICRETS. BEHOBEAHERIE22% &K<, %ﬂ%ﬁx@r
Ph/MRRREE AL Tuik. HIVGKC B tEEIBERNAE, BLsMb FILERICIFRT 5. LG Bk,
FBDS &7 b U LMFEIC, Caspr-2 fifkid, BiEE®, KRR, &R BEEOSMHICEBJEEL TW3.

FLAIR : fLuid-attenuated inversion recovery, FBDS : faciobrachial dystonic seizure, OCB : &Y J7 1 —+ I/ K,

15, Ok, SBHEISKERFERER (g ¥ E8) 25775
SEOIERSIREBICESL. O, TADPARENHET L, Mk, #
BRSSO, R LIEF IR oD, PiRERRE L & D IER
HEVAFAYTICMA, MED YA b= 7 RuR RO AW EE) 27 H
A, EBIR - WK, BTFEL, EESWITE, FHZNELSECEHE
% CEHBMREER S &6 2.

| FLNMDA St ORI/ TH RS

RSO RRO B B SO, [T R
: ﬁﬁﬁ Hi o< 5. FHEESIIISERICH TS, HEES, LV
g BRSO AL L TBEA NS, TAMLVESL
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TR RR SR RUEED

HOND. BEBEHIZH TH LN —HOEB) Y —hH 0y, EEIN, F
FlfY, MEED»HENTH L. F00, B L0 RS - EL, —i

ENBFER P =X A (R URRRES) BUO%RME HERAVWTHLT
v A i e W ich 1| 1O R i B = Y e o A G s WA 1 o o4 & =
TR 2RI S CLHFRLAEEELBIEIND. o ORHEEE L
BTADARIED LD ICARLNBEHEDD D, Bl TIETADADEAI
BOBVEELE L, ITADPAERLENTHLZ 06, TALALIZE

AT H 5. FMEEENE LIS LISEREE A ), 7o X7 +— L (5

LTV O E) RIFTSITL (FLVIVL® PNEHTHD.

SOABEEHEY L, FRIER R 5

BT NMDA Z &M 4
FANFEMES AF A YT, BEWY AL DT, HH
FOBMZEPL-8bH 5. LaL, REBIZENOBETIEE C,

FEMBEAARIICIE L
EBREIAM=T
SRSET RN
PATET HRIERBETH D, AP NG|
HHE R ETLEEZOND,

H OPUROPUE R 13T 0 = — O RS SETH 555, PUEHRE
%dmubﬁﬁﬁot#z%ngwé%mmmA ZRAPAR O VE BRI

CHEICE2F v 2V (ZFE) OWNELRIC X &@ﬁ)&,&vz&—
%&%%&%#Oﬂﬁmumﬁfég&Ki%&%i%ﬂfw%‘20%%
HROBRRBIIMIC & b, ATEEATEFR BB AR ER e — T 2 i
RIBEEZLNTWS

NMDA 524K 0 W] 33 1) 70 B8 HE 5 5

C o> &4 2 JH ] i 1) FE R 1 TR

EEEORKHAT, X R
FIR ANV E VW B FEREBETE (syndrome of inappropriate secretion of antidi-
uretic hormone : SIADH) (2 X 24k b v A MfEZ &L, SREHREIC &
CRIBT 2 7. BTRIENEL BIEEED 2 B2 H 5 7% #i# L LGL-1 Hiffic
R Caspr-2 PUEICBEE L T \z‘ EEZLNTVS S,

i1 VGKC ELAiiAEIED %%Mﬁ®$%u EE)

s, KRR,

TADATE R &I RADE
CHEERICRET S YA b= TROTHEE
dystonic seizures (FBDS) & # &5 2,
BB O ERA TR SRR T T A AR £ B
D, F1/40FNF E R\, FBDS IXEEIEIE, TR THER SN,
7AEDFIE 3 LI L IEEICE VDS, SIS 1 H 50 BIC KA.
“8) 36 HClBROER (BE - BX) 5L, FBDS # R L72B0H 7
I i E R R R e ISR C A AR 2 (BD).

SIRIZEIT L ¢, El o
B AU T 5. faciobrachial
FBDS 7%, HAL#EE 7 5 1E L O R

_41_,

DB Y — > BRI S 5 — o ~BIETABEL S5, HMIC L) BR

LB L P OMRRIE R R R L. S

T NMDA SRR O£
SEBICE, PRMEEESR
ETADAPCTEEREE)
e BERRFRESEDOFER O
DI AT EIEH WA
LB, FHESHNIEE
BICENTRUBRE, 257
O R/JUA, SEsin”
UrABEEk Mm%
75, P EBEICES
HBEDDORFTHD. &
BRI CldE M B &48
HETEREICESD. THE
EBHETERD > /ERK
IETIRRBI T, HeERE
THEEETZEEDLH

LGI 1 (leucine
rich glioma inacti-
vated protein-1)

SHFTABBRICH TS
DTWEBBRT, TAD
ADHMFEEFTdH 3.
ADAMs (a disintegrin
and metalloproteinase
Homains) &L T, B
BEOVGKC & # B 0
AMPA SBED Y T
IRV, T A RE
ERICHIEL TWS.

Caspr-2 (contactin
associated pro-
tein-2)

FHHBBEHERED
juxtaparanode T
Contactin-2 &£ VGKC
DBELETHIET,
VGKC O RBR#MBELTD
HREAEEBLTWS. 20

BEFRET, TADAR
EEATBOTEEZ E B
EORIZERDPE SR IE
ha.

FBDS MAR TIEEED
RTADAEDENT. ©
LA ZFIHAICKBRIER
ICEREDSHRTS. &
BEIOTUKBREPA
FOA NEER L OREERR
HRICRIE L., VGKCHESE
GRAREORD EEBIC,
WEHS DR, PHT
HETD.
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Bl DB RMEICE-/= FBDS 26 EHIDFE LB

coena

s

DFRBEILE P MR EW HOGRMEI R ), FRLAHEEE R 50
ER~TEEEORET, hoOFHMEESEE S EER, HEHE
DREE TV, BRI IRER 21T LEFD 5.

(editors). Functional Neuroscience : Evoked Potentials and Related Techniques. New:
York : Elsevier ; 2006, pp.269-275. .
2) Espay AJ, Chen R. Rigidity and spasms from autoimmune encephalomyelopathie

e e e 0NN b s ERE A I esTas s UT AT R EP POt err et e rvatos hotodtvoosutaohinatoncerasosseseoetesiaseroreasesserstisnesiotonorasesues osnisntos erastesotarerietnted vtieetorncorsiecnioncitenetrenivetstavisstas itaesravetosessnsovansronessasevnanes

_.42_



SRR IR S TR | 227

Stiff-person syndrome. Muscle Nerve 2006 5 34 1 677-690.

3) Dalmau J, et al. Anti-NMDA receptor encepha[itis : Case series and analysis of the
effects of antibodies. Lancet Neurol 2008 . 7 : 1091-1098.

4) Tan KM, et al. Clinical spectrum of voltage-gated potassium channel autoimmunity.
Neurology 2008 ; 70 ; 1883-1890.

5) ItHE. BRI T B AR L ARG %: (Acute juvenile female non-herpetic
encephalitis : AJFNHE). ##R5EDAEL: 2004 : 48 © 827-836.

6) Dalmau J, et al. Paraneoplastic anti-N-methyl-D-aspartate receptor encephalitis
associated with ovarian teratoma. Ann Newurol 2007 ¢ 61 @ 25-36.

7) Vincent A, et al. Potassium channel antibody-associated encephalopathy : A potentially
immunotherapy-responsive form of limbic encephalitis. Brain 2004 : 127 : 701-712.

8) Lai M, et al. Investigation of LGIl as the antigen in limbic encephalitis previously
attributed to potassium channels : A case series. Lancet Neurol 2010 . 9 : 776-785.

9) Irani SR, et al. Antibodies to Kvl potassium channel-complex proteins leucine-rich,
glioma inactived 1 protein and contactin-associated protein-2 in limbic encephalitis,
Morvan's syndrome and acquired neuromyotonia. Brain 2010 : 133 : 2734-2748.

10) Irani SR. et al. Faciobrachial dystonic seizures precede Lgil antibody limbic
encephalitis. Ann Neurol 2011 5 69 * 892-900.

Further reading

2 Vincent A, et al. Autoantibodies associated with diseases of the CNS : New developments
and future challenges. Lancel Neurol 2011 ; 10 (8) : 759-772.

2 Lancaster E, et al. Encephalitis and antibodies to synaptic and neuronal cell surface
proteins. Newrology 2011 ; 77 @ 179-189. :
HORBEMERRD 2 DOE. a9 2 DDJIL—Thoebhbdz, W UBERSHO
EAVEVHAEBONTVWDERET A XN— hRDIEBERTED
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HLVGKC & Finfh & - 1B REBE R

Anti—-VGKC complex antibody associated limbic encephalitis EE (B

Key words : leucine rich glioma inactivated protein (LGI)-1. contactin associated
protein (Caspr)—-2, AMPA Z& MK, FiFIR ANV T ¥ G5 WHER
¥ (SIADH), faciobrachial dystonic seizures (FBDS)

1. Bl& - ©%

P VGKC &AL, LIRNE B “HLVGKC
PR L& N Tz, Isaacs SEMEEES Morvan
FEBERE RS, i % SHR) T P VGKC HLiR 2%
BETH DI EPHL NI TLLE, ‘B
VGKC #ifl & il ek, ARIEBREIR
EOBMANEH STz 20014, Isaacs fE
BEHOBKRGEEZEST, ABRRWROERZE
L. ‘VGKC HiE Bt 2 Bl sEFI sV Dk,
FEFIAERETHICED, Pl VGKC P B
R OR BB S FRIE S /2

‘B VGKC LR % 1 - 723843 R 45 (VGKC-
LE) DERRIFEFSIE, OEBMEOKETHETS
LR LEEEC AUREELEL, OmY
WKCTAPAZERL @OWME R HOMN
HENANCMRIOESEF LD, OMEE
FHEERT OFBEEICHNRSVE VRHE
T WEERE (syndrome of inappropriate secre-
tion of antidiuretic hormone: SIADH) I & % &
TR AMEEZEHRTLHIO0, @ATH
£ FeliEsc#, BLOREI 7)) VY RER
EREORFERECLIINSTEEN) DT
HbH TEALORERT, Isaacs FEMFERETRD
BB & ORI BRI BEERE
DI,

201048, VGKC-LE B30 Hi VGKC ik’ 75,

BR &3 B8RS, VGKC L HaREZERT 5

leucine rich glioma inactivated protein (LGI)-1
% contactin associated protein (Caspr)-2 T %

ZEMN BN oY fER. VGKC D)

Ay NThba-FYFO T2 OREHE
MTEEBILEYWEH 25 VAL Tyt
1 (RIA) T &5 H Pk, VGKCZ#D
bDDHATE BT, LGI-1, Caspr-2, B X Fcon-
tactin-2 ZE & AHHK) 7 T —F IV LRI T,
VGKC HEMRPAKRLIEARE T, U, VGKC
EERIARBEEDBRRRE LR INEIIE ST
VGKC-LE D E 7= IR LGI-1TH 5 =
EPLPLGI-1 MR L IEENETHS &

WO EBRLH L.

2. & ¥ £l

BEELRE, do&0 LAV Dalmau b®
Jh— 7, M R E PR I B TR %
BT 570080 BEEBEHAICE T, HxHEE X
33% (LGI-1: 30%, Caspr-2:3%) Cdh o7&
MELTwD HAICHEET, HUNMDAZE
KRB 21250 % Tdh o7z FHHE S OREIZ 2N
EN B I 5 R M A O WL (4
300500 fRfR) D9 B, 2EFEEAHLVGKC HE A
HIREETH 5.

3. " | £

RANZERIZOWTIZbo TRy, L
2L, BHLH)EAEORBRINFEORVED

Osamu Watanabe: Department of Neurology and Geriatrics, Kagoshima University Graduate School of Medical
and Dental Sciences BEW B K ERKFERIEHER SR HEME - BERSE
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BURE BAERIR BrEgBEREES U — X

No. 27

£ 1 VGKC [CBHET B ik Comk ™ % #iclE)

PLVGKC HE AR (Pl 7> FUO M F ¥ T L 5 RIAKTHE)

PLRv(VGKC €D b DITxf§ & HUR) bk

H1 LGI~1(leucine-rich glioma inactivated protein 1)#ifk

B, Caspr—2(contactin associated protein 2) L&

Hi contactin —2 HLk
1 Tag -1 Bk

protein X (23 B Hifk (G AT IRIK T 2 RAIO HF 2T 2 AOTFEEI BRI N TN 3)

VGKC &AL iFLst ofitk

DPPs{dipeptidyl ~peptidase —like proteins) HLf&

LG

Buk e SN Morvan JEMERE
= Bk
TADASELE =
L AN BERE T i IR
& b 7 AdLgE HEEMEREE
Za—H"3IF bT
Y5
B T @ neuropil IR A iR, /AN neuropil IZHR W
B AR 41% ~25%
AR AR B A Fh e 5
JEEBERE Ih W ReiEASE, 132 WiAHELR L
T B FREIIRIANC UG Z R TH% HE - BRAD
SIEIHIAI IR BESEETH2HEETHERRAD
SERESE MG 30-80 & (FroLfE 60 #%) 46-77 5% (PP 9LfE 60 5%)
= 65 % A5 1k 85 % A i
MFTRYSE SR 0
R TS 30% 3%
TENLZEEZ b OME, BEEEZEMHL(£L VGKC & kifkoh T, RFENLHLLGI-1
R EEEERIE)., 5% BREBRVET B PR EPCaspr-23iRIic oW TELITRIZE L
KB LEESNTE ShbE, TRIGE 575 fLGI-1HkBERL, RS

RAHEHIREDE NI LB EEZ LN TV A,
1) VGKC IZBBET pinfk
VGKCIcHE T AHifkz R 1 LRICE L D72

S L7z & 912, VGKC I ZfE~ 04F L BHAEME

FEELTBY, WINO5FICHT 558D

RIAJEIZE D, BUVGKCHUfRE L THREBENA.

i, deleted in colorectal carcinoma(DCC).

dipeptidyl —peptidase —like protein (DPP) 10 % &

L6 DDA FIINT 5 B OIEDOFEL

B o522 - 72". DCCIZ, axon guidance (2

BT, DPPIZVGKC O3 & HReE 2 PR

TEY IR EEZLNT VA,

RTANAL EARBRIERICEEL, BEO
neuropil \Z KIS % R, 9L LGI-1 FuikRE M RE
D IgG DAD, HIRTEHNHE O ADH F-is#lf
KRBT 5. 2070128 LGI-1 HifFa3 ik
DOAEFARR AR T, BHEECTARSLVE Y
NEA D WHEFERESIADH IS L 2K F MU
LUEZEHTHEEZEZLN TS, HiCaspr
-2 PR HERICERT, BMEEFOHEILS
{. MRIZEEFEFOHEED B\ JEIERLH
TPO AL Ko BEHEZ &L, dCR
BEHOERSEL, HEAETHY, HERED
WREAEELEZ SN TS, —7F. $tCaspr-
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[N
wm
1

| O VGKC-LE
o A TS, MoS

PLLGI-1 itk
>
o

05 e g B B

BT Caspr-2 Huffk

B1 #VGKCEAHHEGMREOR LGI-1 itk
B LU Caspr-2 Fifh Uk " & b gz, KR X
D ITHERBMEOEB IV O — LA B L TV 3)

P VGKC & AH A B i 5

(VGKC~LE): ©. Isaacs JEfict,

Morvan fEEERE IS, MoS): &, $LLGI-18itkd s v M+ 713 0.5.

L Caspr-2¥itko 7 v b4 71303,

2 PRSI, RO BRBEEEIRTS
Hoa—03F 2T RMEREEE BLD
EEEMURERE IR - PR HREEIR % 23 % Morvan
FEGERE L B LT B, TBRIE <o Bl /N i 7
SRR OBEZATR ., BB
THETTU—FPLELEINTNES,

LWWRT LIS RIAIZEBAZ ) —2 v
T, i lZB% L7z Cell Based ELISAIZT 1
RO 2RO BRI A ME L. PLVGKC #HEMK
PR K TIX, £ < AW LGL-1 HURbEE: -
Pt Caspr—2 FLiKREMECTH 555 B Caspr—-2 HifE
BBl S S 5. Isaacs IEMERE. Morvan JE
B IR AT 10 BIFE LA 20
Be i, 2Pk SREFVSBFEET S
ERS, RAMOERIEDFEEATRE SN A,

2) MLGI-1 HAIC K 2EEKRDEHER

LGI-1E ¥ F 7 AMBRICHGW I 5 ¥

EHLLGI-1 3R o B E 1gG A% LGI-1 &
ADAM (a disintegrin and metalloprotease do-
main) 22 DFEEEZHETHI LT BYF TR
TAMPAZHERONTE L &I L, FRE
L TAMPAZEFOREBEEZFISEILT
WAZEEHLMILZ(E2)". AMPA%%
Rig, FCEOEHMMICHEELTB), AMPA
SEEROBOWAE, BT L2002 BEOHR
FEZ L 9 5.

4. FHENBERRER

EE, RREHE TAPARIELR EOLER
DFERIZEIT LT, FAEOBERE ISR
BYANZTHROANHEEBE BN TH 5.
faciobrachial dystonic seizures(FBDS) & #r & i1
A", FBDS S, HEEE D F1E % O AR &
B OGRS TRV, BERKETT

TTHBH, BREINICHTHEHOHED, & APAEEFEZHROLDE H1/40B0TE
BEEELFERBITONPAHTH 72 FEDL &\, FBDSRIF#ES. B THEREINS.
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726 Bl B AR

presynapse

@ LGI-1ITat3 % B Ehufk
i LGI-1LADAM22 D& &
ZHEET S

@ v FTABET, AMPA
SHEEOFBORIIRI S

postsynapse

FrEEpEERES ) — X No. 27

synaptic vesicles

LGI-1
- ADAM22

ADAM23

VGKC
PSD-95

2 HVGKCHEAH (B LGI-1 Fifk) Bk DRSS (L mEn et
HRHEIEREE & ) REORE —F %)
LGI-11Zx9 % HOHifkas. LGI-1 & ADAM22 D#EZMEL TWAE I LBHLMIh o7 R,

AMPA ZEEDWIAEZ N, WHSEESEIS

FREOFRIIIBLUA L IEFIE LD,
EE L 1 H50 EIC kA Fi36 H TR
DIER(ES - BXK)EEL, FBDSZELH
DR TEPEREEMARECNHUMEETA
PACBTT D, BROTFTADAEISERT,
e LAEHGFRIC X BEITERICL Y, BEN
®T 5 RESUT) PREEERPATUA R
BEEL EORBEEICEG L, VGKC A HH

RO L & 12, WEFPRIRY, 2R
THEKT 5.
RINEREEE OFEMZY B e i LB

WETHLRIR)DOHAE, Ty I AT 45—
FOMZeE 513, 19510 VGKC-LE BE 0
DT A 2 1REET B X ORIER IS SR IRT

L7z S@Eieh, BEEEBROENIIEZATY
Z—7, I BIEE SRMEESEE X

NTHY., FEBNIZE SBTERERSKEER

LHEEENA.

HHET A bOO M EEEL EARE THEE
BEFRF LTV, BEREASADEERLHERN
PUAIP B VE A BRBEEELR LTV (An
gela Vincent 2 #.18).

5. 2 EER

BEBRORBLY XY, BE, FRYR
FBDS R TANAFEEZRD, SIADHAZ &L
Tl ZMIIES Th L. Bdin R
MRITEED 2 T, FLVGKC HEEILARM
HEIRNRAEBET L LR 50,

6. BELTFE

2704 FReMEEssE, BLUOGEy a7y
VRERER FORBERIECISRETAS. L

2L, BEERIIES G0 % OB EH I R
EROLEE BRE BRIHY, HRETH
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%, MMEEREIZOWTIE, BHEHEOY 72 5
ANIgGL L EZHNTWBEDT, FHETH
HAENTurRERELTHVAEEE EEL
BY DL BHETRIgGLOWEREIEL 2L,
MBMEZWUEZ 2 ETRTELENEHA. LI
BT LIS, RIRAAVBET S L, FimE
EEEERE T HHBEVERET .

B ek dioy, THREVWLLETLE
EAR A M A RERRRER AN ARGE, BLUH
[ERF e o & BEERF ST EU% IR IR ACSE AR IS 7
LET.

A5k, KAKEHIGREEH : 25461286), B AES5{)E
WEE MR A T IR E e e [ R R B B
EWF9E 1B & Ol lsaacs SEHEREOBET, JE2 K UHERH

BT A0 E b LIZHEL

B Bk
1) Buckley C, et al: Potassium channel antibodies in two patients with reversible limbic
encephalitis. Ann Neurol 50(1): 73-78, 2001.

2) Vincent A, et al: Potassium channel antibody—associated encephalopathy: a potentially immuno-
therapy ~responsive form of limbic encephalitis. Brain 127 (Pt 3): 701-712, 2004.

3) Thieben M], et al: Potentially reversible autoimmune limbic encephalitis with neuronal potas-
sium channel antibody. Neurology 62(7): 11771182, 2004.

4) Lai M, et al: Investigation of LGI1 as the antigen in limbic encephalitis previously attributed to
potassium channels: a case series. Lancet Neurol 9(8): 776-785, 2010.

5) Irani SR, et al: Antibodies to Kvl potassium channel-complex proteins leucine—rich, glioma
inactivated 1 protein and contactin—associated protein—2 in limbic encephalitis, Morvan's syn-
drome and acquired neuromyotonia. Brain 133(9): 2734-2748, 2010.

6) Lancaster E, et al: Encephalitis and antibodies to synaptic and neuronal cell surface protein.
Neurology 77(2): 179-189, 2011. '

7) Ohkawa T, et al: Autoantibodies to epilepsy —related LGI1 in limbic encephalitis neutralize LGI1
~-ADAM?22 interaction and reduce synaptic AMPA receptors. ] Neurosci 33(46): 18161-18174,
2013.

8) Vincent A, et al: Autoantibodies associated with diseases of the CNS: new developments and
future challenges. Lancet Neurol 10(8): 759772, 2011.

9) Irani SR, et al: Morvan syndrome: clinical and serological observations in 29 cases. Ann Neurol
72(2): 241-255, 2012.

10) Irani SR, et al: Faciobrachial dystonic seizures precede Lgil antibody limbic encephalitis. Ann
Neurol 69(5): 892-900, 2011.
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5) #i VGKC E&{&FHiE

BEY

% lsaacs fE{REE,

Morvan fE{&RE$, DB RN

BEIREREREGEESR

AT RRNE - BEREEG 52 &

key words leucine rich glioma inactivated protein 1 (LGI1),
contactin associated protein 2 (Caspr2),
AMPA receptor (@ -amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid receptor),
ADAM(A Disintegrin And Metalloprotease domain) 22,
faciobrachial dystonic seizure (FBDS)

Z B

BRRFEEH Y 7 L F v %1 (voltage-gated
potassium channel: VGKC) & @& k%I T
2ETFICNT 2 BAAEERKRL THVGKC
BEBA LTy, REBEWRZ D DI, diCaspr2
Pitk L MULGILHi (k23 dH 5. IsaacsiEfEEE (IS)
ERMEEHREOBREEE I X 25 N APFEDR
BEHIIR, FTFR% 2 E8E T 5. MorvaniEf&RE
(MoS) 1F, Z ORM Rt BRI BELERICINAZ,
L% B RER LR - FIRR £ o iR
BRBOEREZET 3. IS®MoSTIE, XY 70—
FURTEEEEHE D, FCaspr2fifEE2n
WL TH B, P VGKC & R IRE IR R
%% (VGKC-LE) 1%, HatokBc, SiEkR
REREE L BNESEES R, £ MY Y AMES
&Y 2. oM LRICHBIL TR 288
%Y AL ZTROTHEEEES%TT 5. VGKC-
LE &, PLGII AP BICEA CHLLGILHT
R L b HEn s, FILGILHiAE2, RN
By F T ABEEOAMPARL VL ¥ 2 VEEZ R
DO EWYEE, RATBEHESMET 20456 L,

iEEEZ k7.

£/

FYATAY b =T TR L BAREEA Y
7 L F ¥ I (voltage-gated potassium chan-
nel: VGKC) @Y #' v F %z 7= Bk L T
HEnzHahEE, VGKCIIH T 2HiEnA%
57, VGKC t AR EMR T 24 DaFIcst
THHETH2 2 EBHS MR- 7. RENL
DT T H BLGIL E Caspr2ic > W T i, #T
VGKCH#E & 1 & 23 B & 7 2 IsaacsfiE & B,
MorvanfE{E#, # VGKCHI AR EIZRF M I
DWTHH L, BOAEHS HI % - 7 BT RIHUR
FE, HiEDRL EEREBEOBEEIZ L >R
RTWVBE,

A. MVGKCHESHRELI

VLVGKCHE & yiikiz, %R 7 2 IsaacsiEE
HokE~r—h— L CRAEIN-EEHETH
%, YN, BIZHLVGKCHLE EFRIEN T 7z,
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/uﬂﬂﬁa

/

/ ; 1251.4-DTX
Ig G s / | S S————

B1 #AVGKCEAKHE
BLa-Fv FobFoy(a-DTX) 2R mBmER chb s ns ik, 49,
VGKCZD b DI L TOBEBHME EEZ o N Twi(A), EENTIEHVGKC kMo
DT THEHAEEZHERLTED, LGP Caspr2ic N1 2 HOHEZ bBEHLTw3

ZEPHSMII ko7, KRMOBWHEOFELEHEIN T3 B).

WX, REBOFRES R —F2VGKCD Y H
YETHB PLa-FrurFuxy s oERT S
radioimmunoassay (RIA) & TfTbn 3 (K
1A). VGKCZ Db Dl § &2 HET 5
T4 FRELTTYA ¥ ENT 708, EL,
VGKCi#, LGI1® Caspr2is & L EAHEIEAL
TRY, Insiewd 2 BEVAL BHETE TR
IB), ZDO7 v AR THREINZ HEHALZHR
Rl THVGKCHEAHHiE LT, EEORIA
Blokax sy —=v 7 cBiEog4s, LGl
® Caspr2 DEE T #EA L7z cell line L #5RE
miE (IgG) % v 7 R iF % cell-based
assay CERREMTHNL B,

B. LGI1 & Caspr2
LGIL iz 7 ABIc B W THEIS F 7 AT,

ADAM23 %N LTHEEZN, BT 7R ILBL
T3, ADAM22% /L CAMPABI L & 3 vk

ZRELEEERETRL >+ 7 A ToOEREE
EHELTCOR EEESN TS (K24).
LGI1 & ADAM22 05 & 13 SR e i BB IR e %
HERFT 2D —EEZEL CREFRUREY AT
LTHB, LGILIE, #REMAICHFENICRET
ZHOMERETHD, 20ERIGEBEEREEIET
APAEBIERZT, LGIIRETRA (Vv 7
TR TA) TR, YT TABEOREICLD
ETORTAVBRHETADAZLFET S,

—7%, Caspr2 i, Kig## o juxtaparanode T,
VGKC & contactin2 E DAy 7Y 7% L T
5, RRERRTH, REICOALTWw A, R,
HEE, /MO neuropil oo 5413, Caspr2®d
BEFERIL, H2EOHBELBEEL T3,
MRER AT, BIZIICE S RBEL Tw3, &
D e, BIRT B Caspr2 FLil o2 B
LTw3EEILNTVS,

i LGIL HLIRBR ML, #3783 5 faciobrachial
dystonic seizure (FBDS) ®iIffmmEEEL L
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E&HLFTTIR

BERFICKY
BEERHI+TTR

E2 hiEMEYF7RICH T3 LG OBEE
LGIlz > + 7 AR TADAM22, ADAM23 L & L, AMPABRI 7 L ¥ 3 v
BEAkEzRERIcayrn—LLTw3A), —A, HaHEKKLD, LG &
ADAM22 DfE&%s, MEXN B L, v+ 7AICEBIT 5 AMPASZEFEEEIET L
ERF Ry T 7ABENEL 5, Z2OBE, TonAREEZME) TADAFERRE

BEESEL 5 (B). REELELRRA,

g RERICEET 5. FILGIL ik B0l
BRMA TIE, BHEICADHS MR SRR
(SIADH) % &#t9 5. #HiCaspr2 ¥tk sl ic
R, MREEOHEE K, BEETHD,
REBEEOMEEIRELEZ ONTVE, —FH,
i Caspr2 FLRBGHER &, KRR 0B B i
RTH Bz 2—0 34 b7 OMREEERE, B
X O E MR - PARMRER Z 29 % Mor-
vanfiEfREE LEDE L T\ % HgRRIE- I /Ml B
7 EEEEEMREERHOBEERC, BRI
TE2770—FBPRHEBELINTWS, FILGILH
R & PiCaspr2fith 2 HicH T 2 EM SER SN
3. B3I REE L ikoBEr £ on ),

C. IsaacsfE{EE

Isaacs fEMERE 3 Rt O U - B0/ T
A, TAF¥ 7 (myokymia), = a-—m 34 b

=7 (neuromyotonia) # F# & THEBRTH 3,
Z ORI, KAEEFmMEOBRFEERCL D
DTH B, 1990F N, BEMFHIRKHEHRED
BEBEZ 5 2E - THRIEOFEVRE RSN,
zot, BREFEESY 7 LF v 20 (voltage
gated potassium channel: VGKC) 12 ®§ 3% H
oiiE (FLVGKCHLE) MBS T2 Z LnHL L
Ko 2 EEIE, ZofifolhEEEy
%BETHY, HEREIPLESTLLIO
EEEORIMCEL 2o THEBEERET S,
Isaacs FEARBED .0y & 7o 2 fEME (3 R R EE) ot
OBFHERICLIZbOTHD, HEL, HEICH
SNBHIT A, HEE, —2—0If =7
(neuromyotonia: MITEI A =7 2@
HREROMMFBEILE) L, IA*I7, RHER
NAMER EORERES 2 L T 5, kMR
B DIESS 2 FREER PRI B E L BEERER
freEZoNT03, EEFEROAL ST, KHE,
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_ BREEER TR
n £ IR
‘ THEES(FROSHE)
s . A AR
IsaacsHE(REE

Casprz

| BB RED
REHLFR

3 HVGKCESHBHRENEET ZEBINRY M5 L (Irani SR, et al. Ann
Neurol. 2014; 76: 168-84Y % T fER)
REMREOEREE % 27 5 lsaacs iR, MRS - BEMES - PR
BRBORRA RRERE 2T % MorvanfE##, B X U'FBDSAS5ETT L, ADH i
FLTEMERE (SIADH) ic & 3{€F b U o AMIEE 2 4 9 B 2 g R 23 % 5.
Za—u3F b7 RERBIH Caspr2 itk &, FBDS®SIADH & & S IZHT
LGIL itk LM BE T 3. % < D lsaacsEEBEERLEEATE T A » ABIC IR

FIZW S iz > Twizva, FBDS: faciobrachial dystonic seizure,

LUNER EOBRBEREES LIFLIERN S, B
= complex regional.pain syndrome (CRPS)
BOMLWEAL, KEEGHER LR ECHET S
Pledhz. zoficHEMBEOREEERICL?
LEbNLRITIES, REaHORL, SRz
RTHEELH 5. HiTonA - BEESGEL 2
h, BHEL LD, HTCREPEEEZVHEE
EFBICERGIEZEL 5.

HENBE T, ZEIC doublet, triplet, mul-
tiplet 22 £ 2 4 % 2 7HE (myokymic discharg-
es) % fasciculation potential, neuromyotonic
discharge # B9 3, MREECERE CIEIMEPF
BIZE &t RERENPRONE Z MDD, 1A
A, HEEBCIEEEE RN,
T, KEEREONaF v+ 2LEHHT LT
BREEEEZ A 2 TA»AIELR EIC X 20

WiE2TH. EREML, HEEBECELOXRE
FETEAIE, AT o4 Fick 3FEEENHS
MR X 2 VGKCEABTE DK ELHE
HTHz,

D. MorvanfE{&e

MorvanfiE{# &, IsaacsiEREBETA SN BEK
HEROBRHBAELRE L TIHTVRARED
RIS A, TER, BEOFEM, REE, T
W%, WiR - MIDAS % E 0%k B EEE
®, BEUOBEOARR, BELRERETS, O
R, RSAAEEL EOPRARIERE B T2
SRR BT, 1890 % (2 Tmyofibrillary cho-
reay &EELE N, 20014£, HIVGKCEAMRN
R & DEREDNE 5 2 ic 2o 7Y, Morvan fEERE
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lE, WO THAEERT, RYOHSEH S 100FEM
EEBLTVE2, EFREVHRING 2T
THEHIOWBEFNI I N T Wi o, EEEZ P
L7290 (K D281% &) okEtT, M
ToZEEEMIcE-77, EFEICBEICS
¢ (93.1%), BXxz6FoEET TEMNET
S &9y FRIBEEOEENED sk, HEMH
RABDREN ARG, RITB% (86.2%) &
MEEH) 2 &ELMEFRORELE (48.3%) TH-
Fo. PR TIENIFOBETRIENED &
ni. BEAMHIZILIE (37.9%) TRDH SN,
% DHIBRIE T H - 72, 27H TG #/9 2 Ba
iTok &2 3, 21 CH Caspr2 i 43, 18
BITHILGILFLAEDBIETH b, 156 TIREHD
NiEsBETH- 7. KERED, BEHENE
(MG), # & OB &34 Caspra 47 i1 B9
L, €5 bV 7 AMEPCEE, O, Ba&EHs
E @R RIER L, FILGI FifkIcBE#E L <
BV AN

E. HVGKCHiFRE:RHR (VGKCZ
BRFIEH LG HFRER %)

FBRIIOWTIE, BBEALE, 3o5) Law,
Dalmau &% 1%, #RAEEEAE CACHE
ZHT 5700600 HBE BT, HHE
1333% (LGIl: 30%, Caspr2: 3%) Th ol
WEL TS, HAKCAas—+FTlE, 7
NMDAZBEMAEIZE0% TH -7, bhrbhod
MERRI %A X 5 B O REMETG R (ERIY
500#fk) D55, 2RS4 VOKC &K
HBETH S,

B (ORI, T2 RGBT T 2 IR
BREDHYBREELRZL, BRI TADARS
BEL, W 7213 5 o) fBIBEEE 9 )i MRI 43
BRELAD, MRERQIHT SHEELC
SIADHIc X 216+ F V' A% &HT 24D

DATEA FRMERE, BLUOREI a7
KEBEE L EORBBEICISRIBT S, 2EA
EDEFTLGILIC N T 2 HENHETHD, —
HOIER T Caspr2 o § 2 itk BBt TH 5.

20114, Irani5 ¥ 3, FAEOER & ERIC
RET2AP=7HOTONAKEFICERL,
faciobrachial dystonic seizures (FBDS) & %
i} 72, FBDSZ, VGKC-LEWZ&ITL, LT D
%o, FBDSI3BEIES, M CHEHRS
N3, F-REOERIZIWRG MV, HE
WEHs0E/ Hic ks %L ofEfE, FH36
HT@E - B¥% 2L, VGKC-LEIZBITL 7.
¥ 7-FBDS % 2 L 7l 0y 7 & 3 MR E R H
e NIRRT A AT L 7. FBDSIZ,
BEEOY T AL AENENT, L AERIPAIC
EBRERICE D, BESHET S, B a7
) KBEED AT 04 FEEA Lo REERc
KIiSL, $iVGKCEERTFMEORMD & &b,
FEIP ek, POBTHEELL, Z20BOK
st-c, FBDSIE, #ILGIIHELBLY Y7 T 3
ZEBHES IR .

AR REREE O FEM O R LA IIRET TS
Dot Av o A7 4 — FofEES Vg,
1941 > VGKC-LE B & DM LI T R b % iBHH]
B L ORERICHMICRRIT L /2. SiBh, HE
BROENELN TS —7, 3L, FTRE,
BRI SEESNTE D, PR, T
P E RN BET 5 0 ORI TS
FHRETIEEEEIRELLT V. BENMAD
BHEDEEATTLAM 2B VIS E I REREER KL
P,

F. HiIRFEOREORE LHLGIT AED
{ERFE

EE5 X, ERD 145600 R % % & et
VGKC &I A0 B S RBZ iR Ro R
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2.5
O VGKC-LE
o 218, MoS
cp%
o9 o
oo o
ﬂﬁ: (8]
B 4’0
[y A
pong AD
9 G Gp Lo
2 P
g 05 d AL A
e
o) b
HI&0 o
0
oo
o
0 0.3 25
#i Caspr2 ik

K4 HVGKCEAGHEBEEEORLG ik
B LV Caspr2 ik (Ohkawa T, et al. J
Neurosci. 2013; 33: 18161-74!" # %%, &
K& hyiEEEoERa v b o -k SR
LTw3)

Pl BEFE L JzCell based ELISAIC &k 2 B

RE2RT. 2002 ET260d 55, B

PEEBE2REL TV I ENES K-

7o, FUVGKCH & & i 44 B & I 4 (VGKC-LE:

O). lIsaacsiE & B, MorvaniE &2 (2 n ZF nlIs,

MoS: BA). HLGIIFitkn s v b4 7{Hi20.5.

Caspr2 fifkn s v b4 7{H120.3.

HITE % BRI T L 72, BEEN o B EH iR in
%, GABAa, BRI A & v R12 % 72 Deleted
in Colorectal Cancer (DCC), VGKC ® cluster-
ing # g% L T \» % dipeptidyl peptidase (DPP)
10 FeEEOEREICNT 2 M E A2
FRLEW, 20%, GABAARERHIZNT 24
FEHT 52001, BEERREZEEL, BE
EHMETHE 2 EEWAS I L, % Cell
based multiplex ELISAE#BER L, Elbo#ks
26, FILGIIHifkzEE»>BEHMTHYT 31218
2 TOBREWLGRMR LI Twil L g
RiL7: (24).

o LG ko ERERFIZ, THTH-
7223, BHEBME R OFLLGILH & 25, LGIL &

ADAM22 D&% HET 2 Z LT, FRNICHE
SFTABELEDAMPARI L & 2 VR ERED
BrEd 3o, RETEEOETEZb 6L, &
BEELZLFREITHEA DAL EHL2IZL
7= (E2B)'Y,

LI
PFLVGKCEEHBEEDEEB AR T HlcB
W, HOFUEOEILR & ERREER o BEE 20
SO0 H B, Lo LEds, HEOHKKE
& 7z o 7o Isaacs FE{R BE T3 L VGKC 8 & R Hi ik
DEFERIZE L, FirhpB~e—h— DR A
BTha.

oo

WEKZBIZHIY, THREWELEELEE
BEAZMERBRRER BNARSEE, &
O EFFZEE O ERPREA R WHEIER RS
CHEENS- L £, AFI3, KAKEHI (BEES .
25461286), [F457 BIEEIREEBSRRIFR
HE L7y RicEo0n AR E O B
S - BIEESE - BET VT Y XL ORI,
OHRED EICHEL L B, UBTE,
VGKCHEEEFEOHZE (RIAK) 2ZITLL T
% (&5 vgkckufm@yahoo.co.jp).
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