_8L_

1S 17T FEB O DWI Fr RO E & (NHALE F7213F OB EE DN & S T DICOM B it 5 X iz 17 Bl & #ET)

REF | T Z M| R | BEE | RFEEER | VIRMERE | EE | et ADC %
#*E | GluRs2 | A ) | % + R RE
EAREN A HER
¥7i B
1| A+ TIT | 8 |58.0 |ALE FEEL BITHEE 7 ERAEBEENMTDTHCEESE | KT
i) (2 2)
2 | A2+ TTT 36.0 | ALE FEEL HEEEH 1 | BB LEERS(E?3) &ETF
(= 4)
3| A+ AL | B | 78.0 | RIEE | BHE WRMEESR 1 FHEEEN OHEBEREICRERFL : T | &ET TAMPAEREIZ L S mEm
FEA DT A A ADAEFRIC L AHRE (X 5) (& 5) | Z{LIZDWI T% FLAIR THE(E
FAE B L2 ADT, DVI & FLAIR T
XX B S
4| A- JATA | B | 77.0 | BRME | 2L ElEE 1 ERIBRZENEIER D HRBERRIZ2NT T | IBEF ADC IE® T, IEEUR T DO2RWE
s B8 BWA (X 6) (®e6) | #l
5| A2+ TA 66.0 | ALE FEE BEEH 5 | AIEEZE - BBREOKE - RETILE DWI i3t/ iAei & AR ED ]
FEHY REME, ALE 7228BEREN 20
I
6 | A- TA | B | 75.0 | FRBEAE | AENERN | SREVEER 7 FRIRTERENRIC SE B, BEER | KT PRES & i % EH
7| A+ N |58 |[38.0 |ALE FEE 2EE 10 | MR RHIERE BER, BBIZESE | BT — S AN RS R AT R D E 5
8 | A2+ IN | % |18.0 |ALE INREEE | REE 11| R RERE —iB RN R RS T RO REF
9 N | B |25.0 |ALE FIEpr) REE 29 | BEETRZL TBIEME & ST EG
10 | A+ IN | & |64.0 |ALE 2L s - | 2WBREFmRZL
11 | A2+ T™N | # |36.0 |ALE FEEN 2EE - 10 BEREFTRRL
12 | A+ N | & |18.0 |ALE FEE REE - | 2 EEHEEH R L
13 | A2+ IN | % |32.0 |ALE FEEN REE - |6WABREHRARL
14 | A+ N | & |45.0 |ALE 2L BEE - QTIRBREFR2 L
15 | A+ N |4 |21.0 |ALE FEEL BEE - | OFHEEFEFRZL
16 | A2+ IN | B [29.0 |ALE =P 2EE - 6B EREFTR L
17 | A+ ™N | 8B |12.0 |ALE mE 2o | BEE - SWHEEFRR L
A R{BIE
L GluRe2 HUfA : A2+, BEWE - V& & LIBME ; A+, BEIROALEME, A~ MEOHBEME, #A 7 TTT, EERERMAAI+DVI BAIAJ+ADC BLAURY ; AA, ERPRIEIRFEELAHY

+DWI FESAUEY
encephalitis.

S ATA. BEEEFEMRIESLFIAY+DWI BAAUAY+ADC FEELAVAY ; TA, EESREIRIFIAS+DWT JESTUAY ; TN, BEEIRJERIFIADHDNT [EH 6. ALE, acute limbic

Posterior reversible encephalopathy syndrome, PRES.




JEF| 1 . HAUE) NHALE

#ﬁb%’éﬁﬂk&ﬁ? B-DWI

p =
1. ERF 1 o DWI B, AARIERENAERIC T e E
B ELEERIZRoTWD,

FHFEIRER7BR-ADC

2. FEFI1 DA~ 7. DWI THLNIZLTNREERREIX. AICHETLTWS,
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SEF 2 HRIE) NHALE

4 3. 5EMF 2 o DWI i (EEY) FLAIR B (TE). EEBICEEFRELZRDD.

=
4. EF 2 @ T2 FEAE S (L) ADC~ v 7 (FE). EEEBIZ T2 SESHE. ADC DIET %
5.
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FEA] 3 : FAEEREFEIE DM SEF

o pi

5.5/ 3 0 MRI.  A-C, DWI & : D, ADC ~ v~ 7 ; E, T2 3&5FHE{& ; F, T1 i@ E 4.
ERUEERER PN BEBRERLY . FOENMD ADC DBEKRT. T2 BEERROND D,
VBRI DWVI BE B HREILRED 220,

FEG 4 - BRIV

y =l =
6. iEM 4  MRI. A, FLAIR Eif2. B, ADC <~ 7 : C,DWI ®i{& ; D, T1 T4,
EYEEIZ DV BEBSREZRD BN, ADC DR TIXRV,
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JE18 : B FENHALE
(DICOM M 1Al . & Tz
BB L. EOIEREE G L7 NHALE (42 B . AoME) © BT GluRe2 FLi i i TRk,

A.DWI B. FLAIR

)

7. FEM 18 O MRI. A, DWI [E{£. B, FLAIR [@E{&
RIS 1 DWI - FLAIR BEBRE L3R 5,
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&k 9. NMDA B GIuR #51E & BT G1luRe2 (NR2B) HLIER  -20100729-

A WEEDE - FEALR A AN BRN « BMAE (NHALE)

ARG - BXAERSE 369 FEGIDNS . EEBAUHA. BFREL B, BERAME. 1Tz
PRE., B Z T ¢ VX PCR GG ERFRE . WBRER (F1) THERERNIEE 7=
15 mLl B NHALE 91 iz W Ths L7/ E L2 RT,

'%b# &himﬁmmmﬁ@@%k
ﬂl%%%r KU-4)ONThhUEDETRL.
ZF Mk, BRI IERAERE L 1= FE 51

DBRER N
1 FEEEIR S

THER. BERK. BERE, L5, LR BED)
BEERRE, MERMAER. HAR, BHOTE. 4L

2 CIEEE
SR EHEE

\ 4 BRIEEE /

EESEA, it R CHITDMGURIMEDER. 4R B MPEFSRET VRIUD L (sv-0) ERREBC B E

B. NMDA B! & X VAR (GluR) OREiE
% < O NMDA Y GluR 1%, MZEE 725 GluRgl (NR1) &, GluRel-4 (NR2A—2D) & B\ ik GluR % 1-2
(NR3A-3B) £ W e T o=y MR 4 OEA L 4 BEEESER) #EE (—F 3 E2FHEE) 2 &0 (X
1-B, O, £ 4> F ¥ xN& LTHIELTHDN, @&®#7:#/F ERE—BHBHEIN
TUW5 (X 1-D), NMDA Z GluR 13 A A v Z@iBIC L B2 EBMEN THEREB A DDA TITRL . Ml
N RAAL VA DG FHREE L. %?‘Tﬁ%ﬂﬁ%iﬁﬁbﬂé (X 1-E),

C. NMDA %Y GluR D43%A

A v F ¥ FAELGIWR (T iwﬁﬁ@ﬁfa v BBV, DTFBERENTFEEL, FREREZRN
DENEEMNE L F 7 AMREOFLIFREZH S TWAEERS T TH D, U ADBBE TN D
D41 GluRgl, GluRel—4 72 & & bi:h T N DBIEFREATI S D4 1T NR1, NR2A-2D 72 & &
ENAN, A, wUA Ty OBETFITERERIEFICEV(E2),
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A. subunit B. hetero-tetramercomplex  C. hetero-trimer complex

E. Section of NMDAR complex

GluN1 GluN2B
i o (NR2B,Gla2)
%fa!r:ticu!in
it
Huaek

2} Calmoedulin

e Ca?

B 1. NMDA U7 V4 X RS RR (GluR) OffE-1-

A:NMDA BL 7 )V 4 X VRSB (NR) OV 7 2= MEEIE, IS D NRID 4 DOREBEA %
BT, MBS CRMDIFIET 2 ILEHEE L > TV 5,

B, C: NRDZE X, WAV V2= hTHDGIuRCL (NR1) &, GluRel-4 (NR2A—2D) & D\ MiZ
GluR x 1-2(NR3A-B) & W /=R EH T o=y "N 4 D2E L 4 BEEEL L o TWD, —EBIZAIEY 7
2=y MR 3OEE LI EAEEL LTS,

D: 4 BAEFEICIT, MEYT Ta=y FEAEYTa=y hOFEL DEERF—VRH D EINTND,
E: &V 7=y h®OCERANIIZ Y T T NVRERDSFRENEE LTINS,

NT-D, N-terminal domain Calmodulin NT-D, N-terminal domain
S$1-D, S1-domain 24 $1-D, S1-domain
$2-D, S2-domain @ Ca $2.D, S2-domain
CT-D: C-terminal domain CT-D, C-terminal domain

X 2. NMDAZIZ V& I VEASZ MR (GLuR) DiFE-2-
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R2. TIWAIUEBZRRAEDEHHE

\:L:_“ - =
Subfamilies $7a=vk ZJ3 72 E‘:“E% \*mf‘%j BRES | 5 B 8
YR Syk | TEH o ®
AMPA GluR1-
GluRa | a¢l1-a4 GluR4
Kainate
GIURB | B1-83 | GIURS-GR?
GluRY | 71.72 KAl KA2
NMDA el NR2A O O UEAHE
| GluRe €2 NR2B O (@] BT
€3 NR2G N S
c4 NR2D R, g
GluR¢ é1 NR1 UFEAHE
GluRy %1 NR3A
%2 NR3B
GluR & 81 o1 WEEEM
02 42 N LA TR

XLTP tMorris water maze }Brainstem trigeminal complex  lOpen field test

D. L NMDA % G1uR HifEDHIERE

BERE STV D NMDA B GIuR (NR) 1239 B Lk & Z OHFERREL 2 K 3 127,

A) cell-based assay: ZfEEOYV 72—y MEEEMBEREICRRIE T, EE @*431“1‘535@2:5@
LRI CEAEREELZES T THIE & 4 550 MDA B GLuR A AEHUE  (BrzE D HT NUDAR HUE) |
[GluN1 (NR1) +GluN2B) ]#%3&¥ &7~ HEK ffa % HUR &+ 5 HifKlZ. NR1 and or NR2B @%H&ﬂ@éﬁh N
AAVEFRIRETHHETH 5,

DY 7=y MyFEERHIRELTAL 7Ty N THET AHiE, 3 OFLGluRe2 (NR2B) ik
1Z. GluRe2 BB S FHRDOE I hEHELTHHMETH S,

OB To2=y hO—ED KA A LV DEERTF FEHIRE LTHV, ELISA TRHT 3HE, 6 D
1 NR2B-NT2 Hif&iZ. NR2B 0 F DN NEKDORTF REHIR E T HHETH 5,

A) Cell-based assay
1. [GIUNT(NR1)+GIUN2A(NR2A)]
2. [GIUN1(NR1)+GIuN2B(NR2B)]
B) Immunoblot assay
3. whole molecule of GIUN2B(NR2B) ——iTT

C) ELISA L3
4. GIuN1(NR1)-NT /S @
5. GIUNA(NR1)-CT PimN 7
6. GIUN2B(NR2B)-NT2 a
7. GIUN2B(NR2B)-M3-4
8. GIUN2B(NR2B)-CT aﬁ%&
b§§§§§9§§\ 9§§9
GIuN{ GIUNZB

(NR1)

3. HUNMDA B /') 2 I U ERS RAKHUARR O 72 8 OFUFERAL
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E. NHALE &40 GluRe2 fifh (£ &/ 7wt v ME)

M GluRe2 HLfA (TG F 7% Teh) 13, Bk HARAEIIZ 351 T NHALE D9 60%IZ R B4,
BEVE AR GluRe2 HUAIIRMERI O 50%, BRI 40% ., WIEM DK 30% DIEFIC R Hiv, Bk
FITREIIET Lz (4-0), BERP OB GluRe2 HUAITAIEN T H 2R BOEEICHER LTz,

A, MEHFGIURg2$LE (IgG/M) B. ILEGIURg 21L& (IgM) E
40

304

204

104

acute recovery chronic acute recovery chrenic

C. Bl i GIURe2HLA (12G/M) D. BEBINGIuRe21LIA (1gM)

acute recovery  chronic acute recovery  chronic

4. AR GluRe2 /3T & HUR & 3 B 5T GluRe2 HLfE

F. Cell-based assay & ELISA T J A BE#&HT NMDA B G1uR Bk o i

Dalmau H1Z &% cell-based assay THL NMDA S A8 & RHUIREENE 19 fefk, &M 7 BIKDBEIKIZ
DUNT, Tk D ELISA THI NR2B-NT2 HUfE & BIET 5 & . cell-based assay GPEREITA B ICFRMERE
W~ T ELISAEREMETH VD . HUNRI-NT HFUEIZ DWW T H cell-based assay BEERITIE B2
FEIZEE N CELISAENEE CTH o7~ (E5), H1LNRI-NT Hi{KiX cell-based assay BhEfED 5/14 1%
AT cell-based assay FRMEHE L RIZDMEThH 7228, 15 OB TIEHL NR2B-NT2 FLfAIZH & 7
WEETHY . FLNR2B DL H T AHAREMERH 5,

. . .
A. FINR2B-NT2#14K B. HINR1-NTHii&
= 2.0 2.5+
8 . a
U ~ 2.0~ »
o 1.5 w .
QO )
= . O 454 hd
2 1.0+ . §
1.0+
Z 0.5+ taseee T 05- “‘%‘“ eget
& g G %
Z 00 - r 0.0 . T
Cell-based - cell-based + Cell-based - cell-based +
Mann Whitney test, p=0.0001 Mann Whitney test, p=0.0335

5. Cell-based assay & ELISA 12 X ABEiKHT NMDA B! G1uR FLik D Hig
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G. NHALE &#tGluRe2 (NR2B) #Hifk, #iGluRe2 (NR2B) HLiA (ELISA ¥%)

ELISA IZ X 591 NMDA 2 G1uR HiiADEFEETIL, BERTINRZB FLUAENR NEK KA A > M3-4 I R A A
V. CERFAL VT A b—T%F L, BEWVEBIZK U THENEE SN TWS = & a3
L7= (K 6-A), BEWEHLNR2B HURIIFRD 40 BIZERIBT A LIETTA2RENHESNT (B
6-B), BEIEHINRLFUEDL NRK KAAL >, CRRAA VT A E b—7%2F L., BEVERIZE L
THEBELE SN TV (K6-0), FEHRAATUREIZAAENIAL . ZOFUEREE L TR WES]
HbEFENTWVWAHIEEREL, 40 BIZERBTH LIERTT2RENHE SN (K6-D),

AHINR2B-NT2M3-4 CTHI{E B.HINR2B-NT2HL{A D HEFE

3.0+
(< =60days) 2.
2.5
. 1.54
5201 s : a
9 : . .0 L
< 154 2 N < 1.04 L
b L S ".:' g ! * .
» .
104 '.:.‘ Ky "o.:‘ w 2‘ ‘9: -® .
e £ ET T
054 % oy (I ik A
5 s o S . AR
g gt .
o ”?ET:"” W (S v e % 5,042 + . .
NT2-NHALE NT2-Control M3<-NHALE M3-4-Control CT-NMALE CT-Control dJ 2 40 60
Days from onset

Mann Whitney test, p<0.0001  Mann Whitney test, p<<0.0001 Mann Whitney test, p<0.0001

C. HINRI-NT. CTHiiK DFINRI-NTHLIAD ¥

3.0+
20+
254 .
20 154
- S Q
g [ M
< 154 o 104 ¢
z - *, 7 ..
LTS f. .:: .‘ﬁ Tae o
Poge 2 0.54 s LN .
0.54 “:.‘:':':;:“ . $':;?$. X :..' { . »
f 2 = sadtee y
. i — e i T ; . .
NR1-NT-NHALE NR1-NT-Control NR1-CT-NHALE NR1-CT-Control 0 20 40 60
Marin Whitney test; p<0:0001 Marin Whitney test, p<0.0001 Days from onset
6. BEIRHL NMDA B G1uR Hiufk (ELISA) D= s —7 L HR
N bl
H. i NMDA ! G1uR HifADIRREE &

Dalmau &I, MBFE MG D NMDA ! G1uR B & AHTf&IL NMDA 2 G1uR % internalization (RIAPNER
DZH) SHBHZEEZHMELE (®T), HIKIC LS internalization 1%, NMDA B GluR D¥EHIVEFA
=HEBERTEZEIEEI L, BRICBIT2EHREECITEIRFE OB RIERICEIE LTV 2 mREM:
D5, Fr OWFFET L—7D Takano &1 Z D NMDA B GIuR IR LR ERS A2 BT A2 L %
RH LT3 (Takano, Mori, Takahashi, et al., Neurosci Res, 2011 Nov;71(3):294-302), (X
8)

Acute stage

Chronic stage

”” mmmm——— oo NSRS
_ Plasma cell = .. Plasmacel //""
e = wg Antibodies
L Antibodies & ’
b ‘1; 7 ’ b § ’};\J{ ’/
RerA 4 7 euon Internalization of - B / ammg Insertion of
RN - ES membrane NMDA-type GIuR g =25 NMDA-type
» f:(, 7 == P ya GIuR
7R n, = P )
BBB/% ‘;j‘;.. : BBB ~ ;&}\ O m T
7 & / .
& - Antibodies
¥ Antibodies A
against NMDA- f/ ?gast:;t P:?MDA-
e Glu oy
f" type GluR yp == GluRE1
/ | EF wry
/ Antagenistic effect lif GluRs?2
to NMDA-type (NR2B)
GluR

X 7.




The €£2/Z1- (A~C and G-and I) and {1- (D-F and J-L) subunit-transfected CHO cells were incubated with patients’ serum (1:200)
at 37 °C (A~H) or at 4 °C {(G-L) for 1h, then fixed and observed by confocal laser microscopy. The fluorescence signal of EGFP
(green, A, D, G and J), and the immunofluorescence signals of the antibody in the serum {(magenta, B, E, H and K) samples from
patients were detected and merged with the signal of DAPI (blue, C. F,Iand L). Scale bars: 25 pm (for interpretation of the
references to color in this figure legend, the reader is referred to the web version of the article).

8. HT NMDA 7 G1uR Hifk &1 L A IR EAERIFENTE(L Takano, Mori, Takahashi, et al., Neurosci
Res, 2011 Nov;71(3):294-302),

I L&

MR HIZ T & 7250 GluRe2 HUifRid, MEAMBIF OflhE 72 S L 0 R RRIZE D | b hofak
AR TERIC 592 25, [BEH - 18RI 72 2 & MEAMBEFT D [EIFEIC X 0 B CORENET .,
FEIREITE T 2 "TREME 2 B 2 TV 5, BB HT GluRe2 HLiARIE NHALE D2 Wi~ — 5 — Tl 72 < \Rasmussen
EFERE E OB CRENEE T 2 EETHHRE &, GluR B EEOME 42 RE 3 5 RE~—h —
TH D, JLNMDA B G1uR HEEAEFLAR (Dalmau HLAE) (Z2WTh, BUEIDBRNE LN, TAD A,
gAY 7 )b ¥aT7R (Creutzfeldt—Jakob disease: CJD) R ETROMB LI ITHR-T
W5,

2B 3k

1. Takahashi Y., et al. Autoantibodies to NMDA receptor in patients with chronic forms of
epilepsia partialis continua. Neurol. 2003; 61(7): 891-896. (A A/ 7w FNAIEFER
&)

2. Dalmau J, et al., Paraneoplastic Anti-N-methyl-D-aspartate Receptor Encephalitis
Associated with Ovarian teratoma, Ann Neurol 2007; 61: 25-36. (NHALE-0OT C@™Dalmau
DPINMDAZE B AEE A 1R FLE)

3. Takahashi Y., Infections as causative factors of epilepsy, Future Neurol. 2006; 1, No. 3:
291-302.  (BARIERI T DHIGIuRe2HTIHAR)

4. mREERNL AL, T AL B UK & FEAVRAERMDBCRIN IS, BRFRMRRS, 2008; 48: 163172,

5. EAEER. i, REMEMREER R OES, NMDA BV F I UERSAR L MRER R
Neuroimmunology, 2009;17(2): 245-255.

6. mEER M, BERRO I NZ I VEBERERE CAEREOMA, RE : HARRIZE, i, Annual
Review f#1iF 2010, p85-93, HIX., HSMEFHL, 201041 A.

7. Koji Fujita, Tatsuhiko Yuasa, Yukitoshi Takahashi, Keiko Tanaka, Wataru Sako, Hidetaka
Koizumi, Yasuhi Iwasaki, Mari Yoshida, Yuishin Izumi, Ryuji Kaji, Antibodies to
N-methyl-D-aspartate glutamate receptors in Creutzfeldt—-Jakob disease patients, J
Neuroimmunology, 2012; 251(1-2): 90-3. (ELISA = & AHERIEER L)

8. WBEM. NG I UBREETURDOER M L 5. 2013;45:99-105. (ELISARIEE Dcell-based
assay & D HEGIRFE, WEE&RR L)
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ERE 10, FEANRZAMERAMED BRI « IIEICBIT 288001 Mo
A U EMT-20100728-

A, FRETRTER
FEANRRAMEAMTBRMS - IE (NHALE) 12#1L . EgEay hu— Vi L U THEHMA~ L~
A4 (HES) 13 BT OWTHER A b A T DR R E =T,

B. BERYA N A v DORIEFE

AR U SRTE LB & AV, interferony (IFNy ). tumor necrosis factor—
a (INF-a). interleukin-2 (IL-2). IL-4 . IL-6. IL-10 % cytometric bead array . soluble
TNF receptor 1 (sTNFR1) % ELISA ¥ =CHIE L7z,

C. NHALE & HSE OBEEY A b A T a7 4 —)

NHALE £ 116, IL-10 33 L OVHSE B IL-6, IL-10, IFNy . sTNFR1 fEIXFEREGMEFERIEME
REE (2 b —)VEE) IZ L CERBICEE T o 72, NHALE £ & HSE B bl Cid, IFNy | sTNFR1
ENBE CHBICEEE »7= (IFNy : p = 0.014; sINFRL: p = 0.011), IL-6, IL-10 fEIZEEER
THEBZEZRDR -T2, INF-a, IL-2, IL4EIITEEE bEBEREFEZRVD N7,

IL-6 [FN v [L-10 sTNFRT
/ml pg/ml _ /ml /ml _
1000 . nowg PO oo R E R
o8]
I o o o
o & ©
o 3 o
o
100 o 100 P ©
8 o’ 8 ’
o 101 P 2
o 8
O O
8
10 10
]
ol

1 1 R—
NHALE HSE NHALE HSE NHALE HSE NHALE HSE

D. &%

ME & bREETA NI A ThDIL-6 EHRIEMEY A M UA L THD IL-10 DFEER LR/ %
R, HIEHERN TOREDHFEE TR LT, VAN ADOFIEHEER~DEEZEETHL VAL
APEBEIR SR HSE TIABEIR T IFNy O LR 2 SHE LD 27, U A /L ZA O FIEMHIR R~ D EHZ 5
TIERWA 7 VE O FRE, WIMMEREEEGRENE, SEREENERE, TWhAERES
PERGIE 72 SIZR T, BRI IFNy O EF A2V Z & 2HE L TR Y, NHALE i3 7 A VA EROFERE
TRWIZ ENRB I NT, BEBEEEOBVWREMEYT A M4 2 Th D INF- o DEDEYFENEHE
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BT L XD sTNFRI (Mg b & MR EE N AR 70 HSE #EC LA U, NHALE BECIZ ER 25RO 7
D32 72 NHALE B CHEWE sTNFRL E 0D _FH- 238D Mo 72 & LITEMRIENEE TRV EERB L,
HSE BEICLL L FPEMN BRI/ & & ORENE X b,

B3k

1.

10.

11.

12.

Asaoka K, Shoji H, Nishizaka S, Ayabe M, Abe T, Ohori N, Ichiyama T, Eizuru Y. Non-herpetic
acute limbic encephalitis: cerebrospinal fluid cytokines and magnetic resonance imaging
findings. Intern Med 2004; 43: 42-8.

Ichiyama T, Hayashi T, Furukawa S. Cerebrospinal fluid concentrations of soluble tumor
necrosis factor receptor in bacterial and aseptic meningitis. Neurology 1996; 46: 837-8.
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Cytokine 2005; 30: 243-7
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levels and NF- g B activation in peripheral blood mononuclear cells in influenza
virus—associated encephalopathy. Cytokine 2004; 27: 31-7.
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EEk 11, FEANRAMEMIIRER NS - BE (NHALE) 12381F 510
WK FAMEREE 20100728

— % metalloproteinase—9 (MMP-9) & tissue inhibitor of metalloproteinase—1 (TIMP-1)
DENHE—

A FREIxIS
FEAN AR AMINB RN - IGGE (NHALE) 23 ] (B4 6 F]. %M 17 ] ; 15~79 5. H9fE
32K%) CIEEGRREEL U CREERA 41 5 (BHES . £ 36 5 ; 15~T8 5k, T IfHE 39 1%)

B. If{E matrix metalloproteinase—9 (MMP-9) MK TN tissue inhibitor of
metalloproteinase—1 (TIMP-1) DE|E
SRS X OEES C1~2477R A, TRIE9WA) (28T 5 M{E WMP-9, TIMP-1 fE4 ELISA ¥
TRIE LTz,

C. InyE MMP-9 & TIMP-1 DEhfE
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D. B

MMP-9 VRN D & BB D BB Thd 27— v IV 2 0fFT 5, —J5. TIMP-1 1% MMP-9
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Ichiyama T, Takahashi Y, Matsushige T, Kajimoto M, Fukunaga S, Furukawa S. Serum matrix
metalloproteinase~9 and tissue inhibitor of metalloproteinase—1 levels in non—herpetic
acute limbic encephalitis. J Neurol 2009; 256: 1846-1850.
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A. MRI TRBMIZEE DL LNRVIEF OFRK TORT R 1)

1. AR, KMOFREHCEE TIEA L REFE XA LA,

2. FmA<YVEENT T 4 ABYIFTOANY NV Vv - oY (H-E) BT, BE
CAl FEISZ & DKM EE ORI OEMNE - BERBITE LW (K 14). MEEEEE
IMT/NILE BB Y VU RERBEAA LD (K 1B KED, HELTWD U 2 EKII B
JAMBNL & B ST 5.

3. EEANESYD, KINEERLEERICIZCDS BED~ 7 a7 7 —UNEHER L TWD
2 (& 10), FEFALIZIX GFAP (glial fibrillary acidic protein) Btk BRI OH 4
IZIFEE AR (K 1D)

4. IgG DILEBENALNDN, FHEROEE T LVERESN TS (CCHEL4).

X 1. A-D:¥EBMEEL. A C DIXBEEELIA.
KM, L ICEEBER ORGSR~ u Ty —VOEM S, NLERBEORED Y LoERIZE
NERFTRTHY, HERMEOLENE - SEFREITE IR0,
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B. MRI CiliRIAZE D I 5 30 D JEG OF R C DR AL (X 2)
L PSERANCIE, KRIMERHE-CHI [ CIEA & DR B 1A B AL 7e v,
2. WEFBAENLCIE CAL BN A b AR MIB O 2 - BEAE(R, BRI HEAE (K 2A), /o
ERRPHOWEEE D) L 7SERIZHEN B, CDES kD~ n 77—V 0RELEPTH D
(14 2B).
3. FOMMRI THED L LTSS WMo E, CDeSBED~r/a 7 7y —Y0iE
U VAE S &Y AN

2. AL BB

ELBEHONEIS 0 CAL IR L 7o mIn 25 - SATMERZE, BRAIEDRIE, CD 68 BiED
~/n Ty —VOBERERTHS. CA2 EEROMBEMEIILBRNE CARELTBY, BED
MRS & OISR B S, FORA BRI L BB L BETE 2L,
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A, BEE AR BRI - BNE (NHALE)

P GLuR FLIERIE B B CERIRIEH 22 b NCILE - BB 72 & OREEM 21T T2 B SE - INE R
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~NAY 4 VA PCR BBHEBIR 8 R ERE | IDBRIER THRRERD B E - 72 15 mEL_ L@ NPNHALE 86
FlaExtg e Lz,
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EEIEEN 3L 0%ICA SN, ZHE DB EBEEDHEEITN 30% Th o712, —7F7. FTEEEIT63.2%
RO, MOBEEICHSTEHEE T o7z, (SRR TIE 30-40% DIEFIBNHEEIRTE S
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