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Neuroinfection

NHALE #3AESD & ® fi B IC 8 > /= (Mann
Whitney test, p=0.03),
3. ——REE R A

B s CE¥£SD /p 1) (#FEH»HSE
[TIMR) 20 TAB &, AESD (2.9+5.3)
IZSCSE (12.4%+12.2), NHALE (12.1+17.9)
& OB b > (Mann Whitney test,
p=0.02. p=0.005), #&MW6||LA%ENHALE T&
10-204% F 2 4 TR DS FH i % 7R 3 5E 5 A3
Hot.

PR ITIRE CEHESD mg/dl) G&Hid s
S5HMIN) D20 THB L, AESD (18.5%
13.1) (SCSE (36.8+19.5)., NHALE (27.8
+17.0) & 94 BICEH» > 72 (Mann Whitney
test, p=0.04, p<0.05),

B 1gGBIEE (PH £ SD mg/dl) 1cDun T
A5 L. AESD (1.3+0.8), SCSE (4.0%+4.3),
NHALE (2.7+1.8) THE~ARZLh -7,

4. BiwHINMDARY GluR Hifk
YD GIuR e 2085 K A4 N AT

A FEO B s emm)

17 &

155 12012:9)

2%k (HINR2B-NT24i4) (EHxSD, OD)

(FHH5FHLUN) . AESD (0.385+0.090) .
SCSE (0.567 = 0.103). NHALE (0.827 =*
0.352) T, NHALE T AESDIZ T &I
HfT T, SCSE TIXAESDIC AT BISEMT
H-of: (Mann Whitney test, p=0.03, p=0.03)

(K4), LA LE#EE & HICHHHEHINR2B-NT2
Pifkid. NHALE TE{ET. AESDTEHTHic
E¥. SCSETEHLTHCET TI2REIHELS
Nz, WHOGIUR e 208N F X1 > CEKEZ
W3 2Pk (FINR2B-CT1Hi k) . NHALE
T, #iBE & KT LA, SCSE Tldfm
LM A AR, WO GIUR
CIDHMS AL NEKCHTBHE (5
NRI-NTHifE) (3. AESD<«SCSE «NHALE D
IZFEC. SCSE - NHALETREB L & L2
Tyambions, ¥IHOGIUR (1O
WER AL CRISHTBHE HINRI-CT HiF)

ENHALETHE L., #& & b2 TL %

SCSETH#ZM L & bICET T2 MR ANz,

B. AESDIZBI+545:8

PREL ’ __"“‘“‘ 5 1.5+
=)
o

s LA - Y
8 .
g 1.0 g 1.04
~ .
& @ *

E 0.54
g 0.5 o T3 . g —!’/—____/:‘_—-___-
-4 % . z .
2 . 2
a g .
00 v r - 9.0 T T 1

AESD SCSE NHALE 0 10 20 30
*Mann Whitney test, p=0.0303 Days from onset

#Mann Whitaey test, p=0.0317

C. SCSEIZHITHER

D. NHALEIZ&IT58:%

1.5

bl
o
]

o=

©
K

*

0.54 5

Ab to NR2B-NT2 In C8F (OD)
.
.
Ab to NR2B-NT2 In C8F (QD)

g
©

10
Days from onset

o

H4 HERHNMDAZIGIUR Hifk
A. AESD, SCSE, NHALEfEBID5R B UROBRHPDCIUR € 205 K A 1 2 NFRICH
T B (INR2B-NT2%ifk) (OD). B.AESD DB & NR2B-NT2Ak, C.SCSE DiEiA
EHMNR2B-NT2#fk. D.NHALE D28 & i NR2B-NT2# %,
AESD. ZEREW (BEZ2D) CTRELYBRICRENBR T D 2M8MMIE ; SCSE. ERE
R (BREZ0) TRFELEAEORAE CDRE (1 VIV I FICHIENLEERL)
NHALE. /NREBICIDBRIEIR TR L I-BE,
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5. B%

ERFETHENT S AESD & SCSEniE# % .
HINMDA R GluR #i {6 B854 % NHALE & D}t
BCEETZ, AESDR2ERIBICERI»S51H
PANIZ %%, NHALEICH~NTE#MO AR, &F
BEAE 2Rk, RROHOBBMBY. HEEA
BEE, B IgGHEENHALE X K<L, 2ty
PINMDA® GluR#i#k & NHALE & D &Ly, [HE
HIZENMDABI GluRHLELE & 2 M H
bolz, Lo TABHBMHEBIZ. NHALEC RS R
2 HfiNMDA K GluR#ifk + MM E IR - A &
BRE2LHEMENS, AESD TR, NHALE®D
& D W HINMDA B GluRHi ki & 2 NMDA®
GIUREEKDONELTT R — 2 ZAMHI
BisZedTad? BEEORBENREIS LI
35,

SCSE 36RAi BRI B RE»SAHEBETHMRL.
EWEIC39% DR TNHALE DFIRERTH
L BB RERVBES RS, FHIENHALE 128
CHBZR S VMNAESDI VEBEL IS
5, BEGMIEE. BREARERAESDLVE
{NHALEERU VRV H o £ T
SCSEmH1iz 3. HiINMDAR GluR#ifk% ¥ D H
CHR, MBI - ADES LTV 2 RS
brboL#ERMI NS, NHALEF E 3B
NMDA® GluRHL & H35 { Z A i, NMDA
BIGIURESHBONE L 5308 RFERHEHS
PTHVAENEMS S,

MEXY, BEETRFTINRHBNEDOHRT
b, BERMBDAESD & 4 RBIFEH D SCSET
RFEHRL D, BEODCIZH NMDAR GIluR
BN EEOERNOEENTRE i, i
NMDABGIluR¥ith % Xk & ¥ 2 THRKFED
RENTESHBRFERKEEHDH Y. AESD DFF
FHEREORAMBTRELIC V. B3 it
DRBHLICRSAEREND S,

(%&5E]

INRREEO2RMER K (MEE) OR[ERIRE L.
RWERGPARE(HESL TV 20EEYXH Y. Hi
NMDA#I GluR#ifk %2 A & § 2 THIlAKELEOR
BT HEERIR I R AR (BRI BE A DA b L
B, SRIALRIWAMLETHS,
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Z5H. T0H. BREECTAPARENER
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ANDERZ LT IOBEERIEREREILE
X 5.
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THZENTIRET
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TADARIEREICHITS
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RiL, REZFHHEFEDOTAPATFEAD
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! &,V,?$ 

NMDAR®D SU7#IE ~ MMPD
CERHE  IC&BGUO R
BERURASOMH |

JEeak
MNRRBIG)

i

H1 ThbAEEEECHT 5 eEm SR

NMDAR: N-methyl-D-aspartate-type glutamate receptor

AMPAR; a-amino-3-hydroxy-5-methylisoxazole-4-propionic acid-type

glutamate receptor
GABAAR: y-aminobutyric acid type A receptors
Glu; glutamate

iL-18

vYah v s EoEERYE BRI
CEBERTAPAETFTVTONEIZLD, &
HREPCEEBERICILLS L6, INF-aZ2 &
DEREETA VA4 VBEIZ20r7)T7RT7 A
oA RO SWMEN. FOBTA e A b
HEDIL1B LR FR L, TA»AREEERIC
EETHEVIEDPDH LY, Tbb, MEEL
DFAPEFA PTIABTWREAL D,
IL-18 2" &4 (tight junction) DREE, Mm%

MMP; matrix metaroploteinase

BBB; blood brain barrier

MAC; membrane attack complex

MCP-1; monocyte chemoatiractant protein-1
CTL; cytotoxic T cell

P Rzl g © @ NO *° matrix metalloproteinase
(MMP) DEAZFE L, MBKMBIFMOEBHETT
EFRZD., PEHERTOT VT I VORE
ER. Z2OREMBEEEROERIZEDZ LTS
HTHbH, &5, IL-18 1 ENMDA (N-methyl-D-
aspartate) Bl 77V ¥ 3 VB 2 5 4K (GluR) ®
NR2A - NR2B 2 &ML LT/ Ve I VBRIC L 5
MRERICEETAZ L, JUTOIT NI I Y
B Y sAAB %I L, TNF o BAERHTI Y 7
PODTNVY I VBB ETTESESL LT,
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#F1 EEOBIEHERIREIC ST B RE (Sredni-Kenigsbuch D. Int J Neuroscience 2002: 112; 665-703 & ¥) #4351 /)

ytes and microglia

-Microgllel
-Neutrophils - Astrocyte
-Endothelial cells

IL-12 onof Thi cells

-6 - AT Mlcroglla ' Aslroghosus
S : B Astrocyte S Neural surviva -
k e ral degeneratlon
. Ehdothelium IR “Inflammatory action”
TR Oy AR S T : flammatory action
IL17 ~ -CD4+Tcells S « , Inﬂammatory action

- Indiuction of TNF- productlon ‘
prolnferatlon .

MIP-la. ~ “Ma man: granulocytes (neutrophlls, eosmophlls and
(ccLa) o ]
Sl lnduce the synthesns and release of other pro- lnﬂammatory cytoklnes
~ , 1, 1L-6 anid TNF-a) from fibroblasts and macrophages
MIP-18 . - Mg : - activate human granulocytes autrophils; eosnnophlls and
(ccua) . e - basophils) . » ;
o Tyl lnduce the synthesis. and (elease of. other pro mflammatory cytoklnes :
L e P T (IL-1, IL-6 and TNF-a) from fibroblasts and macrophages. -
RANTES *NK cells R TR _ +CCL5is chemotactic for T cells; eosinophils, and: basophils, and
(ccLs) - CD44T cells s : plays an active role in recruiting leukocytes into lnﬂammatory sites.
- CD8+T cells - CCOL5 also induces the proliferation and activation of certain natural- :
S killer (NK) cells to form CHAK (CC- Chemokine-activated killer) cells. -
VEGF . ) : : +VEGF's normal function is to create new blood vessels durlng
: I embryomc development new blood vessels after injury, muscié - ]
ral cir \ latlon) 10, bypass
*Induction of adhesmn molecules from dothelial.cells:
- Chemotactics’ ‘of macrophage :
Abto NR2B -Plasmacells R B © “Interhalization of NR: [
Ab to GIuR3 -Plasmacells. .. .. .- ) : - Activation of GluR3leading to excitotoxicity. .

Complement—dependent cytotoxicity .
Complement-mdependent cytotoxicity
Granzyme B - Cytotoxic; T cells o : - Apoptosis
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FNVEIVEBREL YT ABBTHENS S,
BRI HREEICENTWS 2 EAHRE S
nTwz9, Zok) fEHICL Y, IL181EE
ERBHEL, TAPAEBEERIESELTWS
LEZBLNTWA,

TNF a

TNF o 2 RERFEICEZBRELZHEL. &
ZHEADBREDTNF o ZHIEIC & 2 BUREE
B LST T2 EELHNTVES, E2TNF-
o 3B E T a-amino-3-hydroxy-5-methylisoxazole-
4-propionic acid (AMPA) i< & 2 #iEiill D BERE
BHAEBDZYVO, ¥ F T ADAMPAE GluR %
BN S ¢ GABAAZ B R EA SR LW,
TNF-« transgenic mice iZ5/EE R 2§ 2 & 258
EENTWE, 20X ) LREFEDSTINF-ald
SUEHBEHBEADRIIBV TS, HLICHRER
ENRETEDEE, CTAPARRERIES TS
TREMETH 5.

CCL3(MIP-1a)

< s T 77— VRS b O RRERY
£ ALY OFWEIREL, BEBEDTAR
ARREBICHET A BRESDH 5, bhvbhokk
HCIE, BAEE T A ASERI O BB MIP-1or & B8
W CD4* THIEL DEI & BES S 0 . MIP-la ik
HACRIERAD CD4 * THIRE O i & B L T\
REREPHERL TV ATEERD 2, RHE
FETAPADERBALERD 7Y 7HIEO 7
EH 4V (CCL3 - CCLA) DREIEMNTLEL T3
ZEABELPE o TR,

i GIUR3HH

Rogers 5 IZAMPAR! GluR® % % D GluR3IZ X
¥ 2 B k% Rasmussen Bt KB E MiE 127
ETHI L& 191 FICHE L7229, HGIuR3
Pk DMLY FEHER & L Tid GluRiEHEAL -
BEEWIC X 2 WHEMARL50), HEKREED

MERRREE D, FARIEKTE M O MBI SE 255 &
NTWw5E,

HiGluR ¢ 2(NR2B) Hifk

NMDAZEIGIuURDH 7 2=y hD1DOTH 5
GluR ¢ 2(NR2B) izt 5 Hufk C. HUNR2BHufE
i bhvbhDZy MERA T A AERZ AW
TeEEWEY T T ABEER (EPSC)~NDORBORK
FHTIE HorhBRARZNIERERBET
W\, —J, SLE BE OFLdsDNAFEIZ.
GluRe 27% EDMREA F X 4 ¥ ONFKIZDH 5283-
287F B DT 3 BRECH (Asp/Glu-Trp-Asp/ Glu-
Tyr-Ser/Gly) & ds-DNAZ - FHEELH 5 72
%, FREAER CNMDAR GluR & RS L.
PINRZBHER L B8, TRI—VALREZRE
L. TERRABRBICEET S EPEWE
BRCRENT WS 202, HNR2BHLEEZETIE
NIV 2B DB RN (non-herpetic acute
limbic encephalitis ; NHALE) & o % Mifg
O NMDAZ! GluR # F#E{L &4, NMDAH
GUREHEHEZR L. ABREREZEE & 2T
L&z b A5 FINR2BHAIZINMDAZ! GluR
NELTEBEZERICIBTHR I~V R %2 HH]
L. MEFHEZ2EBELSE T ATERESFD 5,

granzyme B

B EM THIM (cytotoxic T cells ; CTL) i
R BT BB MRS F =7 F ¥ % HLAclass I
EICRR T2 MEME L 2R, L. granzyme
BiREEFWLT, TRV REFET 5,
CTLASFrbe 12 1E ¥4k L granzyme B4 L el
AL, BOo2—u vy N7 R =Y RICH
D, WESFORAIIEZ ., FRAERT
HEHEEECTA L A4 Y AUFRE ), S
5121 membrane attack complex (MAC) 7 &2¢
BRENS EbhbhidE 2 T\ 5452,
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2%-R87 730935 —TAPABTDH

B2 Rasmussen)’ﬁﬂiﬁ@ﬁﬁfiﬁ@ -

ETBLEEFECHVTTAPARETRRL., TOREBHNE TAPARIETSH S EPCH¥HR
ICHBET 3, ARSI TAVWE, BY S EEMOEE TRA ICHBENIBITL. —REEP SR
RECER. BAEEREL EHBREALT 3. PEVETTS ERMERDE LY, RtE

HREEERT.

i - ERBEeH

HWEDH) BbOCshR S CIE THSDDEHD
#£4 | 7- BB 54 4% (membrane attack complex ;
MAC)H==—B Y IZHET S &, MBEIC
functional pore #5°C & Bi /8. REL & OMIEAL
BFIRIY, T9 FTRTAPARBESFRE
N5 EFHEEN TN A28,

¢ RasmussenEEE &
FORIEREE

HOREFTAPARKRICHETHZ LR
ML SNz DO Rasmussen FERHETH 5 9,
FIERERD 2 WREE M S 20O %TRIED
HoBIZBBEICBESESRICEZY, T
At AFETEDEEIR ICRE, RESCHRRE - H18Y
BELZEPHEAL, BYRBEIRVLE-&

e BBRUHEEITEHEDRETH S (K2)303D, 5
RERITTEE 7.2 £ 645K THBEHICEZ WIS &
ATORRTAHZ D530, BWiL. BRE
K. BEFTR. MRIFFRICIZ T, TR T
BEE Iz 7 RBBEZ VT -V A%
N THIRENOBKESEETH 53,
HOHMA TR, HGIuR3H A, $GluRe 2
(NR2B) itk LS BEO D OHBBHEL TV S
TR K E WY, MRERETIX. BT
Granzyme B, IFNy. IL-12% &3S E0E I & 1E T,
ZORBIMMET T 52, W I IZThifl~ DL
AU L Thi¥ e, MRS 8 THIR (cytotoxic
T cell ; CTL) DB B KE <. BHHCIIHER
TNTIVBELRWRRT S LD
FOBABESTEL. 7A Mt 4 FoEER
B, Ay AEOTH. K4+ VigH ok
ER bz, BEEPEL 2D UHRENIE L
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effector
T cells

=)y

< TAR-DZ }

®3 RasmussenfE(REFOFHIERARRER

A TR SIS & VBN LS Wz effector THIER(CDS* TiHRE- CD4+ T
@) &, mEERBIFI @B UCNSICA Y, HLAclassI /classT - TH#lfg L
T — IR BRERE ST R =Y X B AT L BEEE
BT, ZTORBE. BEEL AGURS T4 £33 L TONSH G ks
5 h, ZOHGHASPOREFRBICRALTVEHDEHEEL TV S,

bbb

bhbhid, BEICL Y BEL 2T 7-Nave T
cells 25iE AL U Ceffector T cells 1272 1) . HI RN
B 282 CHEMZERICEAL, CTLIRZE
RIS Wz MESF2RBR L mEMRZ &
granzyme B %2 GWL T TR M=V REFH
B b, TOKR WESTOHAEIETY,
FRBERTEsOBCHREEEST S MY

glutamate receptor
CTL: cytotoxic T cell
MAC; membrane attack complex

4 VWA Y, ELHITIHED I HDC5h
5 COE TOSODEAVEAR L/=MACHTEE
EN, PEHBRRFENERICETTALEEZ
Tw5 (E3),

RasmussenEEE TIZ. TR ATaA F
NNV AERE. ¥ 70 ARERR EOREEE
WEIARTH 5%, '

NMDA-R; N-methyl-D-aspartate-type glutamate receptor
AMPA-R; a-amino-3-hydroxy-5-methylisoxazole-4-propionic acid-type
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2% -\ 7420~ —TADPARHROHERH

B4 2ERK - BIER TAD A ORIRRRIRE

NR; N-methyl-D-aspartate-type giutamate receptor
MMP-9: matrix metalloproteinase-9

Bi#k - REETADAL
T ORIERE

AR - BEIZERSI00ABERERLTY
BrBEbi, FHEDECHEENRY . BEBE
A3 R - BEEETHEROBIIIESR
TRETH D, bbb NIT19MEB O SR SR
FEEFAOBEELZRALL. AN - EFEEEIR
WREMPIB VI EHL, TAPARME - ME
FBEHCET T AREERT I L EHL R

L7239, i, BEHORNRBIAD A&
& F#(ADL, CTADAFRLE, BHRER, Aok
£, RmEEE EHEE) L0BERE. PR-K
ADIEFTHRE L2L 2B, TAPARIERE
B REEE0RERIHNRBIAKEEACE
BIRREETHoo T BEABRERTANA
Cid matrix metalloproteinase-9 (MMP-9) #4355 {&
T, MEREMSIEESNTHE I E2HEL
720 BAREBRTAPATIR,. BEDOTAIA
UM CHNRBIAERT A P A4 Rl
BEAEFZEPEELTWE L, bhbhik
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