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Guillain-Barré Syndrome (GBS) 13, DU R0 5 5V 2 & R & 3 D S0 1 £ 6 o
R T DD, FIEAN LR SR FHRIER & W o T BYYEN BT T 5 Z & R E 0,
JERYYE DO ERJRINE & LT, @Y THIE ClX Campylobacter jejuni (C.jejunis) 7351 51 C
W5, Cjejuni 7> GBS BIEDJRIK L o FF & LT, Cjeuni DV RA Y IPENRT 7Y
T RO—FETHDH GM1 ORIGHEH & LB T H2MEEZ AL TEY ., CJjeuni \[ZERT D
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(1) th#e e T 7 v OfER
Wistar /MM T ~ b T4k 17 B#) 220 BMEMICHR R 2R L, Fhis XK
AERELLU 72, BHEIZAKEWNCED), KRERF XM Y] LT collagenase MLEETR . Z L6 &4
1AM EEEE LT,
(2) H M iEE (L (spontaneous muscle action potential: AP) @I E
MBS T T MIZBIT 5 AP IZRIE TP GM1 Hiiko B % | MuhEMmELZ H
THE L7z, £ 5172 AP X Microelectrode Amplifier THifE L . Memory Oscilloscope
I L CRiek L7,
(3) A [ B 68 « A 4 5 S BE AS A FH W 7 6 9 R AL o A AR B
Ty b OB - HESHIEARICBT 55 GM1 A0 EHNIM] L «
-Bungarotoxin (o -BuTx), neurofilament 200kDa (NF), S100 protein (S100). Syntaxin,
N-type & % W\ % P/Q-type BALIKIEMET L 7 5F ¥ %)L (VGCCs) DIBEIL A,
P YT D bl L T2,
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(1) Ht GM1 FiiR D AP & B IF 5 %5

PR B2 G 58 7 LT TéAP . PL GML1 Hifk (1:200) TIXZAL LR o 7273,
Pt GM1 $Hifk (1:100) 12K Y control ktl:@* LTELI IS Nz, Zomblix, ik
DYEHEFREIZE D control & FIFREIZE CHIE LA (Fig.1), £72. GM1 OAEEKICHL
e GM2 &lilEH#%Y /) v 7 XUy LIEET VB W TIE, it GM1 Hifk (1:100) (2 &
5 AP OMifiliEHA N2 oTc, ZTHIZED, L GML JURIZHT 7V A FELTD
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Fig.1 HT GM1 HUREANRE D B 58 M 7 15 B B A7 41 5 0 28k

(2) VGCCs FHEA] O mifliE 28t GM1 HURIZ L 5 AP HI/E A I XIE 3 2%

PRG-I N-type VGCCs DHZEA| TH 5 o -conotoxin Z HiALE L 7254,
PL GM1 Hifk (1:100) 12 k2 AP Ml /E A IZBEE 2GS L=, —J7. P/Q-type VGCCs
FLEA]TdH 5 o -agatoxin O FTALE TIX, T GM1 Hiik (1:100) (2L 5 AP MHl/EMH O
GHITRE ThoTe, 2O b, Ht GML HFRIZ L 5 AP Ml {EHIZIE N-Type 8 L O
P/Q-Type VGCCs DWW TN HLBE L TWA 2, D5 1L N-Type VGCCs D J5 B3 ENT
ThHDIENREBINT,

(3) B GM1 Bk o5 & IZ B3~ 2 00 1% AR AL 2 B0 B E T

FEFR AR AR « A A EARIZB VT, L GM1 LRI 7 L o 7 2 Ok ih 52 12 5 Bl
THNF EE-oTRBINTE, EBIIT, YaTVrXfilas Xl F 7 A/NNadD~—H—
Td % S100, Syntaxin OFBEAL & bAHFEIMENRBDO N, LHL, RA R FT TR
DT EFNLaY UZREIHEET S a-BuTx &, 1 GM1 HilE DRSS EALIE—F L A2 h
ST, E£72. 1 GM1 A DO R A EAL 1L N-type B L Y P/Q-type VGCCs D I& H 7 &
bEET O ENHLMNERST,
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PLGM1 HiikiZ, 8y a2V VM Wom ik S Lo 7 ZAAl O ESE LA
THZENHLMNER ST, £7-. N-type BL W P/Q-type VGCCs & LA L. FiZ
N-Type VGCCs #4r L T AP il 25 Z ERHL N E o7z, LEDORER NS HT GM1
PR RS2 2470 GBS B#E TIL, 20 OFZH EHFEE O IRIECLE RIS 5
LTV 5 aREMEDS RIE STz,
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