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T 45 F1 B (ganglioside ) J& F B2 15 2 (gly-
colipid) * F1 45 Ry 4 % B% (ceramide) A9 fE &
FZEEEH ( oligosaccharides ) A * 2 i 410
MM Z—  EWRBRF P EETE 54
FAFRIEE » 2 2HEUR MRS SR
WA HME AR AP - &
SUIS S S BT AOEE RS 0 THRE » IR HBLRES
AR B 1) BB 1 RO T RE A B e - BRI
Bl BHELHRRT o

HIEHEE 2 EEEG S

PR I A BE AR NEE AR R ER A

B P I TR PO AR 0y R R — 5 AR A TR B
B A - G FLEE M A A 0 06 A A sialyl
group * K% T BEAY %5 X sialyl group AY#
RigAFEARGWEEHTET (E1) - AR
AEAF -

1. G ft & ganglioside

2. M(mono) * D{di) » T(tri) f Q (quadri)
FHNAREFERESTH —ZO{HE sialyl group * A
I A EAEAT sialyl group ©

3. FEWEHEA5 ¥R Gal-GalNAc-Gal-Gle# * LI
T 1'% : GalNAc-Gal-Gle %°2” * Gal-Glc
B3 4T A RE W FL S TGal

4. MEHEWE (Gle) MEMIFESF (Gal)
b+ FH —1E sialyl group * Ll a a0 KL
e HE a b c AR o EHIER

B AR AED
EXBERmEEH

HREE F_4NE B4 —M

& % R
oo

& A 2 52 @ LU L sialyl group AY 2
,’Eﬁo

HACENEEE RO TN AE

PRESETEE A A RE E R i A QDM - B
AKAL & RS 6 B B8 SRR ST o M A TR R
AR AN EE ( outer leaflet ) & 24 7 1 S8 5 B
H o oA B I A A T R T A9 B4 T (ad-
hesion molecule ) * %4 (receptor) K & F it
il (ion channel ) (Y INEEA B (F1) » AT LIE
sy At 2 SUE 9 H (second messenger) #)
{8 (signal transduction) o #i &6 &7 8 1 7 #h4E
MERBEURZHZENBRERPEINHERE
B £ A o TEMARE B ( synapse ) B fH & FIL P32
& ( neuromuscular junction ) &AM _F i 4
MEBE AW EEYE (neurotrans-
mitter ) BRRICA B o TR (7 7 L s b T B
T RS AR AR B AR P9 A ) B (R o A IR
AT LAGE A M I A A B A HE S - R oT A i

© B G Y B R T RS B RORE ( micelle ) 7 £

iEZE /N ( synaptic vesicle ) AITERT °
JEiE P A e e B e A B AR

Latov 5§ A fE 1980 4F i S — 4 418
( plasma cell dyscrasia ) & (I J& 18 # &5 810
W [F] R TER N LT AT B A IgM S
& H (monoclonal 1gM paraprotein) * [, IgM
DU AT FO R B AL O RERT AT & FER B HILIIE
ZHIE AR MABAAMNEED ( myelin—associa-
ted glycoprotein, MAG ) o H I LATE » H b
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GIII-GaINAc-GIal-GIc -Cer Gll GalNAc-Gal-Gle-Cer
SA SA !
\ ' Gaib s;l‘ GQ1c

LN\ /AN

\j
Gal-G:.lNAc-CI;aJ-Glc-Ccr Gal-GalNA¢-Gal-Gle-Cer Gal-GalNAc-Gal-Glc-Cer
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1
SA sa SA Sa SA
sh GT1a A GT1b o GTic
\\ - \\ // sh
s
G;aJ-GIINAc-GaI-GIc-Ccr Gal-GalNAc-Gal-Gle-Cer
SA SA abits SA
\ / da GD1b
Gal-GalNACc-Gal-Gle-Cer w- -+ vrrrvierinns Gsl-Ga!NAc-("j:]-Glc-Cer
GA1 A Gm1
GalNAc-Gal-Gle-Cer =-==s=ssanarannnnnn GalNAc-Gal-Gle-Cer
SA
GA2 GM2
Gal Gle-Cer Gal Cer
SA
GM3 s", GM4
Gal-Gle-Cer Gal-Cer

[B1 : A4 EhBE A AR LG 5

#1 EHEHBRTRAEZAREEAE

FETEERZEGY

Nat —K™' ATPase

dHEETHEE

Cat™ ATPase

5T
YEFO S8 — Lzt

Endo—, Ecto—protein kinase

&G H LA

Cat + —calmodulin
YERUGRESRZEE

Adenylate cyclase

Cyclic nucleotide phosphodiesterase C

Mono, —Di—acylglycerol lipases

Arachidonic acid lipooxygenase, cyclooxy-

genase

2
@:—:ﬂ@

i&i&@%(mm)xﬁ

h kA BT ( PDGF) 42
MEHFESH

MR

AR TE

RWETE

AR ETNE K

HABE B otRE B+ 0

l

Gle-Cer

N

Ceramide

LA R B A O BR A S B R B AR
S8 o AR RRE AR 0 905 A I3 m A5 S T e A
HufE | & FEmEL A (glycoconjugates) FIHTEE © iE
e R AL 4R S ME AR & ( Guillain—Barré 4
A > R GBS ) » (R A (BT 2 8 MEE
B 4 48 955 88 (multifocal motor neuropathy with
conduction block ) * 185§ 4 P i 4 85 #4805
% ( chronic inflammatory demyelinating poly-
neuropathy ) * EL R & 47 F1 B ik B BR 38 M B AR
(£ 5888 - Waldenstrom (KEEEHR
Mm4E > R POEMS AE {5 B¥ ) 47 B 64 8] i 40 48 7
ﬁﬁ’g °

KR 0 SRR R — T S M i B R
#84% % (acute inflammatory demyelinating poly-
neuropathy, AIDP * 2 R #{CHE 300 # ) B
KRERGEIRRFHE  NAES - LEAS
B EEPHER - 97 60% E 0% 2 EWHE
MR A+ T HE AN U E B B R B EE A
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B EE P LSS HER ( Campylobacter je-
juni) REE o FEH/AME P RIEESE
4TS T (B AR B S W0 GML 4L
GD1a K 4iiBE ( sulfatide ) #1882 = Yuki %
AN RER » SIRIBEREAMEE e 28
( lipopolysaccharides, LPS ) » H &% # Fil #1 44
EIEEE R R [ 2 FHZEF | (mole-
cular mimicry ) * JEZBEH# BB G E R E
RS - RIS BEHI M AS EIEE T A L - AL
LM FEE S XM SN IES
HIfE ~ 29| BEAR R 1k A S ( cell-mediated
immunity ) T & B 48 A B E o AS[F] A9 45 G 12
NERE R HIEZBEAARERN - SRR EH
BE - SMEWERR AR R BRI A E Y
AR EIEE LRSI — R R EAHNERE - il - DIE
I MREAR R T 0 HAT GM B RRTE R R R
PEN19 By 7Z BB AE A A B PER o MR B IE MR
FE ( Miller Fisher syndrome ) HIE A EIBERY
HGQ1b HA » F PEN2 BIAY B R A B o

1 GQ1b $i2

EEMMBIREWAD - FRE 3% E 5%
AR N+ EEREEAR LAIR SMIUARE ( external oph-
thalmoplegia ) * WU SH K ( areflexia ) I
S8 (ataxia ) BT - WW—EEZRIENAKE
REMREE - FL B S AR ZH/ARFNE &
e A YR AL B R R - (BB i
AL 5 R S M UTLIRR 438 S R A 3 B B = 90% LA
b A AL R ETAS A B AYH GQLb HiRE - TE
A A A A I 47 GQLb PTESER TR AV A
LA (EE AL T AY IR HE /) » (B RS R
BUAEREEMEOHE  BE2AHGQLb fi#d
FERBKERAREENREME (large mye-
linated fibers ) ° F4L GM1 f18 AR Z + 4L
GQ1b H B A4 B ( specificity ) RE » &1
GM1 il s LA Lol -

TEELBE M AE TR T » L RPE A &F
LB GQ1b HiAL A & AR - Plomp F A
K B AE (R BEAS ANLTE T8 TG 208 » LIERAY
TG 48 — # IR ( phrenic nerve—diaphragm

HeEREL & oNdE B — 1

preparation ) {FE#FFE + 7] 5 B 7 M8 AT £ e e il
BUFRTL ( quantal release ) 2EBEAN - 2 EE P
#FAE A BT a7 A0 T/ 84 BB 47 ( mintature
end—plate potential, MEPP ) + & Bl # 45 fJl |4
f4) {0 BEL BT o UL SRR » R BIEMRBEW A S
FAYHL GQ1b FLAEE M LE AL R EE & B T L2
RORE » O o — FE 2B IE G5 0 8% A9 3 E +—latroto-
xin ° a—latrotoxin A9 3% 28 % latrophilin * J&—
EHEE [ ( sialoglycoprotein ) * (i FE BB HTAY
B RS ARKY o T ol LR G-FE E (G—protein)
FIE(ER » i ZEREER /NE (acetylcho-
line vesicle ) A9 7t ( exocytosis ) ° y—latro-
toxin Fl latrophilin 45 &1% » ZEEIEERAYEITTE
ST D A A48 o B 5 LB b 4 FUL PR ) (8
{1 FA A B AE 1% B 99T GQ1b FLis /E R 3k
HFIM o L GQIb MBS EFE R AEL ( com-
plement ) 475 T4 3 2 B AS PO BHLETE R ©
it latrophilin @A BER B+ #4 o] EEHL GQ1b
PLEE AU — (@AY ( target ) -

S AT o B AL o o BB A [E] R L 5
KNLA AR « HANMAE | M7 i B M 4 i e
BV AR TAEFE < B TH GQ1b Fas Y
ERPRFEREH o Chiba ZHNEH - EHIRBRED)
RIS =+ IO~ NHEE LS - HARE E GQIb {5
A MRS IR 1Y 11.6% 2 13.2% » L HL A B 14
%Y p.2% F 8A% M EZ - E—FHEH ST
FLGQ1b U AT fE AR BRE B 48 - i K
H0E 1R B AR S LRRBEAEAR A —ER 0 e o It
#b + Kornberg 28 A BF 55 o #0E (5 B A /Y ML
[gG AT AR A KU/ AY 707 (molecular layer)
MpsE A > MiEERABANE&IRENIGQ
1b #i#  Ohsawa ¥ ALER » 51 GQ1b L #
T LA 5 R AU i 4 42 5T ( dorsal root gang-
lion ) Bz YA R » ATREIE HOKR BLAE (R BFR A 3L
S A A AEIR o

i GM1 $iEE
4t GQ1b FLBEH H » T GM1 HLEE A9 R K

H MM £ T o S WS RE RS - 1E
&) 4 T EE RS ( motor neuron disease ) A
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SRR AR 42 o AT PR (L RE B aY 2 8%
P8 & P 4S5 29T LUE B4 GM fURBIR
ArRpRs B2 —Ry:FAERamReE (B
L BEFERT A ML ¥l b GML 4148 -

TERRIR B AT GM1 a8 +H Bl R & Kay - 2
(4 5 (8 BH BT A9 2 B8 1 B b AR 4 o 9 BRI
[ H IR FE S CERR ( lower motor neuron
signs ) EIERST - ULER - YU R HFE(EEL
THRBETE » FAR L T EB S TER R
AVE B M AR TR A B B 43+ (52 A o 0 (A
e ATLISER A EEEENRE - 8 a &
AR BE 845 % ( focal demyelination ) = #)F50
% ZE T0%09 A+ MLiE el R EH GM1 #Y7 [gM
S BEEWE 1 600F 1 1 100004 1 i —
TR AT A BT GM 4R8I T S 1 - 6000 LA
oo 35 e A 1M HE B 4% 15 (plasma exchange)
B RERNE  MERERETFEEREA (in-
travenous human immunoglobulin ) 405 1R &F
AR - B ERELQREVIBRRE » TS
F 4R EEY - 10 cyclophosphamide © 5
gh o B HER R R LEB W IER R AR
B M EB AR » acute motor axonal
neuropathy, AMAN ) » HMFH GM1 HE879
RO SRS NEETAAKR
B ERNDEREE -

HUGML HiE8rEE M M AETNRERY R 1H 7
Lafontaine 2 + SHHEFEKHE ( galacto-
cerebroside ) FLEE ( anti—GalC antibody ) Ay
MmMFMUR B ERAEENCHNBEREES
( nodal capacitance ) T i A% (% 35 49 BH BT - M
FRERA SRS - AP GM1 HiE8 o] LARH Bt
EEWENEE - FEHAVNAESEEN (com
pound muscle action potential, CMAP ) T »
Takigawa ¥ AELIGM1 EARFHEA » (F1
B GM1 $18E - MAS P R KR A AL B
Ao BB TERAERNES  FRE
MERFWELT BRIV TE R IR 2
g o ATINA A DEERGHBERER -

Harvey % A H GM1 #i 88 B 3 51 A
o WAk SR EEHET © M Hivota % A
B+ 5L GM1 U885 | 42 (3 3 FH B a) BE A AR MK » F0

HERE BN E £ 1M
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P 2L BEAS  PL e =i X 3 E ( tetrodotoxin,
TTX ) AYfERMZFE « M 5 fMeRsE - iEE s
] B 09 % B £ FH © Paparounas % AR R &
7N P GML BB T LIS & B RE IR &S B A6 L
BERS  HEBETERMNEHEL - AR GML
TEMEE R G R HEB LT - BREK
B EWR IR HIRALEE - — HBI RSN
WABSRE - WRILRZESE - EETHRUAAH
MORE F - WATEEH GM1 > Bl L EfHE
RS FTEE R T A I GM 1 1 58 - 48 (1 &) BE BT
B ER - BELH GM1 FiRETE S E
R TR Y A 2 B o tAFH GML i
BEAEMEMBUREFOER - tLERERZ
A8 Z48TE - WA AIARAR - AY GM1 R H T R
SHELH GMI HiRY - BEMAE RS ER
ZayERA o

Hindit S E g
#1 GD1b 188

Daune 2 A7 1992 E# f — 18 4 B R 0 48
%% ( chronic sensory neuropathy ) il » FEK
ALAFUNESIRE & B3 o TEOLA AL B8 &
FE A4 GD1b HLH#8 © B EFILHIM F GD2 » GD3
B GQ1b H2Z L R M » #1 GM1 RIE o W% PR
A9 (1 3k 5 B+ AR Or DA A B RS AR BB 2 4R
B R E W R % ( large—fiber sensory
neuropathy * BX sensory ataxic neuropathy )
BERMA - ATTERME P RIEH GD1b Hifs -
Kusunoki %1 GD1b &HE - LI HFE R+ &
L S A R L Y S A R - T
AR A B b R B S T AT Y P AR A M A S A
b HFAYEZE ( posterior column ) thEH
BIEAVR S - B LR AE LIRS SIRE
1 GD1b #i#8 - E— PR BIRHEHE - H1 GD1b 4T
B AT LA (o R A T e 4 T B B BR AR R A L
% ( receptor tyrosine kinase C, trkC ) f§FEH
KibE TR - B trkC 2 B 3 A48 358 Fo R B K
BHRENMGSTZE=MNWEERAFZ8#

( neurotrophin—3 or NT-3 receptor ) * & JH
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W EFIRE 5T GD1b HUH8 AT LA B 2 M B AR R
B a8 T AR LT 5 | AR B 8 5 o
¥l GD1a Hifg

SHEMERAE P LLEB MEAER A T B R
A aHEHHMRFAER o TEEANSEAL
i HASETEAFHAE T  KH R ERT
TERY R AR AR 2 B 88 E o BRI 9T 8 8 K 2 o
AT LATE S0 538 2 ISR E 7 o B 4L AL
EPHGM1HIHE B4 GD1a H B A9 IR 1 IR 4 B
LR o BRHLGMI FLldSa » S
Eiwtim o M Ho % ABEH » AMAN A9 A T
GDl1a B A ERARMBATELLBLGM B & - L
EHSFHS B ER o 75 68 if AMAN #%
AN 60% 8995 A » HA GD1a S8 EEL ¢
100 BA | o i E 24% 0908 A LU RE IR B = A
12 1000 5 [T 46 7 e A5t A 5 20 ot 4050055 48 1 26 (095
AN A1 L E B GD1a HIM e ET 1
100 Ak » &8 THIGD1a HL88 7E 2 08 B) wh 45
RUER PR o B A B AAEBE ©
iGT1a 18

BOBBMEMBRRFA > LIMEME - SRk
v E R N R - BB R IE N — S —
R ( 'EE A pharyngeal—cervical-bra-
chial variant, PCB ) ° Mizoguchi % A TE 1994
R EHREE -PIERERHRA LA RIRERN
$LGT1a 2 I1gG $ifll - M H M GQIb IR A XX
FLFE o 2 1% Koga 7F 1998 4E 14 5l Rk & T # Ll
A E - BB RARK FREBEEEE
( botulinum toxin ) 5| &Y [ B EEAE AR #R A5 38
il o — R 15 A IS P 3 2 LA A MR L 2 P
MHAHZE - HIME BEXTUMGT1a
GT1b &k GQlb && » i A BIFH K K GT1b &
GQlb %7 ° Koga ¥ AW » ¥ GQ1b X
GT1la A F A RHURE - FiAE S50 200 50 e A B 2 R
A¥ GT1a H 895148 » A F1 PCB #yBRIKAE
ARAT 2L o 25 Tl o 465 611 705 4 65 ML iy 22 SR A
T KA AR 40 Sk 4 A ) B 43+ AR o 2 R
ol 4 7 S U A A — KT o o

R 2

TAC R BN — [ L R MR R 0 T

WIERE BotAE B4+ M

]2 AMEHEERE
o

Ap e T gm
g Bhabas T
18 BhAY 42 LR A
BB Ab e T
M (RALE)RE
A 4% TR 4
LopEAb AR
& Rl

MR

#HGM1 iige

#GD1bitge

#GM1 52
ARG A TS
#LM1 342

TR TP E &1 ROM1 #82

#GD1a #.52
kA EAEBE #GQ1b #34
oE) S A A R #GTla %32
% 4PLIE BhAAS I B A1 #COM14i4
14 4L AT

A A BERE M AC R R A RE o R AREE TRR
MEARE TR RESE - DR
SRR (R2) » ERHPH M
BIF o METERARIMR - LEGHESERK
| AR FE RS LTI R 0 W LASR R
B 245 T PR M A A 5 ) SR B R TR TR
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