TLA

|

EE IR EmiR&R A

T 2% K 5 i e 6 PN A
e E

F%k%
HiRRIEERES
(202028208, KEE

- d]s

‘m’i»
HE 3 ot

ﬁw

\
4




fiod re 2 N Fef (AR AL &I

AR - o i - 4 - E B - /)M - F R -
RIERRE-HDHFENKREZROETHS




IR EBDRE (FANDZX L)

. MEEE EE HmMAgE

. ”“'|$f§§ =] PR IMRTGE

. HEr 4R B iEs. EHEELE

. 45 i {E A&

- KHMER SRXMERBFEE (BEORANOD—11E)
- FE 5€RE. FEYiLE

o T FILYINAT—IR . IN—F I RLEE
. HIE ZRMUEILE. X5 /N\L—ERELGE
. IT7)FERIGE

. %1’EI$J§€$ TADNALGE

- HEETERE RoRE AL
. MEHEBICHSEE ERIAIERTHAEESGE
. ﬁf*ﬁ%@%l “HIEE EIEFHAE. HEIIRNIL=T 7%

\I—




HEEEEZ L —A/NTF—
1) Guillain-Barré fiE{&#E
AIDP
AMAN (AMSAN)
FisherfiE & #% GE

2) 'T%’l‘éiﬁ#’é’l‘ég:l—g JNTF—

i) CIDP (MMNZ&1))
i) [gM /NS T AT AV MIEZE#5
—a—0O/\NF—

iii) Crow-FukasefiE & &




HoG AR

N7 IVEZERERICEC AT+ HEARE
2) BEHHBEICE DL\ THZL D7 FiE
3) iR Z <M

4) NESHZE NI FITTHREREICFET S

5)%‘?@:“&(:&%@%&’&??
STURIIHBREZTDOS M, BRKRE. ZRET D




FEM 1 —O/N\F—LHERE A
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[eM MEBHMNMAGZ R Latov et al. 1981, 1982
B CM_ZE:E' E 7b§*EHEESGPG§§EEﬁ% Ariga et al. 1987

Multifocal motor neuropathy
IgMﬁGM 1 *JJ'_LQF 7f)§07‘/L 5 *Lé Pestronk et al. 1988

GBS&infgls Einik
GBS-G%*?L*EHEE*E1$75§£6*L% Ilyas et al. 1988
B EE RGBS EC.jejuniEGMIILIR  yuki et al. 1990, 1993

FisherfE{Z#£ & GQ1bn iR
Fisher/iE {& &+ -—C‘:*J-!-LGQ bk MNABIE Chiba, Kusunoki, et al. 1992

GBS¢& j'JD 7 ) 7.|_ v F*E é MK :]:JJ'[. MK Kaida, Kusunoki, et al. 2004
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Gangliosidel Z &k 4 fREFJE IR
hind leg paralysis (flaccid — GDl1a, rigid — GM1)
Nagai et al 1976

GalactocerebrosideZ &K AR E =1 —0O/\F—
Saida et al. 1979

GDIblZ KA EEE ML= —0O/NF—

Kusunoki et al. 1996
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Yuki et al. 2001
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Halstead et al. 2008
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Dorsal column

An affected rabbit Roots(dors.,vent.)

Experimental sensory ataxic neuropathy induced by sensitization with GD1b
(GD1b-SAN) (Kusunoki et al. Ann Neurol, 1996)
Monospecific anti-GD1b IgG 1s required for induction of GD1b-SAN (Kusunoki
et al. Ann Neurol, 1999)
Passive transfer of the anti-GD1b antiserum induced the pathological changes
similar to those of the GD1b-SAN (Kusunoki et al. Neurosci Lett, 1999)
Apoptosis of large neurons of DRG from the affected rabbits was confirmed
(Takada et al. Exp Neurol, 2008)

—Monospecific anti-GD1b IgG causes ataxic neuropathy
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Anti-GD1a/GD1b antibody in serum of Patient A
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ELISA results.

(A)Serum was diluted 1:40 to 1:1280.

(B) ELISA results for various mixtures of GD1la and GD1b

antigens. ELISAs were repeated twice 1in the same way.

The corrected OD values are the highest at 6:4 and 5:5.
Kaida K et al. Ann Neurol 2004; 56: 567-571



Anti-GD1a/GD1b antibody in serum of Patient A

(A) TLC TLC-IM B) TLC TLC-IM
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TLC immunostaining : (A) 0.1M : bovine brain gangliosides
obtained by extraction with 0.1M ammonium acetate). The immunostaining was

seen on k€ ARHROAY. shemld reeognizs the epitops: .
3ug. CW@HCWW GDPPa Bhnldlc @Ddbstaining disappeared in

the solvent system that allowed clear separation of GD1a and GD1b.
(C/M/0.2%CaCl2-2H20 = 30/65/10)



FICHERLHURICRH T SRR EL L, FRITUL T 0@ Ty
1gG
[eM  IgG HEfieE

+PA
GM1 - GalNAc-GD1a

GM2 - GD1a/GDlb
GM3 =

GDla

GD1b

GD3

GT1b

GQlb

Gal-C

¥ RAERKIT-TRER. ZMSRMETT




MAV TN FEEFRIIE

GD1a/GD1b, GD1b/GT1b  EJEGBS

GM1/GalNAc-GD1a AMCBN
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GM1/GD1a GM1/GQ1b GA1/GQ1b

GD1 GA1/GT1a

Cer Ceramide @ Glucose

QO Galactose [ N-acetylgalactosamine @ Sialic acid

Neuroimmunology

EDITOR-IN-CHIEF: CEDRIC S. RAINE

Review Paper
Antibodies to gangliosides and ganglioside complexes
in Guillain-Barré syndrome
and Fisher syndrome

K. Kaida and S. Kusunoki
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Morikawa M, Kuwahara M, et al. ] Neuroimmunol 2016; 301: 35-40.
Yoshikawa K, Kuwahara M, et al. Neurol Neuroimmunol Neuroinflamm 2018; 5: e501.
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Evh—X 2y ix8Es X 2¢ (Bickerstaff brainstem encephalitis,
BBE)
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Kusunoki S et al: Anti-Gal-C antibody in autoimmune neuropathies
subsequent to mycoplasma infection. Muscle Nerve 1995; 18:409-413

Kusunoki S et al: Anti-Gal-C antibodies in GBS subsequent to

mycoplasma infection: evidence of molecular mimicry. Neurology
2001; 57:736-738

Kuwahara M, Samukawa M, Ikeda T, Morikawa M,
Ueno R, Hamada Y, Kusunoki S.
Characterization of the neurological diseases associated with
Mycoplasma pneumoniae infection and anti-glycolipid antibodies.
Neurol 2017 264:467-475
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