HL GM1 HUfkHs B iR EE R i D MR~ D B DR
FER I 5 A DRSS M ek P R o 3
WEFEl 7 RS HERR
LIRS HEHRA, KERE, B3PV
MRER
SRR EA T - N L—JEERE (GBS) BFEIMIEFICHELT 250 GML FUAR, KRR
GM1 &SR L., fREEEIL ST THREEZ R T B2 6N TWD, Fxid, BOBLEND
DOIFFET, ZOH GML FUABHRRMIIRD 7 7 MIEBEL, 77 b LoMRRERF (NGF) O
BHAMEZRIETHD Tk OREEZ T 7 NESNHIET 7 NEGA~ELSHETLE D Z & T, M
Do - AAFITHADRKRFTH D NGF OfFHMETFLTCLES Z&&2H®E L, Lo, &
DEIICLTT 7 b EOBERBERREFDIREET 2ONEHA LN TRNST, £Z T, 77 M
R4 5 EHE RN T TH 2 sphingomyelin (SM) & ceramide fX#IZEI 5 9 5 neutral
sphingomyelinase (nNSMase) |24 A L. Ht GM1 HUiA D B8 2 1~ 7=, % 5 A E 4> © nSMase
TEME & B U, MO IR EAERRIC LA R LT D Z ERFE SN, ZORRIZ, 77
N EOBBEOHEIRE /2 EOBEER ISR T DHUEN, T 7 MERS T L HERBICE (L E KIFL 9
DLV ZETHD, ZOXIRBANDLS, KREDHEMAZED THS ZENEETH D
EEZLNT,
W B/ sphingomyelin (SM) & ceramide %2 B -5-
i 52 A GBS FBE MG P BT 2 Bt <% neutral sphingomyelinase (nSMase) |

GM1 HUiEDy, KRR GML % % —47 | HH L, ZOEMIZRIETH GML Fiik o2
&L, HiROIEMEAL AT U ORGP 2 fE & T 2R MR~ DAE ] 2 FR A~ T
LTWADRBEMEDNHE SILTWDH D, £ DR

X AATH D, Fxld, T E CHRRE: g s
ZEHMAE PCL2 MiAaIZ Trk cDNA % S 388 S H7- PCtrk il 2 i ik D FL GML Hik % Fif 4 D
stable transfectant T& % PCtrk #ifaiz, $t J&E-C 24 BEEEM 72, Whole cell }x Uk~
GM1 HiikZ1ER w5 &, Mg ~osy DR 2 O 5y L & IV CFRHE U7 R
b« BRI ADKF TH D NGF OFE#EFME 43 To nSMase 151 & % /37 & R~Tz,
SRR Trk 3 AR D JHIENL Co HMIaE T E£72, ¥ a BEEEARBEETT 7 Mgy
7 I BIET T MEIG~FEDREEET D Z1%7T nSMase iGMEERIE L7z YV, IRESHT
ZE. ZORMEERICEY Y RITHT S (X, whole cell & J&#E 7y Til~72 3, =BT,
FOGCHEME T2 2R L, Z DS I EE L TH D exosome DAY ILE G HIE L=,
KT RAEBOHRBO—H 2R L TWD ]

RetEA s LT Y, o=
Fexid, 77 FOEERERES TH D HT GML Hifk & 1B & 17= PCtrk ffa I,

.79-



A EIIEE Sy T nSMase IEHENMET L, D
2 g BB LTz, Whole cell TlE[REVEM:
(AR D IR o 72, L CGML Hiik 2 EH S
TMREVHAELEZT 7 MRS THLAEIS
nSMase JEMEME T LTz,

—J5. IRE AT 5. whole cell TIl3Z& k%
RO IR oT2h3, Bl GML HLiA CTULER L 7= i fa
DG 53T SM 21X 5 THI L T,

F 72, BT GML HUAR TULER L 7=l ool fu ki
FH O exosome &I LT,

E% 3

PCtrk ffEIZHT GML HUARMER T % & i
fRE 4y & 2 7 NE4r T nSMase /ﬁ@ﬁﬂﬁf
Ml Ens Z ENHMA LTz, Z OMEE Sy
nSMase 75O 13, IEE 5 TO A SM & D
WnEb7-o Lk, 202 Lk, 77 MERE
Hz R & < B 2 EE Mk - THEIS
AL LSS F A4 % L, $L GML LIk D FfH1E
HoFl-zflmz R "L Tnd, I
nSMase &4 exosome JtHIZBI G35 L
IHELH Y. exosome DL T 7 MHERE
O SENDO 7 a A h—27 PFEET D AlHE
PR LTERY, 5% ZOBLEND OWFSE
DOHENREETH DL B2 LY

oA
=]

PRRAIIESC 77 ) 7RI Z 7 N BICAE(ET
LE AN RIS T 25U T 7 MR
NEE 2 2S5 LRI ENDIRBIER D
**B&ﬁo“(b\ékb\Oéﬁﬁk\ E
exosome I L CaHITEEE KITL T
WD RBEMER H D E VI BLED B AKE

AL CW ZENEEEEZX iz,

B'U N

1. Ueda A, Shima S, Miyashita T, Ito S, Ueda
M, Kusunoki S, Asakura K, Mutoh T. Anti-GM1
antibodies affect the integrity of lipid rafts. Mol
Cell Neurosci. 2010 Dec; 45(4):355-62.

2. Hamano T, Mutoh T, Tabira T, Araki W,
Kuriyama M, Mihara T, Yano S, Yamamoto H.
Abnormal intracellular trafficking of high
affinity nerve growth factor receptor, Trk, in
stable transfectants expressing presenilin 1
protein. Brain Res Mol Brain Res. 2005 Jun
13;137(1-2):70-6

3. Mutoh T, Kawamura N, Hirabayashi Y,
Shima S, Miyashita T, Ito S, Asakura K, Araki
W, Cazzaniga E, Muto E, Masserini M.
Abnormal cross-talk between mutant
presenilin 1 (1143T, G384A) and
glycosphingolipid biosynthesis. FASEB J.
2012 Jul;26(7):3065-74

4. Ueda A, Shima S, Murate K, Kikuchi K,
Nagao R, Maeda T, Muto E, Niimi Y, Mizutani
Y, Mutoh T. Anti-GM1 ganglioside antibodies
modulate membrane-associated
sphingomyelin metabolism by altering neutral
sphingomyelinase activity. Mol Cell Neurosci.
2018 Jun; 89:42-48.

R ERRTE
7L

FIH A PEFE D HIFE - B EIRTL
FRarlues - 72 L
FHFRE 2L

.80-



