SCEJ 75th Annual Meeting (Kagoshima, 2010)
D204 N ki
(RBCKRPBE -

5 3 B Mk & H (conformational disease) T & %
Alzheimer JE(AD) X, % > /X7 & Amyloid-B(AB)HS &
BIERT I A REHE(T7 « 7V )~ fEEZE L,
ACERET A Z N RRE NS, LTEn- T,
7 1A RO AEILITTERENE & L THIfF STy
. BUE, BT A NVER EO—OWENRT I n
4%%%@@ R EREE A LT DH Z &N
WHE SN TWEY, ARRTIET I v A R
JafE BIcibE LTERY, 7 IrA R bic AR
DEENDHDH Z LIIHETE RV, AFETIE, £
FOUAEREL LTYRY =25, 72—/
W& D7 I aA NAE I RIET U R Y — LD
% R EERR OIS R AT L7z,
[528%]
1. FEIREE R Y —H)DOFRB  1,2-dimyistoyl-sn
-glycero-3-phosphocholine (DMPC), 7 £ D45 FE¥E o H
MU 5, Sphingomyeline (SM), =L A7 1 —/)L
(Chol), AERGER( %1% Stearic acid:SA) & L 72k &
L, FIEDHMMTIRG L TEREY Ry — Az L
72 (Fig. 1(d) D). FTE DOFLAL D> B ) 5 BE B i s %
FRENR CARRIL, BHRERAEIC LD VAR Y — A& iR
L, Extrusion {512 X YV ki % 100nm (ZFH%E L7-.
2. 73w FAEILER NaCl 100mM, 37°C,
pm4@*#Tf%@)fy 2L AB(1-40)#HE
(10uM) & & +3IREG SE7=1%, T a—VHEE RN
L,ﬁﬁ#M7m 7 ¢ % Thioflavin-T(ThT) D4

Y58 (E,=444nm,E,=485nm) D& i 254k 2 I 8 L 7=.

[#5 Fds L OB 2]
IATa—NVEZEBETIuA FAEE 17 a2—
NEIZE DT 2 a1 RAlEbEBRIZ LY
V(DAY b EWARILEE Z R L7-D T, DA %
FAWTHE LE., VRY—azdFESES L, WL
2375 ThT OFEXFHE Y58 O WD H3 852 X HU(Fig.1(a)),
) T°V~—A75§EN4§{I: TS D LSRR,

F—ss 3

wIZ, kBT I uA R LOBIRN RS E
'EM@%LiUﬁﬁLtDA®$T@T@MT

7 a4 R 60~80nm FREE DR & DORRHEI B

FrAb S 472 (Fig.1(b)). FITALITMERICIL T o & A
ETOWR L ThHDEEZELDND. ZHUXThT
DOEERBD L b3S T 5. IV R Y — L
TTIE, E&2 40nm FEEOHWBRHENSG BN
(Fig.1(c), AW LDONLE). BE B TIEE ~
100nm FEE DM L TH L DT 2, DA 1T X %A
fEOBFEHEZ R LTS, A bR E)IX Y AV
—ALL X LYDEETEZ >TWNDEZ ENRED L

BILHTa—NVBIZEDT IvA Ak A 2T 1 7 ZfgHr
FHMET) (5%)Huong Thi Vu,

O(R)EN  #1E,
(%) KPE f, (IE)E#k

(?) SN IEEE,
, (IE)ABRIESE—*

AU(Fig.1(c)), I blcxtd 5 U AR Y — AR D
HNTHRIND.
2. 73vA FARBRICERIETIRY —LED
B Fig.l@?O7 I v A REFEGFER ThT @t
FE) & — UOH EERRCiET 3 5 2 & T, BT O A
LR FEGR S Ky [s1]1 %275 % (Fig.A(d)). U AR Y — Akt
T Tld kg ~50 X10°s* THh %575, DMPC 72 &E DB
—JEE AL D U AR Y — A5 (n0.5, 7)1 X DEE R ke Y
KITAR SN o72. DMPCISA VKRV —Lip D
RAA MY R Y —24(n0.2,3,4,6,78)H1F F TIX, kg
MR LTz, & HICEbH IR E (SAPCox) & H AT
DL kg IXBEEICH R L(n0.9), BR{LHILY R Y — 4
H > DMPC(H ) 2 A B i IEE DMPG ([ZIEH#LT % &,
EBHIT kglT R E < HIK L72(no.10, ~160 X 10° s1).
WxIZ, IBEM EOT I v RaE(bBgx, F
A A AR BB LR A EM IR E K FET 5 2
ENTRBE I, T I A FOREEDEREIC L 5
THIBECZ DA[EEMEAZ /RIB L TS,
References
1) H.T.Vu, T.shimanouchi et al.,

(2010), 2) T.Shimanouchi et al.,
submitted (2010)

J.biosci.Bioeng., in press
Solv.Extr.Res.Dev.,Japan,

m
=
Ci
o
E

Dopamine

™ )
@ o8 =
-
= ot
4
® 0 ]
Z o .I
u] L
DDDD ;
0
AR
(d) AB(1-40): 10 uM 7
150 | DA: 100 uM H (1) Without liposome
Liposome: 1 mM (2) POPCISM (7:3)

(3) POPCICH/SM (4:3:3)
= 100f || (4) POPC/SM/CH/GM1
o 7 (5) POPC
S Z (6) POPC/CH (40%)

x ol 272 7. 74 74 (7) bMPC
3 (8) DMPC/SA (10:4)

(9) DMPC/SAPCox (6:4)

o (10) DMPG/SAPCoxX (6:4).

1 2 3 4 5 6 7 8 9 10

Fig.1 (a) Time-course of ThT fluorescence intensity in the
presence and the absence of DMPC/SA (10/4 molar ratio)
liposomes. (b) TEM image of disaggregated fibrils by DA for 6
h. (c) Disaggregated fibrils in the presence of DMPC/SA
liposomes (L1 and L2), (d) The effect of liposome against the
disaggregation rate constant, ky. Bar: 200 nm.
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