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HAHEBE DRI LLMIEARTIILEIVEREA I Y —DRHEEZTOEE

SHEFEE Kkt EE
HERBmAE BiE &%
RETJL BBF
R SR
EH BE
FH Z%
MEEE

RBEREXRFREZRARBEREET
WA A RREFE L 2—, LBEKRE
ABERZREREFRARMEBREEF
ABERFREREZRFARMEBREET
LEEXRFEFHERRABI FAAAESE
RBEARZERZREZRVERBREEGRS

WE RYTIVAZD (PolyQ) FEESL ENEREMEKRBICHVWT. HBICEEEHEOBEER - EE
NREISEEHEZEEZLN TS, EEHEPIVQEREDHBENTORBELZLIZOWTIERERHEIN
DOHEIMN. EERNTOF)IT—HBREEDBELZLICONWTIEZNERERTHS, AR TIL, BHE
MO YE (FCS)FHLT EEMEDTO PolyQ-GFP BEHEDA)IV—HEBEL#HTHELMIZL
f=o BEMHE PolyQ-GFP TIHEHE. PolyQ SERKEMAA I T —REEDT -, PolyQ EIEERTFE
QBP1 (& PolyQ-GFP M7 dv—HmEEEICIHIL, MEDITEMNS, FCS [, PolyQ EEE DN
FVIT—HREENELEZEFIRV)—UJ (CHRATHY. PolyQ FBUNDOBREREKBECTOMBRE
BEA)IT—RHBICHEERATESAREENHHEEZI LN,

. HEEH

FE ZDOBBEMERBICBLT. A
BEHEDIRTA—ILTFAUTIZBATEHE
HESE - ZBEFABEOHLNLIIEAELM SN,
HBORFEDFANZXLATREENTINS,
YT ILEZ (PolyQ) RIE NV FUMUIE,
FRAREEH/DINEELEIREDRIFTHY.
FEREHERN® PolyQ HOEEMEICLYE
HBEDIRT+—ILTAVTEEL. TOHREE
BEAAUITT—, ESITEEEEOTIOAN
BIRBERANEESL. BERMICITHEME
RICHARELTERBTHEEZALN TS L
MR, RBRL-#BHEO7I0A R R XY
LZDOHEETH AR BEAITI—DHE MR
WMRBRERETRT CEMNBHALMZSh, S5I2H
ARBEIIERTIA—IILFEBREZESLTS
OO HEBELLTERINGEER
SNBE3NThot-, LWLAAS, HEBEANT
DA)IT—, TEOARFERHERRIZOVTOM
AHBEATNS— AT, EERNTO PolyQ EH
BA I —HEIZDOWTIEERE+2(ZIEBES
MMIENTULEWD, FCTRRETIE, BASF
DEATIIARDFLRLTAETGETHS
5 Yt 8 B8 4 ¥ 3% ( Fluorescence Correlation
Spectroscopy; FCS)ZRWLT. BEMEHTO
PolyQ EHEOFI)IT—HAEEEZHLMNIC
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L. SHIZEEMHE PolyQ SEiEAXTFE QBP1
[CkBAVIT—RHEEESHREHELNTD
ZEEBMELT:,

. AR AE

BAaiESID PolyQ $H(Q19, Q45, Q81) [z
GFP Z{4L7= PolyQ-GFP RIE ERBENSY
RO avIz kY COS-7 #ipBIz—B@iEIz
Bt BEBMICREEIRL:, MEERER
Mo AREESLRBEIEELREDDHEKRE
%, LEOAAMEREDHAE FCS fEHTICH
Wz, AR FOILBA TN —LE—HKA2T
35, Ry —LHESMNEELTWNSEEZ LN
f= Q45-GFP. Q81-GFP 2D\ Tl HEEuRE
DBV (FEBVR S (F2) ElTait=Z
R T4vTA0TE1ToT. EENBRFTEITo
f=o &5IZ PolyQ-GFP EHE LEHMEE PolyQ
HEREXTFE @BP1 £ LLZavrE—ILD
SCR & HHIFT S COS-7 #MREIZDOWLTH., [
¥z FCS BBrE1To71=,

HERA~DEE)

ARRTIEEPZEEERRELEARS LUV
HYRRIIT-o-THELT . FRRdT RET &L
LYo

- MIEHERBLUD. B

1)Q45-GFP, Q81-GFP TIXiZEFHIMND PolyQ
SHRRFERLPLEESEE (OT) OBE., BLU 15



FH-YDERIARE (CPP) DIEEFZEHT=, DT
FERFHARXIEKEL. F-DFEEEEKT
% CPP MDIERZEIBHF-TeMbh, BRI
OV —IEERENTWEIEMNBAL ML ST,
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9530 12 BER#% TE DT, CPP (&L=,
F/R—THAHAIEN RSN,

2)Q45-GFP, Q81-GFP TO N T4 VT4
FIZEBEERFTIE. TTHECEEDELRK
S (FOIZDOWTIEREMNMND PolyQ SHEKREF
B PR EREERE (DT1) DB EEZE DT YEEREFR
LR FEDIARICHEFTEIENS PSR
Jxiar 72 B O Q81-GFP A3 v —(%
12 BRERICHEARTEHRH 8 B0 FHAXTH
HEEH Iz, — A LECEEDEBLES
(F2) X, %5 10,000-25,000 EDHRFHAX
DRELRERTHDIEEHSINSH ., BEHH
B EREER (DT2) O EAL LR DT Moz, LD
L.FIZgBF2MMAEHICDLNTIEDIEY
ZEERH D PolyQ S RIRFHGIBREFZE O
EMD, CNBEERORESICIEELAZLA
ENEMTHEEZ LN,

3)QBP1 M FEIRITKY | #ZHFRYZL CPP MIB54,
DT1BIE, F2 thkDEXRIZVLWTheilflEhi=2
L QBP1 L PolyQ-GFP A ) d v —H2E%E
G 22 EMBEL Mo T,

E. #&54

1)FCS IZXYHREATD PolyQ-GFP MA1)I<
— MR EEEBHL ML,

2)QBP1 [LCNETOHREEHFE T, PolyQ &
BEORL—IER. AUIT—HEOERE
PBETHIEICRY., mREHINHMBREERE
I HEEZDNT,

3)FCS I&. PolyQ EREOMENA)IT—H
BREZEHELEZERIR )=V TIZERATH
%,

4)FCS L. PolyQ BN\ D EHEREFRHS
HREMEREBTOMBALFIT—RHIZHIE
FATCELHREMEL DD,
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EFAHSF1 E3EETHEHSFI NARRELRL., TETT7Y—LICEYRRBINEEWLSTHERES -, LT
AFDFH R HSP FEEMZMN S FELTOFREICDODNWT, SESLELBRMNBETH D,

A HIEBEM

RUTIWAZIVRDEABERBO—DELT,
B gy AV NN EHSPFERIANEESN
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