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WEEE : RUTIF I (PolyQ) RidHE4 OBFB/NNEEE. N>F 2P URRBRERSD RO
EHRBORKH T, BEME PolyQ AR 74 A= a 0 EBE2EL, BEEBREAORRKRD 5
WIRRIREREMRMEE AR EZEEL THREHZSIERITEEILN TS, RATINETIC
BEMHE PolyQ SBIRMFES R TF R QBPL A in vitro B UEEHICBWTEYHE PolyQ BH
BOBRERER - MR EIAHT 2 22BN Lz, EHETIRINS OEEERBICHT 21098 E
DN EDH I U THREETE 272, PolyQ METIV a3 NI QBP1 Z2#¥EHITHE 5,
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A, BIEER 2. IR E RV RERE SR T
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FHETEINS OEEMHRBICNT D155
BN ZDEL T, QPolyQ Brawda N
ITEFIVERNWT QBP1 @ in vivo TOHMRZE
HMHREZHSNMNIT B & @QBPL ICH#l
fpE &> /3L (PTD) Z&{HinL 7= PTD-
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EEHSNCT S I &, @IREEREL R
ZHH =007 Tu—FE LT, £hN0KE
NEOBEEBESTEHT QBPL LFHEED
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O RAZ) —Z L ORR - FETHI &
ZHE LU=,
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QBP1 & CFP L Omt&HEBEE QBP1I-CFP %
HETHNI LAY wravdaINT
QBP1 Fly #{ER L. PolyQ WWEFTIN > a7
3 JNT Q92 Fly & 5 Wid MIDir-Q78 Fly &
DELFHREEfTo/. BIRTORBRERT
BEREREN STOE—4 — eyeless I LD
QBP1-CFP % Q92 XD EfTSETHREL., &
B REEBHEHERICKOFMELE. £
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WXt d BN R DR Ed

QBP1 iIZHifalE B @SS 7))V (PTD) %
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MR ORI L T, PTD-QBP1 O
NEAMREREBERABIC TR L. £
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PTD-QBP1 i &% PolyQ-GFP & AKRAL - #
RFEIC RS B MR Z R 2 HABEME I THRA L
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DFERIBRON > F > F 28 AR RINEH
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BMEARBRGIEA Pro RIKEMIETZ L /-,
COS-7 #ifaT? QPQ-GFP HMERBR TIIE

82
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F7-. Thio-Q62 HEREED COS-7 HMiE
ANDORA OV ya ERTIE., an
)y 7 ZEN 2T /< —TlE Thio-Q19 & [Flkk

BRREEERERNo N, %R
D PHEEBIOT I 04 RGHREENRT
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NA AN =Ty 8 AT ) =2 T &fTR0. 66
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BEWELZETA, BEEEK - A= EN
WAL Z EnbilasErEicd 3 PolyQ $#—
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