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FEREHART, 2B0ICERT YLV EEETY
NEDEIIREREBRBOELELSIEDL, T
bbb, T U AVRRRN R REBMGIRITRES
ot

Bald a6z, R siRNA ZHWT, 7
U VEEELEY RNATL FENWE SN D NEDICD
WTHBET Lz, 47T A b L=k 28 siRNA
I%. Fork—siRNA T, B RO 3° Rz
ATy FHEALT L FRABELEDT =—
Vo7 ZELR siRNA —BAETHD, =0
Fork 2 siRNA [I7EHAYD siRNA & LT RNAL
RSB ET AL TWS, 2D Fork
—siRNA % FiV T Swedish #, London U BT
U AT 2 BB RO, £ LT, E
ERT7VMIHT DA T Z—5 v bIROB
LINFEINDENENERAT, TORE,
Swedish FUERT VA TRERESENICT U LR
FIRNAL VEHEREE D, EHIT, ERAD siRNA
TIL RNAL [EMAFBET LN TE okt
SiAPP(T12/CI3)IZEHW T, Fork I+ 52 &



T7 U VR RA RNAL fEMESBE S L,

London BZER 7 U izt LTH, Fork
siRNA % IV % Z & T 7 U VREELR) RNAT 1544
DRENPBEINTN, £ ORI Swedish A
EREERTNESL, £, BROFATIZX
S TER > T,

3) @ cDNA & W o B85+ /529 RNAL
5%

EHEABZE LT Swedish BlO5E2FK cDNA %= FF
Sz APP BB ST AI NE, EFETHAT LR
Swedish BIZE BZ %92 siRNA & Cos—7 HifZIZ
A LRBROEIT Tz, VZRZ Ty
k%, ELISA % FIVVTHEMNT L72fESR, LAR—
H—7 Yk AV CEHE U7 R L ITIE AR
DEENEONTZ, S50, EFA, Swedish
MO G NERTDH~T2OERGETT. T
¥ B 2 7R siRNA 1%, APP ¥ U NV H ORE
BB A5 LTI~ % T Ing FOEE
R SEDZENBIRINT,

D. EE

WNTEM Huntingtin @fo¥%&% /v 7 X707
% siHdl siRNA Z VT RNAL 2 FE 35 &,
2 4 BERILANIC Huntingtin mRNA OB & Fh
IZfE 5 Huntingtin ¥ VR EORAPEES
hie, Oz b, WNEM Huntingtin & &
N BORFHMPLBEN LA THREN
A, E12. NTEME Huntingtin 8+ % ./ v 7
Fry Uiz d BhiERET (R ML RARE
T) TEET A L, FOMROMERBA Lz,
T O EAS, Huntingtin RT3, LA P L
ARBEEIZ B > TW A ATREER B X DD,

RNAL {2 & AWNTEM: Huntingtin Bla 1 DHIH
W) & AP 47 L C. Kayopherin beta 1, Lanp &
G oORRERE D, 1L T Mitogen activated
protein kinase 1 =1 OFRH LA OMHEM M E]
Bixhk, ThooEETERELE

Huntingtin BBF / v 7 ¥ U & OREEITH
BREL . A, RT-PCR 72 & & AWV BiliEIZ &
HRERR, T LT, MRS (LR b L AHRR
ELOBEEIZOWTHRTTALERDH D,

RNAi % iV 7= EEED Huntingtin &R/ v
TET LR~ EENS EREE
Hunntingtin B+ % / v 27 ¥ v v LI2HA.
MK OO PBEIND Z LB aholz,
ZORRIT., EEA Huntingtin OBEEEH I
DEFICEETHAZ L ETBLTNDS, Lk
Mo T, RNAL HffE2HWTERA Huntingtin
BEFE/ v ¥ TBEE. EFH
huntingtin B FIZIIREE L 720 RNAL 3HE R
TRINERDRWEEZ D, DED | EWE,
BREAEMGT 25 L CRBEMNG X 5 iz
BET (TUA) BEY RNAL FEETRTN
726720, LrLRRb, TOEBDIZDIZ
MR, BER EEAT U AEZEAT 5 siRNA D
HEAPMETHD, IHITLED siRNA & HVWz
T U OVER RN RNAL JE MO A O RESL S R A
RTHDH, T THL2ILI, VFA—F—ERRF%
FA LR LT VLR RAY RNAL &P OFEE
FiEORREERAR, TOMLEER SIS, =
DFLWHIEIL, WEREF AT TH o LE
B/ ERMT YAN~T B CHEETHRET
T, BRAT Y MIHT D RNAL BEIIHIZIR
CIEFERT U NMMIE 2 BB R RIS
HIEWRTED, TOFHOFEZL-T, &
BATUNVBRN ) v/ ¥y RARIZT D
siRNA D E. £ L CEDORRDOR G 2 HEMN
AHEIZ 2o T,

LED XS, AFERHENICRIT 22O
BRIEAL I, RNAL TR DIRER & 72 DL 1A
Huntingtin BmF R RNAL FEIZMITTX
ELEMLEEEZD, ’

E. #&#
RNAL R/ E%™ Huntingtin Bia¥ ./



