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EEFLTHINVFUNRBEOREZTTHY . RABICEBL. BEERAERD
MR EL EEEBEGTAZETHLNS, FOMICLTAYANA=—FF, /3
—F VR BN ERESAINVIGER R EFEILELRYOIIT, —
HMOEFMCEREEZTTOORHLIE L LD RN,

INHLEBEEBHEOEEODEZLI. DNARE T hbbEG FREEICL>Th
LEINDIMP, INETIIDNAD—HEBBEPDNAFEDO—HORERENKR LK
Faf—RE X Thot, ThEb, HIBREWILICI00FE 2B ZIERZEORE W
BEORC, INETHONTREEZHFLWERXROERTFEERHDHIEN 15
FERRFERICHALNICR ST, TN EFARLODIBREORSGEETIZHE
OEVELEF (P 7Ly —MN R, HEIAREZB I THRRELEEZODICKEK
RBLEVIFHLWEROBEGTFRE THA,

DI BERMEEZR TN ILyME—NMIICTGRGGARE N
MPBED, FOHRTRBEZENWLDIZ, CAG (L EI i s $2arr) e —h
BEFIZHEETS, WhWDAICAGIY —MNRE JEE I —BERHS, #l 21X, »
VFUROR R EGEFREDOMELRELLTOI YR - PaE 7K PDRPLAY
FI0BHEU FORBENINICE T35, EXFRBAICIRFSoTWACAGIE — R,
ERDE S BITIEMRDE NWIER S Do TNWT, FOELIIDNAOHEOE B Y I
BRENIHE S T Rhbbzry DA —7)—F 40770 —A(ORF) N ICHE
T, EVHRINE, BAEMCHRBPIBEORIDIAVZIVESLPEAHE
BEECBBALTWAILIZRD, CAGIE—ME TR, - TCITEBIZEWIAH
SVEHER DB HE IZEIEBIFREELTNAILICRE, EE . ANVFUH
VIREBRLELDCAGIE—ME TR, DILERFERERAE (NVFUrhrim o
BE.IOBEBHEENVFUFUERER)PMEIILDETHELDOBBICHEET
HIEMBEHIN TN,

EHIZ, DI REFILRE WIS AAIVEERLOEAYE . Al ZIEANTF T
VIEB U PEERLTEWCEE TAIHEE2F TR, At o®\E R A
FEHHEZLVESAATEHEERLAVFHFAKEE R T30 bhroTNS, E
B L1I996E LI, AN FURBOETABHMIZBNTH, HANEEE OMNIC
BOWTHBEACENICE AERIRHINIZENHA LIRS TE, ZOH
AMEOHFEEZTOLON, HBEMBEIRICERE T30EIDITO2NTEHERIBHHN
P RCELCAGIP—MREDv—A—THAZ LT EB o #h iy,

NFURNARBICBNTHE, RKIMEEEOBREFROMEMIEBSRRE I
EE-BETHINEL, ZOBIREBMIZEILZDTHINITH LN TRMoT,
TACH L THE 213, SORSTIZH ST DCRESTHF EIZBWT, A"y F U h ol T
FECLEBREORBHMEABVWCE -~ RBAROER B FRITHFICLS
RO FHEARTRETN. BFTOREEMB TREE A VF I



LLTRERNTFUTFUOERERDLTHTELINEAOCEZNWIEERH
Lz ZOERRENEFEICDTmo TR EIC I - THR 5 A AR AR I IR A9 7240
FAFE R DX NBIENRIE ENT,

PLEDEEEZRETEE AVFUMNABORKBORERELLT.EEE
BT FOBBEEZME THIIEEERLLEFERHDIEDRBIIRBEINTZDTHD,
FIT . A DSORSTIZEBITHZEABEORBIZI, "VFUINRERT D
EBRABRORMH T L2EL2LE L, FORHDOFELLT, BEL
THEBRFETENH T8 a0 A . FEE2HERBITAILIEE
THY, TDEDIE T F B AEH P WEZRNAV )L TCOMEI ERED, Lo
L. INEAREER—ARERNAZHA WALOTHY, ERL NV TEHAED TH-
THRNAselZXVAEN TRE b ICHEINRTLED,

FILTEAVEZLOP . EYRTEODOELCFREAMBICHE LS
WATZEHRNAZH WARNAT L (RNAD ITHB, TR0 2%+
TIHEREINTVLIL ABRATCOREREE DD, I7E L. TUrFBUVRAKOS &
DI FRORNAH B AB YW IZA WO TIE, Z<0BEFORBELIEHRE
B E L CLESLEN T W, Zhizst LT Elbashir 5% 2001 £z, 20~25
EEGLLRAE W EHRNA(short or small inhibitory RNA:siRNA) %
FAWAZEILIN . BOTHFEMNIZIENLTI2ERTORA MM TN TE
BRI E L,

IDOREEZITTC.CNETCOHBEESZ D ERETHIEICLE, ThbE, ~
VFURRERFOBERIICONTIYE 2 - Z TBLASTH —F %4 U,
EETH2IHAOEENOB T, A AVFUrFUrEEFEROTERNS (M OE
BT ICEBODRNEIER)a=—REERI 2V Oo0EETRHELE, £
N5 MmO EFTFRBEBEHIDNIZICAGIY —MI B89 T WE]FR 48 18 7 & s
HbTHol, ZNOLOZEHRNAZSKLT, TODREFA NLERICTH L.

INGDsiRNADH READTEDIZ.EIHFEEMBLNTOHRERLZ
L iE ¥ 7= (in vitro effect), T D7 DI 41X, GFP (green fluorescent
protein) BB F 2N FUF LB RBETFOII U2 WEI AN IMNEHD
NUD COSTHI IR HDB W IEINeuro2 A 2 E T/ A7 =27 L TEBEITo, Z
DOEFMBEHRHWAIZIEICEY, HAETEME T CGFPEE & 7208 T,
FIWWENA T F B RFREBRLTHAEALRES, ZOEFMBIIE 22
BEOSIRNAZEZEBH T, BRERFMHEH DI RE2BRIT UL,

FOFREER, AWESsIRNAOYS  JERR BRI THL0EHIBED R
ERDELOOMBIIEEAH LD THoT-, FNIEH LT, CAGUE—FEH D
IR ICR T 5siRNAZ, b 6nmolDEE THLMRIMEI D RER D,
40nmol TIXIEF 0% DN F o F B ETFHEBEME BAE Thovz, 2E. H
BERORGFPOE X DOBMELEEILTAIOTHBRL A VTFUFUrEEFEOLD
D mMRNA O R EZIFA I A7 TEEBNELLZE AL, AEORK £ %
BAZLNTERE, SEZ0OMEI R IZ, B -actin LGAPDHE & F L1213 H



Wz BBPNWZEEZENDTHY, AN FUFUrBRFIHLTERM THLLE
ATz, T4 EZD siRNA OB ERF| EEDNF o F B mF R B M
Bz 20T, Nature IR FALEYS, — BB L2FEE CRALVWENWS AV MILEY
ZTHEEINRPoT-OT,. AEFOREDOLEM.ENS Proc. Japan Acad. (2003)
WWHEETHEELIZ, FFFFEHEE L,

/ﬁz@:w/w:vc HTEDEYELTDOYT RN T5F # DsiRNADZ)
H (in vivo effect) ZRR BT Liz, N F U b VB ETAURALL TR, HEOAA
VIEBRERL, XEOVY IV CMTEFRCTIRAELTWHWBIET ALY ZA(RE6,/2)%
BALTEMIEE, 2OV R I, EhONANYFUFUr&mFOCAGIE—E
WMEBDLTI//1IORFEARBEIGEEIN VAV 2oy /v TATHY, CAGD
IJE—FEAIS0EBEICECERIMAELTND, 2OV @EEIXIETAS
73%{2%:%7’@2&1?,WEMD@F&@%E%@&T%{“L\M TIOR8 M E) IR g
R LTHTTH, A% 2B BOVAOBMAIZ, F 4 2388 F L7 siRNA & hF
A7 x7ZIEEHIT 40nmol BEEALTEBWERE /2w VAT, ALEL T
NI RALLUTHEERAPEETHY, 1y ABREFEMIPLEEL A —T
TA—NWRTAMIBULAEBMEH O BVEEICE -7,

IDIOREERMIZHDERDoFBEEOHMEZFERREREZNICHRELLES

REROERBIIEEF LI, NEOHERLEZOBRERBHLMCEE Th
oﬁ_“..:}’bl‘o@{lﬁl{ziiﬁ)ﬂuéfi MRMENEAEOEERCEED, siRNA L H
EEATRPOTEU AL AT, siRNA HEATVRAM TIEHALNIZBEWLDTH
T SR NV FUFUBEFORFAOEEYZOEE T ® mRNAETHIEL
JokZ A sIRNA B IZZ-oTHOMNEH AL TEBYI A FUrFrEm T o
El BRH SN ThoT, ZO R IX. Science WWEFE L=A, b~ KB A5 &
TlEpneIin, RWTE R L7 Nature Medicine {24, /\/—’f‘/}v/r'c AR
Bl OCAGIE—ME DET NVIZH T2 siRNA {BERER A/ XBRE L2, 8
BIICH -7l CHhHod e X2 B | L'Cf‘iﬁﬁénfmbnoto%;c&m
O BEEFEE OFEEE ThHD Neuroscience Research W B LTS HE SN,
TTIREITIHTWA(2005),

D%, sIRNA S ERY EI3EELERNEE, 0 FRNIE~TEUEEL
#H 15 shRNA(small hairpin RNA)D J7 2% siRNA L0850 B A58 N E Vo & e
SNBEIRoT, I T, shRNA DR % siRNA IR DEN LB T57 I
siRNA ZH Wi in vivo EBREIFLEAER — D7 oba— AT EEIT o, O
FER L ENICERIL shRNA OF BB VWIEEERLEN, 20 RIZEMEBHIZ
FEAYRUTHLIZEN D hoTo, FNEH TR, ZOFE LT SIRNAZHA WEE
%@ﬁﬁ%mu %37‘;071&5%‘2’(:?00 }ﬁ_,ﬁ i&bf&?n?‘é%mf%é

IDSFER AN FUOMNROERBEFHRBEANG EZBE L TSORSTH
REEDTEL, BERICADOAVOETE —HEWHEIATR T T528Ik-
o, ZOF BE R TIRNAIREER RAARIEEDLNEIEER &, £<
CZFETRELDIE, EVSEWTHD, T bOF 4L, SORSTTOH | #F 78
FHENB ZHMNTCLNAILICASTWAD T, KWCE LTINS,
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AR BRICE,. b2 LRECEEEZB T T, Thbh, ZOSORST
BRAR AT ICAT o CW = CRESTCOMFEHR R ORI, FTLWIT N T LALL VT v
FANDERALE TN TNEDT, TOF YRV B EILL->TRINIZHERR
ELTITABAMIZEDEHEEZERLTW:, £, ZEHRNADOK ~DE A
B A2ZBELC, RNACE EZEERTFRE2ESIE-FR D FEHBEL O,

Ll TH RV ETCEBRLERFZRIEETERBEIRVIER S oD
T ONYFURROT — <l ERTERLII L, 2. FHOICRNALE X
RIPFREDFEEEIToTHBILELDOD , BB LAF O ORNADE M 2k
bhaZEeERIBTIERY RIv T/ FINRY -V AT LAOMBIRBICEETHE
EL,ETHANAVTF UM R REGFORANBEZFRBICTITHAIZEHRNA
(siRNAYDZF REZAREICTHILERBEELEELE,

3. MEAR

DAFROE R

ONAFUrrrBmORBIERTHE CHEEZ DAL

BRT7TAVAANTHD Al Yamamoto 28 —FFH LLT20005 I Cell T8
FHENHBIXNREDL, 2L, FrIVA2V 2R 5 THZLI0E-oT BA¥EED
BERFREEHEILEPREIZES, \Wbhbdd Tet-Off CEENBEFELH VTV
FUNARBRF R/ vITUMNFEERTHD, HBDE—EDPEHBFICERTE/
TR TBEAENEL, AT atl e vl TUuMNEENWDLRAFED—DT
D, TR . BENCFUOFUBBTOEREAZIILERICE. REBD
BENPEEICHTSE. BREFOITIA—VAOBREREY. RETHMEERREIC
EBHRLTWARNRIVD2EREFENEFITE SV, EW), Zhe0fE R, b
LbAALR — 8B TEM R CREVLOD BRE RN TFUFUORE BN
%ﬂb-c%om:f NCFURCRGE R BICILRDEO TITR WA, EVIIF E ik

+ o R THoT,

® BEHRNALZI-TEEBEFRBEEMHE TH5ZLRTED

FIIBROLAMN — NI, BERAVFUOFUOBRBEHHLV VL TIETH
W3- AZEZ 0, RAD tari*ﬁ'c&aéc‘:% AT, REEEZHERL2PLENEE
W3HHFELLT, STRNACHEZNG 7570 F B AERDHD, L L
5, —AHRNAZBWAZOT7 vF A%, ERLRATEED ThoTh
RNAsellIVEFHN CREBDICHEBINTLEEWIE GBI LR EHS,
BrxEITHWAHIE #HOFCIEBEANC__EH THOHARNAICEIDRNAILI(RNA
interference) i EVEE TR~ TEF, BB FIX., TFEY N avTlariam
MROETHAIEB - TN A YR KEREMREFTAFOBEARATH
KBEAEZ. RAGEOEBFEEDMZFETR) PO, 5T ILE THLIET
PHLENRNENIFTELFE -7, LY 2 AEH THHEMNLRNALIEWEZE EMHEDL



FLE->THEADEWICIIHEME BEEE. DIERELLE XL, RNAI ZA WV
DIEBLALLBEY THAIEZ R, ZOIIRHEEE ZTWIZDZ20008 D
XLHEOZETHDB, FOYRKFIX, S I1EFRNAI ZE BEh TidWnWighotz, &2
HM, 20014 (Z Elbashir 58 —F & &£ 95 Tuschl o7 v —7xbiiahiz
Nature i X IWZL-> T, A B W IZB WV TIEsiRNA (small inhibitory RNA: /N &
WHI &I D — B RNA) TRTHIZTALARVWIENELNERY . F I ALY
THZDORNAIDEKZER D NolZtTHRA R NE B TR0, Thb
L INETHAST Y IZH LTRNAI OFF ENIEAT RS -7201F, FRET
W—REIICAWLNL TWEREWZEHRNATHAH WS &, 77—V RED
BALZITROTLE-THBFENRRIEPE I THLPLIBE B F RV Yy
TULTLE), - TC.HABYOLE S RIFENICHIECTFRETZHEH 5
121X 21merfE E OsiRNATRITNRIZRER2 N, LWHDThA, BIE TIRELICE
AT INEDATEC#EEEZLD 0 bWHshRNA (small hairpin RNA) @ 7 A3%h
ERBNEVIZELE bR TN

2) B B siRNADE RL

2001% 2%k 4 1%, Elbashir O & RICE SWTsIiRNAZER T5Z&IC
L7 . A ENTWAET —F_R—ADBLASTEZH R TAZ LI (B K F
AEELNERBEIIB) N FrFr 8o FORTEE TH2IlmerD
=—IREERFIERDTRBENTTIEBIRL, B, Z0H5HLbTERH T2
=—JREF, DFEINCFUFUUNDOEB L FIRIZTIFEAERZNVEIREL S 25
FEEAGEMELIEICAGIE—MDER CRBOH TENTEL, TORND1I@EIX 5°U
TRIZHY (siRNA-5"UTR &4 3iF7-) fth DORF AN OB 5| (siRNA-HDExonl &4
Skl Choz(H1): BLBABI L. 202 EODL TiX
siRNA-HDExonl BZBOH TR ILANACFUF U BRFREHRZMA THL084y
DR, A FUFUBETFOMRNAO “REE LI uyhLTHBE, M)
H %h 51 D&V siRNA-5 UTR IZ~ATECEELITEEZR ThoT=, & 3 75
DE VW siRNA-HDExonl IZI~TEVZIZFERABICEBI IR EIZH-72 (K 2)

sense

g
3" -UCCGGAAGCUCAGGGAGUUCA-5"
antisense

K1 EexB/NCFUrFUrEEFEROMEIZE L TIE->ZsiRNA
(siRNA-HDExon-1) ¥ B %], (Liu et al, Proc Japan Acad,2004)
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2 FRxDPERMLME siRNA T D siRNA-HDExonl BF¥—FvhET 3,
YFUFUBEFOORNADOZ_REETCOMNE., N TFUrF BB F
DORFOBAMEE DITIELTHD (Lie et al, RERXK),

) BEMBICK T8 EMNsiRNAOF R

INHDsiRNAZEZEMWICEALTEFOD R AR L EEMBRLL
TIX.COSTHMMBE (LA F)EFIZISH-SYSYMM (Eh@EE)REZRH WER
SIRNADI RIZEXBEWICIZIE L CThol-, AT, HbONLOEF®HAOE
SOCAGIE—FrHBIVWIEIR BIZEWCAGIE—rOWT M ERE OAVFLUF
BEFOTII N EEHNEE B CHAGFPEGRF LB WS a A5 752 E AL
ThHE, DBRIF.EHOBE(TRDLBAVYFUF U EARR)DHDIVITN K M
FUF DA AT —ICEAEBMPCRIZESTHH D REER L, 12
B.siRNAIZE 4« R EZMBAICEELEZD., nmolfTiE DB E BNV FUF
VEGTFORBRME D ENBEEVL40nmol TERBERE2RME R THoTz
(K3) . 2B, HEDODASLEBEFREY OsiRNAZ A WO TREMHE Shizho
oo N TFUrFUB BT THREMA 2RI siRNA-HDExonl 23m b <,
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EIXGFPO IZhHE NV F U F
CEETEEERVER., EA
FIRXEEOFALSADCAGIE—
FMEFoMR, FIXEEICEL
CAGYY—hZ&F DM fg (Lie et
al, Proc Japan Acad, 2004:).)°

siRNA-5"UTR oz Bidb 3+ Tho7/=, — 5 .siRNA-HDExonl (ZLAHML 14
vy ForFr, B-actinBEIUOPGAPDHO S BB FEBREFA AT —ITk
ABRT—PCRTCEELFELEIA NV FUFUrEBEFOARRERRBICHEH INT
WAZERHY, BIRELHERINTE(K4),

siRNA-HDexonl1 |ZRKAN\NFUF2
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80 |
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Huntingtin B-actin GAPDH

X 4

siRNA-HDExonl 2% B &
ERZHEHSZLERTER,
B %7 A51X siRNA-HDExonl
TUHELREWVWE S, B34
LEBAEDO, ThENDOE &
FOREEBEZRT—PCRTH
HLEbD, MEIBRLNLED
XEMDANYF U F AT T
V. BEARDOBTIFURE
W OGAPDHICIZE B R
Z¢%#;R$ (Liu et al, Proc
Japan Acad, 2004),

Q)N FURRET NIV AIK TEHFFEPsIRNAOZ R

WIZFk 21X, Bates K B3MERL L. X E @ Jackson FARTF ) —MmbEATHZ
ENTES, ZEILLMELIZCAGIE—F144E)Zb 2O F U F B EF
BEH L THBAFF VAR BT I NFR RV S 9w ARGY 2) IR AL
BB L, 2ONYFURNARET AT AH T siRNA-HDExonl D& ¥ {E (&
TOMEREZBRFLE,. ZOFETAEWIZ. BEIXEHRT~8E B HEEVHLHMNA
DWBZ2BFLEN. ST ARLEERLRY, A ILETT5, BE2F-TRHRY
TiF3L10~15MUARCHEEZALDIEVIRBER T, 2O IR F b
VIBRETNITALDZRONDBFERARER TIIRWR, P RELREOR E
ERTIEEICIIRD(RE), £ ZOFET AU RIKREZOENLE BB
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4 No. T14; 98 days
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= Mock-treated

= Untreated
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67 8 o 10 11 12 13 14 15

B SGC (-I- Age (weeks)

A B

M5 REBLVWETHRBROER
BEbLoTHRYVTITFRL(A). EE~UVR(E)TH2HU EIChbEsTEBEE
XEZW, ZOFETLVIFXIOBURNCFEFEZHEOD T B (R 1),
siRNA-HDExonl 0B 2 Z 17~V A (F) X400 U LR -THEBEOEE,
E757B)IZFD0EER R THD,

MUY, 10BLBWMABIERB A ICE L TKA(KG), BFEVER LTV
2, MEFAICIZIsIRNAME#Z# OB CTHEERLPOBRBEIRLEOHEODZEN
I LT ey,

J_L/J/l M6 EEOCEA
R6 /27w AV == AL,
:J/l\u MHLENTWVHE(R) ALK SHEH
WO EBEBRDBIRAONS, &£
SN #2H BIZBNIZ siRNA ZHE AL
S =+ Taald FHEEGRIICIR.FAER (F)

@ 10 e e LT ERD ZHHH, BRI
5 - Wild-type % \ (Wang etal, Neurosci Res,
%56 7 8 9 10 11 1213 14 15 16 17 18 2005).

Age (weeks)

I, RELEZRG6/2FVRIZ, KREZTHERRA LTS, 20O Lzt —7
TA4— VR TOITHNEZ2FADLE—BEBRARTHA(KT), ROABE DOV ATIE
BERAZLICRBCITHERE D L TUHUTLKOR RS, LL, siRNAL
HEODHETRHTHEOB LV IIBESNHTHY, EFEDO~-TVARZE W, /2, 6~8
BREAT. BHETAKEORWEBIIREEONTZTUAREDILWEDEIZE -
TWENAENERA L Fay R T AREITHL, siRNALE R O CTIIRLE ~
VALK LTERBIZEVWERE-TWLHND, EWIBR THo7=(H8), 2FY,
EEEENILELTNDENSIZLIZARES, sSiRNALE 25 T TWRVWRE /2%
TRIZ, BEACPETIS~1BETRET TIH. TRIHLT, £% 20 B ic.
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= B Untreated
2 250 = 3
= %)
: 2
S 200
§ 5150
[al] o
— (5]
9 100
i |
o
7)) (]
'jé D 50
z|| o
b3
b 0
6 ~ 8 weeks
M7 F—Fv 74—V ETOTADITEELER, X8 mZuvyRIZLBH
EH~<URACHLT.R6,/72(HFR2%]) 08 ik #&1X, siRNA L H# ThR
B 7p B h, siRNA-HDExonl &L B 2% 1F7- BIXBLS,
< ADEN XX B W, (Wang et al, Neurosci
Res,2005),

SIRNAZB AN ICEAESRTE7RIX, 1285 E NS, EMPD EBRALNT -
T& T, Kaplan-Meier &£ fF 1 #8 7+ 5L siRNA-HDExonl @7 A2k > THLM
WC1r A EKAEENEELE(K9), R6/2= VAT HEBIZEFZL. ETHEEE

B9 77 iR
TR I T AP s
<RI LRV TH K &%
BIZEEEZHEE (BR)H

rd HUVE siRNA Z 2T K

% W RN IS A LS
, £ (BHR)ICiX15~168
Aé EE TR MRE R, L1l

A% 2H B IZHIZ siRNA

20- —@—Treated
—@®— Mock-treated
04 —O—Untreated

S o -HDExonl Z¥# ALEB A&
L L (JR 3) Ik 208 =A% T
p YT e AEFETBELOLVT, Bbh

40 60 80 100 120 140 M EBHS (Wang
Age (days) et al, Neurosci Res,2005)




BICE2R2E(K10), EE ~UVATIEMEIZIZE
AERT MR IIZELS R TWA(EE) TR EL, h

WX LT RB/2=TATITHONIIR B EDERN I
Lo THEBPR RKLTNEZLBGDBE(TER). £h
\Z%t L C siRNA-HDExonl ZA& B EIZEASHT
AT (P ER),. T2 ICEE TRV, it
HbEFEELOFBBEIZEEESoTND, RILY siRNA-
HDExonl I K OERZHMEH TR Bbo7/2E

E2ZB3EEB RV,

K10 £ 7N —TDTRAOBEENRE 251
TORBENMEERE, LA AR
(Wang et al,NeurosciRes,2005),

X 40

|

[

K11

X 1000

Wild-type L Treated [ Mock-treated || Untreated ]

siRNA LB IZL-oTHREFEOEH AR EBRBEZ LB THZLERLE
BB ENEE, SHEAO~IYRAMODU A 2T R NVFUF U
N THAIHERERREICLoTHRALELD, Mock LB BLIVRLE DRG/2
T BRERKOZLOMBMABIXE A ISP, siRNA-HDExonl T
BINvUVATEBODTAHEHE THD, (Wang et al, Neurosci Res,
2005),

EZAT . INOLDETNIURATIE, bbb BMBELDNTHE 2L

HEVBNLDO TV EENTNA, L2L, CAGIE—MRDE R ~——
LT . HMBRMBEENICEEANANCFUrFraf LT sEROEBEICIDLE



AEBERER, ZROOHEH AEBIEIH AV FrFUom R A TR s (K
115 M 02%), ZHIZHK LT siRNA-HDExonl #4&#% 28 BTN ICE A
LTBWEUATR(B1I1OENG2F B)  HABERLID BRI AT
YFUOMETREIEED LD RV,

1.2 3 4 5 K12 R6/2VARDOU=AZV RN,
g S i SIRNA &2 T, RREEENVFUF
201 - CEEEOELRNEHSLEOPE R
| EENIKRESEERTHE. V— 11,
120 2EFERIUVAM THD, L —1r2L31,
100~ SiRNA #LH %% i TWARVWRE/2< T A fH
: T L —r4bbiE A %20 BITBEAI
561 siRNA-HDExonl D¥ A #%J/cR6/2=
DA THD, AT T UEREOG R
a0 EREVDT, kD43 ITRE A55 siRNA
W EZ TV ATRRE T RPolc=y
21 AIXVEBH OB TFrF U EBHETD
B e oo e e | Practing 20, (Wang et al, Neurosci Res,2005),

T /4%, siRNA- HDExon1 @ AJIHR S 6 FEHE T O = Ik K &30 4l
L.BEFETOERNHTAEOERLIME L TWIIELHALMNIR ST, RE T,
TNETHEAVFUFUEEFDORKEE siRNA-HDExonl 233 #) Ui &% R ##
IR LTEERN, I TNV FUrFUrERABEEOLOEREERFBEREZR I I
LEH9(H12), 2R DL —2>2, 3L —r4, 5&E BT 5L, siRNA-
HDExonl #AHEFZ I —rOF B, BOENMIAVFOREIREIBE NZE
Db, 20O L siRNA-HDExonl BN FrFrEcFras2icmiLi
BT ns, B EEK OV FUrFULrEREFERENMBI DR EF-TNEE
EXBILENRTEBRR ChHoT

BB W EiE, siRNA- HDExonl OBAE AT, £% 28 BIZ1ETFAR
ST THATLP2OLT . FOFEPI0EMLU EH#FELIZIIICR 22T
THd, TR LTRWRWS, BEicE AL siRNA-HDExonl £0bH D328
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