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2. RNAi ICK B EEFHEREEZDIAMILA
RRAFERENDICH

£B5 A, AW

B IC | RNAI & (3 fah

RNAi (RNA interference) | 4% RNA (dsRNA : dou-
ble-stranded RNA) ASHBLIEA SRR, ZOHH
B 2 R0 7 — 7y MEAT G HICEHENE S 54
WHENZHERTH LY (K1), oG, T4
W CLA#MICREINTB Y, BETERAWHEE LT
i CRHEEIE L, RIKREVLDEHEZEDDODH
. 49, WALBWHE~OIG I Lvw e SR TE 2,
Wr4E, WELEIW ClE, short interfering RNA (siRNA) &
MEEN % 2135360 ARG RNA 2SBI5 13831 % R A 123
flTEDL I EIREN, EFRSITFICBITHIEHND MRS
NLEHIT o TERY. ARTE, RNAIOFE#EB X
7 AN ABGHEHEANDIE IO W THERL L 72

RNAI R EZDE =R

19984E12, Fire B2 & ) #ti5 & 1172 RNAI &, dsRNA
WXL oT, ZOT ¥Ft oy AL MRS % Ho
mRNA 50 SN CTHEEF ORI H SN BHRKTH
V. FDfk, RNAIZHE RO, Y a v yaonNg,
Wi 7 & Dk % 2 AW IC B W T, % 2B IE T3
Pz E LB ENTE 225, S SMABMORTIE
) F L whkho7zY. RNAL OG- OMEIEIZZD

WO RAERAERE - T2ARIEFERE - fbap Ay T2 IR
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TR O K SIS L AR DU @ dsRNA o#pH
W E I, £ < O RNAI O IZHEEEXD
dsRNA ZEAT L2 LICL Db T& Y. L Lkt
5, WFLENWMINL TIE, F8H dsRNA OEAIZL D, [~
F—T7 0DV TFURENEEIL ST, ZOo0RKIC
X0 JRER B 22 BIARIIH 2 mRNA O % 5] &z 45

(®2). £ % —7x0iddsRNAKIER Y v 82 8
¥J—+¥ (PKR) £ 2,5’ A )I7F=L— b vt¥
—%¥ (27,5 -AS) %iFEF 5. PKRIE, dsRNA & #
ALTHEMEILL, 8RN T elF20 %) VBT 5. Zh
& D elF 2 o 3O FERKE T & OARIEHEI B ERZ K
L, FEEERMICEREZHEST S, 72, 27, 5 -AS H PKR
Ffk, dsRNAIZ X D gt b S, FERFEM RNA 5
FTdHbRNase L 2L L, AL L CIFERMIC
RNA 258 Xz, 20729, BT3RS dsRNA
XD MHEESAEL, RNAIOBHICEEENTH -
727, L2 L, 20014 7 A, Tuschl ® 7V — 712X Y, short
interfering RNA (siRNA) & @4 S 724880 A8 RNA
WX, WABWMBTL RNAIDZAL LI EAREN
727, SiRNA IF, 213ERE V) RNAORS L, 3 I
BHEZE LT b dsRNA OEIRZ FHD. ZoWMEH» S,
LA I B VT H RNAI DFFFESH S0 L 72 0, it
ST A SIRNA % F o 7205 510 70 5 7 58 BLEI I B
T D IFFE DS RIS K L7z,

RNAi D1ER#E

RNAi O ##ETIE, A RNA 132 T Dicer & I
1IN 5 RNA X7 L7 —EI2 X 21-234 5 D siRNA 1255
s, ¥—7y MESIRHEDO 7DD T A FRNA &£ LT
B EEZ25NTWwA. siRNA &, Dicer 12 & % HIHif%,
RNA-induced silencing complex (RISC) &W-iEhz 7 »
NRIZHEBAERICL > T AT 550, RISC 1E, RNA
LY NI ELEOBEAKRTHY, FOHTRITEWEIC X
o TH#EW, 200kD % H5500kD & # 2 5 Tw A, RISC
BEKRZRE %, sIRNA O ARKHIZT7T v F v APZT
270, INHEEWESEZ RO 544 F& LTHRE



Dicerl=&k % ZHRBHRNADHHE

ZHIMRNA

\#%Ea'«]mRNAa)tJJEE

X1 RNAi OB

EMImRNAD R

(VA VR 535 #H1F,

“TRISCOEMAE

RS RNA &, Dicer 12 & » T21-28 D siRNA I TRty ¥V 7S h b,
SIRNAIZRISCIC & > Tl D ATh, 7 F &y ABHIEN mRNA DA A K&

%o T E RISC I & B Yl &35 <.

(BEU B
TEHEPKR)

FEHRERESHE
¢ )

ML
2'.5" OligoA synthetase

< ——— K8 dsRNA |:>I

AR
2’5" OligoA synthetase

oligoadenylate

(RNAD3EH RIS R)

2 IHFLEHIIE O dsRNA (2315 5 2o
8 dsRNA AL EW A CREZOI Y A VA ¥ 7 FIVEERZIHAL L
JRAR A 2 FE B 2 35 5. PKR (dsRNA-dependent protein kinase) (&
ANAT ) A EORPE ASRNA I X DIEHAL S MBI E 2 FE3 5. &
72, 2, 5 '-AS ¥ dsRNA (AT HIEICE ) iEIEL, RNase L % 3#L T mRNA
ZIRINCRT B, 72, A5 =70V o, PAHFESH, oy rF

WEITT R b= AR FET 2,

B mRNA 235" (B1). RISC 2Hk 3 %% ~
N3RS Db % EFHERMEIHRIT S5 Tn
4. RNAiI LR UGS IZB W TR RNA (F T iZd e Tl
Wrans et shTns2s, YRRISICEDPE T Y FX
VT —BRAWETHEY. T, THNRVHE, Bl

Yuf XFRAFRETRNAIFEBRON W v 7T
MEKA R D20, BIfE, RNA KA RNA R X 5 —

¥ (RNA dependent RNA polymerase : RdRp), RNA ~
VAh—¥, 3,5 -2FY X7 LT —+¥, RNasell o &D
FUNRTENPRNAIICEDAD DEENTWEY, Zhb
DF 87 EHIRNALIZB W TR RENIARH % A%
WS, BHE, BEWIZB VT, RARp 12 & 1) siRNA % 7 7
A=t LTHEMmRNA KT 257 v F ¥ ZRNA D
7B sh, Hi7-7 siRNA 2SR S 2 & & 25y
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ENTWAE. ZOkd, ThHOIZBE VT RNAL IZIE,
RdRp #° RNAi 8 R OMFRICEE 2 &H 2 R 2T2E 2D
NTWVa"™, —J, Yawyaunr, HALEWIIBV
Tid, RARp AET 7347/ AIHIERT, 0L 2
TEEE B O CHIEL 2V EEZ 5N TWA Y, RNAI
DEMHFEEN, VT VARV, TAL VAR ENLD,
L NV CTOREERECcH L L vbh s 2%, RNAIIC K
5 BAR T FE BN B (WX RBH 22 5535 £, S B O
TR N B,

FEZLENMIREIC 35 (1 B RNAI DIGH

SIRNA 23 AT 25 &, oD FiEICHTRBEE TEW
BE TR RIBONBGEN L . ZOHHBLE LT,
SIRNA %Y A A 72 RISC A% 0 & LB RNA % YJir3
HZbkl, SiRNADY VX7 BEERPCHRESND Z &

X DR LTSS R T A 2 LSBT s,

i AR R Y TiX RdRp % A L 72 siRNA @iﬁmm’f’%’l‘%ﬁ‘
FAET 525, FidBo X ) ICHALE Tl RdARp O FET 7
DAL L 2\ 728012 siRNA OBIRIZEE S5 nwEE 2 5
NTVBREY, LaLZ0I L 2S8ICBALEHmIcBWTH
FHZEC T B, B2, BEENA A UBEUL T 2iH
fEF il E La, e ZABENAL V20— FT5
Fe% % FE A BI L 22 < T, RARp AHAC & o THEFE B
AL U RERELTWSSiRNA 24K LTL T ) W hEMd:
BdHb, FNCL-T77 3 —2EETLEETE2ET
BB LTLES., 20O HALBWMEIIB VT
SiRNA &, FEF I mRNA (26 2 8BS m v & &
ABNAD. 207 RNAL X, WALBWHNEOEETIEB
R 272D OERNTFHEE R Y DODOH 5.

SIRNA Z @V HBEE LTHWS L TEBET &N
MdhHbH. 3, siRNA OB R, EWEET O
EE?'J WARAE T 5 2 L TE SN T B2, L?b)b?ic?b“

5, FEE W SIRNA OB % & E T 5 ETHE—
B LM ENTE ST, BTl i%ﬁ)f’j%:%_k

ICREBR I ISR 4 b 2R LB T I3 5 &K
SIRNA Z/EH L 20N 5w, 2D, siRNA O

BERIMED T AN, BOLRTHIW L oTRELE R
5. T, ALEA M L7z siRNA Z IHSLEI A E A L
Wt RBBHRRIL, BEAR1BEMEIEETHL L
WhNTW5. ZO7z0RMIZBHRIER % G-l 2 720
121, A SIRNASEAIZ X 2 PFECEEAYH S, 20
tw TANRE Y =7y b & LIBEFHRRENDIH %
ZZ 1206, SIRNA # BN TZEICBIA ST LN
T =V AT ADNERELRD.

In vitro dicing % B\ /= siRNA 51 TS5 U —D
i EIES

SIRNA 1%, 21-23325 dsRNA TH ) RISCHO H 1 F

ELTHEEMmRNADOYIW 2 E ., 20720 K
siRNA &, BHEMNZEMRETFREBIHER L LTHHEAI AT
Wb, —REIZHW SN TW DA siRNA X, 213E&ED
L UABHET T AP ORI, ORI
NN 3 KN 23EHE DM L7 HEE2 TR L Tw
A, ToOZEMREEX, RISC EHAEMEHT A2DICLETH
2EEZz6NTw5S, F72siRNA X, EAEHIZE - T
RELHHHHROEIHANL Z P HFES LT
B ZD1d, HROE G SIRNA 2fEL LS &5
M, oA TR Z b L ICL M0 siRNA %
fER L, EOWiHilzhRE —>—2RBL 20Xk o %
V. F RO X ) ICRHO dsRNA & MIfaIZEA
TEHPRROTH D EEZH5NED, LIz X 91
8 dsRNA &, WHIALEWMNE CIEIERRN 28515
B ZENCT L 5., £ TH 4L, Dicer % siRNA
RO EOMERRICHH T2 EE2ELL
72¥. $ b b, Dicer REEN TR D dsRNA & X
JEEETSIRNA FA4A 75 —%2fEH L, MlIEATH
IXESAD dsSRNA 12 & o THIE S 15 IHFENY 2 FE BN
U TELIITTHAS. 22054750 =2,
ZHORY % & L7z siRNA 2S&ENTH Y, siRNA
RO BEHEAFE: O WERRABEFTE 5. Invitro dicing
BOWEZRE 3 IR L. ZLDICTT 7R E—F —% &
ARRLERTIAR—ROSP6 TUE—¥% —% &G AT
TIAX =R THEMNEET % PCRIETHIES ¢ 5.
RICEROEZETUE—F =05 in vitro FeE S = 1T\,
VA, TUFEyARNA #{E# L CE N ZNPAGE
WCCTHETSL, a7 ==Y 73852 LTHEER
LRV dsRNA 218D, KBW 4R ez a ¥ )
> T Dicer ZH\WT, dsSRNA DTty ¥ v 7 s % 1T
I, RSk, 20-258i 3 @ siRNA # PAGE % J v TH5 &L
L, B mRNA 235 sIRNA 94751 =55 (K
3A).
%%, P4 1%, Hras mRNA (2% L CT104 Fr oER 3 A

MK T % siRNA # ZNENEH LT, RNAI iﬂ%@ﬁa
FIREREZ AT L7z, ZoRE, EIRU BN ESIC
T, BENEETORBIMENIEH R 67z (I3B)
C OFERIE, sIRNA BRI EINAKLE T 5 —D> D]
Td5b. KIZH-ras siRNA DEEMH A4 M7 2 510% &
BLA SRR 5% dsRNA Z{ER L7z, & @ dsRNA % %
BELTYary¥F v b Dicer 25 inviro 70ty ¥
VIR EATWV, SiRNA 54 75 ) —%E# L 2o
SIRNA 54 759 —%ABIZEA L, Hras Bz T D%
BURA % % Hl o siIRNA & LG L 72, Z O & F,
SIRNA 4 751 —i%, TNEhD siRNA % Bl CE A
TH5EDL, MR LEHAMHEZRLZ (M3B). 72
Hras AT a—u~Af vy cJun 2R E L
72siRNA 74 77 — b, [FFKIZEL % siRNA Bk %2R
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3 Invitro dicing O HEHE

(A) In vitro dicing I2& % siRNA 54 75 1) —O/E8OE . T7 RUSP6 7
OE—%—%&EART I 4~ —% v CTHEREZET 2PCRIETHIEL, inviro
BEEREZIT). M70E—F—Xk )Ly R, 75ty ARNADPEE SR,
INBZT7=—=) Y7 LTTELEWVWISRNA Z#Y) 2 ¥F ¥ b Dicer I2& 0]
Wr L, in vitro dicing 479 . (B) H-ras mRNA D104 FTOERH A MIHT 5
% RNAI OB REMF L72E 25, RNAIIEORGFREIHE SNz 22
THEMY A4 b 755102 &CEYEBIZR$ 5 in vitro dicing 12X % siRNA 54
T5) —ZERL, HIFIEA L. SORE, siRNA 54 751 —13% siRNA
EHMCTHEATS LD, #pE L S EHBHER L.

LTWa®, PLEDZ EH 5 invitro dicing 12 & ) /F# X
5 siRNA 94 751 —id, EWEETORINARLE T
52 L CIEWICRIEIC RNAL 258 T 5720, 51%,
SIRNA Z W72 EHRNDISHIZHREEND THEEZEZ LN
5.

FUREL-EEFIHEIEZEELT
—siRNA FIHNY 2 —DEE—

T FLE M MK (2 A K L 72 siRNA % H v T RNAi D928k
BTN, BIZT0/ v 27y VHREI—HNTH D,
I 7T VIR ) v 7 T VM OERASTE 2w
7O RMOERICEIARMETH L. iz, HBAT
SIRNA Z AT HRBNZ ¥ —1%, ZhbDMEZ Wik
THEELIL, TANABREDTIN) =V AT L%
TRBIZTFERBEANOBLRT A EEZH5N5. 200147 AIC

Tuschl ® 7 )V — 7221 R D siRNA # W5 Z &2 &
0, HABWHIET, RRMIZRNAI ZFI XTI L8
THETHE I EERL, siRNA DRI A5 2 DORIEDS,
MRS E o7z, F LT, 20024FH5FIcFe 4 o 7 )v
— TR ELTOO 7 N—"T%, HHILEWHIEN T siRNA
RS, RNAI #5 &R T VAT AZRERLZDY,
ORIV ATLERNTDLEANTE LT EY VT A
FATD2ODTN—TI AT ENTEL (F4).
FUFAIALTTIZ2OD U6 7TUE—F—nbtry Ak
7 yFEy ACHN T S RNA PSR SN, MA TS
TYVFALXLT, siRNA 2T 5. —F, ATV ¥
47T, BVABEET VFE VAP —TERAL T
AHNTYYRNAZZEH T 5. ZORNAZMBAD
Dicer IZX»>TFuaty 7 &, siRNA &7+ 5. Dicer
WX o TUM SN2 siIRNA G RISCIZE o THUDAT N
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e — +1 sense sequence loop antisense sequence  terminator
ZTA)[’ 794 j tRNATOE—F — rﬁ(—)(‘—)l(———ﬂ(—)l
'lll‘ TTCAAGAGA TTTTT
ﬂ 5=
|7 sénse seauence r T o
ULy &hﬁhh/&hhhh&ﬁ&ﬁr’uhﬁhhhkc . a4
vaThnTEZRNA Dicericdk 3
Taky Y
, NNNN:E:;?;:L:NNN&&UU
sIRNA UUUL RNNRNNNRNNRRRRRARRRR
_ o rgsense sequence | )
B 4 ™
9 ‘/TA& 4 7 +1  sense sequence termin ator +1 antisense sequence terminator
UsTOE—S— || || UTAE— I~ |||
WIA G c TTTTTJ/‘ LA A )#G NNNNNNNNNNNNNNNNNN C TTTTT
ﬂ KE
= ‘aritisense sequence
N\ /
4 SiRNA OMBBNIEHNR S & —
(A) AT ANV —=T% 47D siRNABHRZ ¥ — AT E Y RNA PG SN, Dicer I2&k 57

Oty >y 7 %23 T, siRNADELEENS., B) #7254 TOSRNAFHNRS ¥ — 1 2

DDOU6 FTOE—F =5ty ARNA, 7¥Ft¥ARNADHEESH, MRNTT=—1L,

SIRNA 2SEEA SN 5.

TUvFEVAEDOARE R DY, D siRNA-RISC HAKDT FA B G E Y 2 M E I RAE S/ 5 2 LAY REZ tRNA

B mRNA 2889 5. MLy —7y MIRLT, 22
DIATORNAINRY ¥ —%FHL, KT sE, ATYE
YA TOFHREY) BRI R E R L. S, AT
Vv 47T, BV ABET VT v AT ICHE
5570, RIS KEGTE, MlBNTLILER 24K
HORETHAET L20EEZ 5N 5. siRNA ZHMlaN
THE IE572012, LTS EE 2z 5N7-0lE, RNA
AY AT =¥ (Polll) IZ& o> TS Eh b Polll %D
THE—=F —Th-o72. PolllZ7TE—%—Iid, tRNA
% small nuclear RNA (snRNA) % & @, HEHFEES
ZEETHDICHWLNTED, PllRATHE—F —&
By, WEEYICAR ZEMSME vy, hTh,
U6snRNA YOUE—%—, LA My H1 FOE—% —I3,
Polll %7 1€ — % — & L CEIFMYIC RSB 5 A58 5 B ik
BRAOLERICH Y, TOE—F —DEBIAEZORY)AHH
AWEERZ L2 5, sSRNAFKHRZ ¥ —DTuE—5 —
ELTHwONZ, ZOoU6E HI 7at—4% —binkE
ENDRNA BBICRET A2 I DAL TWAS. Ll
%255 RNAL G E TR A0, ThHoRy ¥ —%
ZH VT RNAI 28 S 512172 L 5 D )T RNA
MBI S B UEDNH B>, 2 THRAE,

TUE—Y —%FHVIsiRNAEBH Y AT 2 2H%EL
725,

FLix, tRNAZ7OE—F—DOHTHE FONY D
tRNA 70 E—F —Z HW\WTW5b, TOTFTE—F—T A
TAE, bEDBEVKRFAL L ERMEEL-DITHIES N
2b0THY, VERYFA LA MBANTHRNICZHEES
B0 HICAHWE TH o7, ZORNATIE—F —
ORI L LTIE, BEEYIHRECIRETS2ILTH
59, 851206 7HE—Y —OETIE, HBEMOIRE
BGASG THE 270, REtOBRBETT ) V&> Sk
F M ES 2 BN 200 UE % 52 w25, tRNA 70 %
— ¥ —OBEIFD XD BRI R,

tRNA 72E—% —F, BEINLBETONEBIZT
=Y —DMAET B, D%, ) v —EH & Lf%f
KDY AEBHY, V—T &I Lf%f%@?z%t/
ASADEFN DB D IA—=F - RD. ZORE,
%5%%@&“A%%@?X%KX?AW—7RWWN
ML 7-#E#% ((RNA-shRNA) 2T 5. BHY AT A
OBE L LTI, 5 87z tRNA-shRNA (XM E (2 #
EENTDicer IZEMIN D (R4A). ZDEEtRNA ##
WOINE, Dicer DYIRITEEICHE L W Db o
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BIAE T T2, LB T siRNA SR 7 ¥ —i3,
Kk e 4 THRFEINTWAED, tRNA, U6, HI 7u
=7 —ICHT IR ROENL T — AN, F—ATH
LEEZONA. L LI L CTUT ORERM 250 % i
S UERHL. 1. ATFLAV—TEVIARELLLEE SR
5. 2. BEEWISHEICEXRING. 3. WEEYH
Dicer 2L o Tk 3N s, b In=MIL, $hE
17 RNAI FEICREBLHTH A 5. 0 o00%E
BRIZB W TIE tRNA-shRNA ORI U6 7 4 7 & i
LTHEWI EMPBIEIN TV .

—7J5 siRNA x4, BERBECH] O SRS 3 5 4R
AELNTVBES D, 207D FM 7% siRNA FEBIA 2
¥ — T 5121, TREhONRy ¥ —iEx L R
L7z BT, WRIRRZENST A &2 ERDT2505085F —
FA VI THBEENZS.

LIV R AREANDIGH

HiIZ BT, RNAI & RNAI IZH#T 2 BT dH 2
B#HY—vH A4 L7 (PTGS : Post transcriptional
gene silencing) 13312 4 )V R EGAZ R4 B B &
LCTHWTWaY, BRakzds, BT CICHEEmIcE
WTC RNALIZ X 27 4 v ARG 5 B A 3 s S
NTWVRWA, siRNA W7z 4V ZEREF Ik &
RWIfEAFEE LN, HIV-1, CHRIFFRY A VA ZIGD &
$ 5 RNA 74 VAIZH LT, siRNA, 5 W0iE, siRNA
N7 7 =" AT MEN R ENTW A7 20014, Bitko
S512&0, —AH(—)RNA 7 A VA Th %MWK
7 ANV AWK L TSIRNA Z w3 A0 % S 79,
SIRNA 120 ge k™ 4 v 2 mRNA ZEE & LT
FhE R, EBIZY A4V 2 mRNA BHOBD MR SR
2. L2 L, WA NVAT ) AEKROBAIIR SN o7,
Bitko 5%, ZANVZAF ) MK LTRHEIR SN D5
7HME, BZESHLF I ARNADY V82 HHEAKIZE
DEDLDNTHRESN, SRNABPKXETELRDPo72720T
HHERMEUTWS, $72, b FOREEMIRLOMAREET
AMIZ BT, siRNA W& ) HIV OZEBIIH AT Hh 72
EDOMEDPHRTRINLZTY, s OHE T,
SIRNA i3 HIV O LTREH & 52D 7 £ v X #AET (p
24, vif, nef, tat, rev) ZEEMNELTBY, Y1 IVAL
NIV E30PH505D LI SEL T LK LAz, BT
b, WAEpolll "B E— % — 12k BrevZiEpe L
SIRNA BB N7 & —1ZBHELRREZRL, siRNA BIHN
78— NVAGHEICERTHLZ L ERLZ". RNA
TANVAHGEENE LA ICRIBEINIDIE,
RNA 7 A VABYOBHEDERTH S, 74V AIZE
BEVEBBIIB VT, ke EBREFOY AV ADER
AR ENTEY, siRNA X 2B+ HEsn %

(VA VR 535 #H1F,

WZEREZOLNL., ZOEENTS, Jacque HiE 1 DL
+o3I A~y F%4FL7siRNA (& PKR i LR 1 L
2GS O FRAR B FEBIIH & 1 ZBAR R <, T A v 2B
REAKbNDEZLE2RL, ZROADRLTVHIV2ED
AV AHES I SIRNA 12 & 2 3R 8 2 3hib L5 5
WRETE 2RI L 72T, EEICRY F I ALV ALK T B
SIRNA % W 7- B Tld, ¥, siRNA Ik % o
) DZERBA o729 4 )V AEF ARG L7z 2
EDEENY, CoOBBRENLT A VR, TSR
UFIANVAHFIZHEL TV LDTHE I 0D,
SIRNA OFRE, FERMEAVREINTHER L O EZ SN,
7 ANV ABEENIHT B EINEIC L 5T, 2D L) % siRNA
THPEDZEE 7 A N ARDHGH S 2 D% B Cl2iE, RIFS
TeEH B RN &5 BB O SIRNA # Hvwb 2 &%, R
STERELHMABDLELIEVANTHLEE LN
5.

RNA 7 4V Z12%F$ %5 RNAI OFERHES) & LT, 13
EAEDYET A NVAHEOBRGIDRIEN TS, TSG
101, NF—«Bp65¥% 7 2= v b &7 A v AW I L EE %
WIEDH IR L TORELREPHONT VDY, F
72, CD4, CCR5 VvVt 7% —=%¥Em, 74 )VADHNIEIC
AT B72OONED LT ¥ — b AR ER & LTl
ENTWVLHHE,

ek, BRI X B TIREICIE, TN —ORE,
Bl%, RNICE BICHAET B AR TR EESR 12 X 5 50 & o
TR L RS T 2 BN WRT AN VI RE L
MR EYTH o7z, BREWZ &2, BEIREFICE
) siRNA &< 7 ZMEENDR)ZRI 72 77 /81) —H30] BT
HDHLEOHENR SN, REBOEIRIC SiRNA % 7EA
THFHILDY, &TolEd THARICHEE L 2bFTldk
WS, JENE, R, RRNE, M, BEBC BT, BALZL
R— & — {1 % B B 1280-90 % AL FE I 5 = X 121K Th
L7.

RNAi (&, LB B CIERICH M 2 dl s bk
WOFEIRY)OO0H 5. T2, 74 VAHHIZB VT,
RNAL#EH OBIIBIAR 2 1CHE SN TB Y, #IEFIH#
ANOIBHICKE PRI FELNTWS, LA L, FEEIC
BRIV B 720121, TN =T, RELR:
R OFHME, €L TN D SREEDMRGES e < T
5%\, RNAI OO TRBH IR TV ARNWI L
PrEEZ 5L, HBEL BRI O, HEFPLELSH
LTHAI.
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