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Study for RNAI in Tumor Gene Therapy Drugs
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ABSTRACT: The occurrence of tumor is the results of accumulation of multiple gene mutations, as well as network of gene
controlling and regulation arising from the interaction of'these genes. At present, more and more RNA interference(RNAI)
technology was broadened to the field of tumor medicine. The review is focused on the application of RNAI technology in tumor
gene therapy and the discovery and filter of its candidate gene as well'as current clinical trials of RNAi-based drugs.
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PRI D REAIT S 110 — A T, ) ISt R ey — o i
e S R 7 e DR B 9 B ) R T B, R 2
EATEE 2" TUFRISUN NP E B SrS PN
WAk hae 2w, ERME L, B
] LA R S R e, PRIk, i S P R Bk
TRYT G R AR A I 1A . RNATE N —
PR AR, o B2 e TEfe
EFHRE S FE DR, R RNAT FAR A S S
A IR YT 7R I 2 W, T A
NN AN R

1 RNAi 7R £ RA T A = S 895 A

1.1 TR 5% SRR RNAL T AR

g 0 M L R T I R A B, bR A e R
SRl b T AN 7 A AN B e FA R ) )
BAHC . TEMMR I R A R e R v, T il
BRIZKSF AR AL, A RESe(E 50l %, S 4 kK
o3 B4 RN IE TE AT OC (945 5 10 % A T = 0 K IR
A, TSR, QA R T B A A S 52 B
e 5 DR R 09 366 DR 4 A3 R0 Al 15 5 A% 3o S i 5 )
FIEPL, R il 5 5 A5 SRR HEAT RNAT 254110
FHORHH AL AR T B — ANy T .

Fukumoto 25PIE$¢ T Gabl(— M Z 44 )
Pk B D) B A AE ) T EIA L, WIS
SiRNA Jf4#6 9 N4 (1ML F-36P 41, 2549168
AN AZ R A A 7 B, i EUAE SC 2 br 2
N, MR IE S Gabl 2558 Erk1/2
WO AR JAK (B 6 2 RS ) % o 030 4
F# CCK S LAl im ik IR IR {5 5 % T id 12 24k
AL 2E P 9Re 4 A K R . A /N 4l BRI e
T 0 e T 1 R A R e TRl AR L A
CCK HE K3 IE J A FH L 52 AR5 i 04 B2 e oA e i
o GRSV )T B B . Zhou 251 H it
FIFH#E ) CCK-B 2441 siRNA BHIWT A M & SGC-
7901 4 }fd &R CCK-B SZ2AARZK X, [RIH 4R = Hh At
14 BELIBT 1 WA 32 -CCB 244, IEsE SGC-7901 41 i 14
B2 BB AEL, AT S M LL BN, AbTE
Wl TP Y caspase-3 RIS TE W E W N, MMP-2
(PRI 5 T R e s DN 1 2 40 1 23 44 5 40 i ) 4
MR AT IE, ST R, EAE S
B b g AR . D AT WE TN B DL
CUX1 (e 35 1) Fr e PE 1 siRNA g0KRL & A W1
AR RN, 2R BRI CUXL Rk
3519 5 TRATL(F 8 S0 B R A0 DG U T2 S k)
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MY SA M T AR, RN PARP(Z %
ADP-#%FE R G W 0 A caspase 3G 1. R,
CUXI MEIENFES Ak B B {55305,
JF Hafat i BCL2 RIAF R IAMBIAILE T o
FIERBPOAT AN . F, GEFRCER—F2
5 40 M 8 T I 22 20RO 2 TR BB DAPK(JE
TR G B (e ) L R 4 siRNA H 5, HA
caspase-3. caspase-8 fll caspase-9 FJFLIHHF A, MK
J e R R AR IR IS S A T, I
b U IR SR BE IR 7 A S T P G AR (TRAIL)
DR4 1 DR5 [)#%i5. AGR2 JERJE 5 AR
AR BRI S A7 2 A G I SE DR, AR 2 iR o A A
KIE, HAMGESHE S REEEEEN,
AGR2 JEIN ) 5 R0k 5 FLIRIE 0 R A4 R R % D)
M. HiAETFRIN AGR2 #1530 siRNA #
HiEElL 458 B8 AGR2 [ i 51E Cyclin
D1(41 i W12 F1 D1). survivin fil c-Myc {3k
AR5 S FUIRE ZR-75-1 F1 T47D 41 f0 A 1.
NE-kappa B J& — Pl L4 s K1, 40 i A
o FEKCER T A RS B AR R R, Y
MM 5 1 T B A ARG 17 kappa B P65 1] RNAI
W57 R, kappa B P65 ik (1R 1 5| Ji
BxPC-3 ", PANC-1 4ifii*}* Bcel-2 J& procaspase-3
HEARE N, Bax fAKIE LI, W80
W BN B TR . A BRI  RE
BEAIN T BURS AL ABE TR 170 38 440 P 48 41
1.2 LR A T B RNAL 1R 29000050

Jip9Ra I 5 AR AR T R R A R R
ZE R By ol B T . W5 R D05 bRt A A
FAT RHIR A7 30 R, G ifi e Py R 2R KR
MAEME. NEME. F4EALERNTE, 1
I ) B2 AE KR T (vascular endothelial growth
factor, VEGF), M ILZZ4K(VEGFR)REST 7 e i3f
M. WOHE RGT RS, A IR BT AR i A
T ek 5 48 G B 1

Zhou %51 5 VEGF #5577 siRNA #54e A 2%
5 S CaoV3 41 &R, 45 78 VEGF /& mRNA
REE A KT RIS 52 2 W B0, Caspase-3 ¥
PEsfER, 2 AMIKE A MMP-9 fl MMP-2 £k E
FERBE, ARG AR ZERE W R . R
5% W] VEGF 4 iR VEGF-C JER 1 3%
i R RE el R S sIRNA 263 5k Tt 25 410
. £ NKE g HCT116 4B &+, VEGF-

PR BLACR T 2522 2011 45 9 345 28 45 9 0]




siRNA {23 Tl VEGF & [I3RIE, 05040 i 34 5
KR, HeairE . HAME R VEGE 1
shRNA 7 A& PJ I A% &b 5256 v 35 28 I R4 1)
VEGF ks, 4050 o8 i 7 2 1, Tang
LS i 5% 2 ] VEGF 45 57 siRNA RE 5[] I 411
il VEGF 1 HIF-la(Z %75 5 K 1-la) ) KB K-,
BHL DT fih 988 1M 4% 1 2 B MRS N R A KR 2 Ak
(VEGFR) .70 40 Jitd 73 22 H9 58 S 3 # A g 8 A= i
R G R R S R ] . Wang S5 RESY
R H $E17) VGEFR-2 [¥) siRNA ¥ VGEFR-2 3
RIYTER 5, AESPRAK SKOV3 41 ffliHh LPA's [ AN12
PEREAEHT, [AII BEA DOV13 A3 JE /K 7 i o4 28
FLPA VIR AL HEVE ]« Zhang 2T iF 5
F W] VEGFR (1] RNAi 520 IR 75 54 4 Al i 4n
Hikk A549 J5, VEGFR RIAAK P EFFHL, 4158
A B SRk, R A A R 52 2 S A
1.3 FETMBg R &, 7. %K RNAI if
7 2oL

12 28 FVEL B 2 S0 P R0 (P AR SRR A, B2 3
FORIT RO BRI . DR T A E R
TN, BRI AR B A2 B D IR
2 e #2014 B K 4% 3l e ) A
T TR A A AR T BT S A
960 20 N ) R I B 6 T L4311V siRNA K AT 82 ik
b g () —Fhva TT F B

it SAC(MUCSAC) 7 s kv, W3 78 S
M SR RN MR, HEIR I A o R
b R R Ak, TR R GRS IR N i RS B R
ZEM K. AT 2 U™ I MUCSAC F5 51k
SIRNA ¥ 7 N\ iR SW1990 FTBxPC341 il &,
S &% 3R W 40 P 1% R B R4 22 re S T B
It HAR Z8AH 5= X MMP-3 1 VEGF [ %15 i 2%
T A RPER MRS T SAC 1R IA T BRI
gt 00 RS B R4 22 TR BE 0 o 4 LIS Bl ) 1 ik
55 R B B A OC, 3R 2% 5 1 (Ezrin) J& T ERM
(ezrin/radixin/moe-sin) & [ K5, & Fh il i 5 41
MBI E N, RS HHRmAK, X
man iz shte f, SEMEER . PRl Bk
Ezrin $553PE 4 shRNA RiL AR Y N B IR
MG-63 4l R 5, Ezrin EHE AR (1K TR L3
WETW, B RRA A KT g, TR
WM AN R LB WT 2 R BE. CD147 2% Ek & i
FR(gSF)R L, CAHRIE CD147 152 F I8 41 g

T EBACR AT 2557 2011 4F 9 H 5 28 5 9 1)

R s, Wi 5587 48 & (1 (MMP)
(1) 73 WA J 988 A B 1 42 28« e S 8 h R 4
AP, ARSI i I N CD147 1)
RIS AR R IR 28 BB . 5%
PEREZE A375 4k, CD147 £ siRNA
AEfE 12 T I mRNA K8 TR IERIE, (A
I B AT J R & i 1) 42 28 R G B 6 o 6 O B
HO-8910 pm ZHJfufk 1, #n) CD147 ¥) shRNA £
IR JTORL = AW CD147 [13RIK,  FRAG IR 40 a2
FBRER RS fER DS T24 4lirh, B sy
S:1) CD147 ¥ 51k siRNA A3 2504 CD147mRNA
MEEMRIE, LT MMP-2 1 MMP-9 Fl
VEGF 3Rk, FEAR BAE RSN IT R, 1R 28HE T .
Ty AN IEAT — e FE TR I i 2 TA L5 I8 4 B 1 ¥ 3
RZERERS <. Pang PRI HIAE K b
LM Bel-xL BEDH [14e 0% siRNA #6 98 \K i
HT29 4, 258 5RiZ R mRNA FlHE 7K
SRR S, 41H wPA S KPR
SR, ORI A M A 2R R W R R R,
AN B PR P 4 e IR T 32 4k CXCR4
MR 5 siRNA-FH CXCR4 mRNA & [ Fi/K
RIS G, AR ARIMZ 8 9855, BASH IS T
BEA . ah, A Se S ) n] gk [R) 2E 40 M 4R 28 5 %
¥ Pt A Nalla 25205 #1115 MMP-9. uPAR(JR
I 2T 25 I )OO 2 AR) R cathepsin B(Z141
G B) siRNA 407 41§ % N &1 41 i PC3
1 DU145 4ifi &, 453 27" MMP-9. uPAR Fl
CB [ZRIE T, 40 il &5 A iR 28 52 ) B B4
il AT
1.4 FEF RN IE TS RNAI IRIT 290150

e URa e 7/ RuNTO K U o R ER = @7 S R )
5 RO A0 B T (A B B AP, R () R A
R SEIX MR IR TR 25 A o iR 40 R 2 el
TR T ) 3 A R g 2 8 R () U TS A R 1T
ST LY b Rl N0

HET A% R (1 B4 DAPK J& —Fh 22 5 1R/ 97 5
R, S5 AT ARA T, A0 R g B B
P Bai %50 DAPK 4% 50 siRNA B 4 A 2%
T A B E HHUA 400, 459 5o i R 5E 8
TGV T S AR (TRAIL) () 43 W 5 I 25 48
i 00 i ) A ) R OB R R, Al RYE T
i A 2 e EL T ) A iy 45 K, ) A R S £ 5 PR
FUB 1040 s 22 R T, T R, AT
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b 4 it ) R P AR IR o AR ES AR, i ke
FELEAR /D BLVE 78I, 7R 39 58 LU R R i) 48 v
S A R (1 3 P 2 T ey, DR O R 3 ok 0 it o Pl R
SN AR 5T T W i ke R S
SIRNA & T8 804 400 1) g Ao il 55 DR SR i, 4
)4y i 8 A5 RS2 06 1) S5 O i R A TR O T I S
B e survivin A& 8 T # #ill 2% 1 2<% (inhibitor of
apoptosis protein, IAPs)E i1, &5 T ALt
TR . WEE PR, survivin JE PR R P BE
i B A0 ) 22 P R A e, 5 SRR T
FE I g 40 ey, survivin SEPRRR 521 siRNA 5 4%
N survivin KR K, B3 B0 T 40 i
Vi o AE T IR 40 M5 Tca8113 4 g, ¥ [i) survivin
LA [P shRNA B 2401 survivin mRNA FIEE ()i
Er vy & SR || E Y OR T W Sl S B i I PGy
A PRI BB o [RIFE, 75 SMMIC-7721 4i
U] survivin ) shRNA B2 i survivin 3E[K
mRNA FH B RIE K, 40w fE G2/M 1,
PERT AN M T A, B SR AN M BN SO o Livin 5
DAL 5B A IR T2 2 T (TAP)JRI A, % 4 i A=
K, BRI T RS BEAEN . K, Yang 4PN
FIH Livin 2 K 0 EF 5% siRNA R Livin FER %
G, NEEME T24 418 A8 5 A7 TE I BE
T AR, T24 U T Sioh, SRRE K
J S DA DI COX-2 DA 4B 2 3= 008 o 1 i 41 i
PAT R MUAR GO G 058 5 % % A0, “Zhang %512
(P90 78 COX-2 JE DARESRYE [ siRNA fg i 10 2%
BEAR & B EC109 41 i COX-2 &5 13K IA, Fiil
MMEK, FHFaRIET .
1.5 BET e 4 Mo i 24 P 11 RNAT R TE 29 0F 5
% 25T Zj WLl MDR(Multidrug “resistance ,
MDR)2& iR A7 RO 2L R . o, gwhd—
Tl i I 24 ) 552 B 11 ) MIDR 65 BT ) 10 7K S ik A
e 40 1 BB 08 K5 45 b 5 R AN AH OC AL T 290k 3
SR AL, AT AL A AR P TR AT 2 0 B R K BRI
BRI 2803 ] MDR AR CHE R (1 3%
I RS O i 88 41 X Ay 24540 1) g stk o
Shy LB e g A T 22 2T 24, 4 v 4 RO 4K
57 29 UM, Patutina 253 B HE ) mdrlb.
mdrla [F5F 55 siRNA MK mdrlb. mdrla [3£1A
IV FEAR Y RIS S 56 o 34 B = 40 MR b T
2P R, TR R B AR . Lou 451
FIF MDR1 45 5P siRNA FFAE A N 590 23 22 24
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40 fikk OVCARS/TRMDRI KI5, B B4 74l
et 2 22 R 5 3R AU 5 Ak, A E A0
B MDR 1) siRNA IR RIAEARREN N2
21N 241 A8 KHOS(R2). U-20S(R2)4H Jf () MDR
FAk K, R g 40 ) LM e T 24 25 1 (breast
cancer resistance protein, BCRP)F]KIA K-, Wik
i 25 A0, W2y P i B 5ok a0 2 24
M 2566 77, 38 o 40 S oo 245 ) I U ME . [RIARE I,
oAt a4 b — LKL R ) 57 A 25 3 30 4 it
2 25 25 AR R CD147 % 5tk
shRNA N A2 H i SGC7901 4 itk CD147 &
1K, BRE A AN A0 BN T, I HL w4 e i
BB o [N, S 1) bFGFE BT 4 41 i A
K 7)siRNA T4)7 5 T i bFGF W3Rk )5,
JBE IR U25 ks A172 FT LN229 40 Ji 384 58 fig 7 B,
111356 A 97 25 0 SO A5 DA k2 4 e B,

RNAD FOR 0] Y H T S 450 g 24 B3
(T AT 2 BRI siRNA HAR SR bR/
C0l: #% #% W (spermidine/spermine N1-acetyl trans
ferases. SSAT)H: K FIATTER I N AS549 fitides 41 g
PR, SRJEMEE SSAT FKiEHii G 40 i xt 2 1 2L
Y1 CPENSpm(N1-eyclopropylmethyl-N11-ethylnors-
permine) 2R 1) AR, 45 KRB SSAT RiA
UUERTRI4IR %) CPENSpm(0~20 pmol-L™") (2454
U W E A T 4 . $27% CPENSpm 5%
JIRE B SSAT a3 1 & s 2 BRI 1
(15 7tz —.

H T FRPUIR TR DR R SRk 5 g1 P 2 AL A A
RIS, Pang U R KIAA0495/PDAM
(P53 M T 7)) siRNA JLEL PDAM JE A,
46 IR A0 7R IR T 98 A0 O KR TR W B ET
T B M JY RN B AZ B (R UM I e R e, R R 5
P p53 PR BT 4 B AT 2, $27R Pt
PR T L DAL )T 1 AT RE A S URA T 24
2 RNAi ZEMEE R ATT MR EE F /Y & A0
i 128 H B9 152 A

i dRg JE RIVG T S o R DR ) o 1 R —
AT EE D, B A e i DR ot 1 0 950 47 Tt
DA R o 73X A ik AT 1) 3K 02 75 e 7 AR VR T RO IH
. BEFE RNAL AHSCHIRAIN AL 2, RNAI
HARC A2 Z N, AR —mk
(A0 U RN IR T, WA B e iR i R v
I H I G 2 i)

o E AR 2527 2011 4F 9 1155 28 253 9 ]




Stat3 JER & — P E BRI SR -, AEZF
JRE i i R ARk, S E AR AR B
TIBEZA R Bl 1R — 28 g JE R va )7
(RIVE 7R 5 . Verma 251 RNAT BEAR AT A
R T 40 bk ©9%3 (CTCLs)Hut78 40 il & Stat3 f¥)
FKikJG, RIMAMMESILESAE, MBHET.
IbAl, STAT3 & I HIFRIA R IHHE Bel2 Kkt
JAT- 3L Bel-xL IR IE . 78 STAT3 2 ARk T
41 Jfa 9k E988 (CTCLs) [ 22 PR VR 97 1) — AN 8 7 1) 3
REVBE ) JE TR o 1T 7R N R S 1 i K562 4
Jarb, #m STAT3 2% 8 /1 siRNA T iff
STAT3 & HRIAIK G, 40 M A= R 5 52 214
G I O B sl s 1 8
PEoR Stat3 2 1% M T 1 95 5 R 7 i L 1)
Mo [, R N M 5T R 40 L (GSCs)
FIH RNAL SR R STAT3 A KL )G, GSCs
AR R i 52 21 B S AL, R R PE GSCs 1 Bel-2
Al cyclin-D [IFIEREAK, CDI133740 M L fld b,
B4 GFAP # MBP ¥4, 1 HA4)4¢ %) GSCs JE ik
iR 1) g BRAR T, Sz 3 $0di {7 STAT3 7 GSCs
AL AT AR R A AR b k% AR
., 7R STAT3 J& GSCs FEKIE Y7 Y BB i
I .

BLAAR IR (T B, A3 1R n] 6 2 Hh 2 FlOE IR 3
[F) 0K S T B0, X3 7 7 5 7 i g 11 2 R
TBIT VT REAFAE AN DAL s e B S, AR
i IR A2 O e 5 A L 55 2 M4 (receptor: of hPRL,
hPRLR)ZFK A i BT 8UE 12 14 54 5 N i 53l
i L 12 40 P PR S B AT Fee. Miei 25 VR T RN A
FARAMB T N KFLRE MCF-7 41 & HPRLR
FED K PRLR JERRIRIASG, s 40 d 555z 210 0
AN %45 B8 hPRLR LB AT BEAE L IR
JERVAIT 10— AN AE IO T Bk 3L [, 3 A7 A o 1)
R IR AZ AT IR G 12 k. ANT2 763958 40 i v
FIE, L9 A0 N T AR A R AR AT G, M
RNAi T H AW H ANT2 75 7L IR 2 40 Mo Bk
MDAMB-231 1 [y B2 3235 )= 40 i A= K i1z
BB R AOH], 400 AR B . BN ANT2
S LI RE RS RVE T 1 50— AN FE R ) R R e
W N LR (Efp) 55 40 i ) 3 1y . DRI
R e a e S e A 2 R Sy R R S
5 U T BB A 55 . MR ST YT R DNA
BARIEL R Efp 1) siRNA(HR S siEfp), FEAAK A R
PR BLAC R I 252 2011 48 9 15 28 45565 9 W]

A4 e B 25 407 MCF-7 40 fa s,  BH 40 i
W1, JFHAews N 14-3-3sigma )% i5. #2718 Efp
& FUME SE VAT 10 4 TR AT

RNAi A A JB 58 1) 35 R VA 97 o ide 55 A
TR AL T 9 Kk % . EphB4 & 25 (IR & BRI
W52 AR S Y, 5 TR ) R AR AN R O R
V). FIH RNAL BB PG R FUR U251 4
Mo Fh EphB4 JE[R f5, 4 B g 52 21 H 5 ),
TR AR 22 BE S A FIRE R R 3mSR 4
v EphB4 2 [ w] /5 24 i 112 S5 e (1) 43 - 7K~ va 97 8
L LN . SRR W] CypACEHR 2 I 5+
Pk sSiRNA it ff US7VIIL 41 il &2 CypA R IL)H,
MM H, BiE, T ARG BRI,
96 A1 AR SR AR N A2 K SZ 309, 1 40 A 25 IL-8
(R IE T oaZ 4 AR CypA J& BT BESN i Ik
RIVE YT 1) X = AN R AE TR AT R
3 RNAi FERTT A IR R R

RNAG LA 50 K 1) 100 161 55 DR 2 26 119 2 . A sy
FERI RS P 105 R A 2= 5 LT I
()2 % . RNAL G R G S 56 = 41 2 3 1l
IRe B 56, ANFEEIAII0H 156 A A3 v B s ik
AEVCERAT AT JER A iIRNA . HoR, ZZE VRSP L
BT I BE AR R 2N 2 1 25 ) AR ) 2 ) e A L R I
o BRI Bt —Fh7E mRNA 7K 15X o
L R R SR ONLIGIDIR

RNAG FEATE AR H T I 17 Py s A A A1 44
ANPRE K BNG AR, 2 1 AR A2
Acuity Pharmaceuticals 23 ] T 2004 45 i I & 1
il VEGF [ siRNA H 1697 & 4 P o 5 A2 1
(AMD), Jf H &R # . siRNA 1F ] THEm s
Bl R FT L Calando 23 W) (0 F-VA T7 SEAA b 78
Y] CALAAOL, 2T 2008 4F 5 H 3k FDA fit#EdE N
[ IfK. CALAAOL J2& L3 £F PR RIRG -5 2k 2
-AD-PEG 4 2K JHURE T 119 L i) A2 A% 7 1R 3 it I
M2 WHE) siRNA, 38 Ik B AR A% 1 IR 04 5
M2 IV 5 1R 2 2 AT A 21300 g 2R K, i/ iR
PR E IO, w4 28 Je R KRS w9t o,
CALAAOL HAHUMR G Bzt R, 1
PRARES: v 36 151 S A4 JRg £ 5 43252 O 3 21 d IR ke
SHEH TR, 2009 4E 3 1, Alnylam 2w # T
J& T TI7 I RNA T48254) ALN-VSP02
(0 1 30 AR 2o 2 245 oA ol 7 I o v
] KSP(Zi4EfRIK 5 85 ) A VEGF(ILE P iz AR K
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7)) siRNA, 3 3 BE 20 it o 350 00 000 st fek 98 i
B L IE B AR R A KT 0 . T 3R
TRI 58 91 e £ A e 52 o A ) — U PR e i S
BT .
4 RNAIEAEBERTAYFERN IR RE
RNAi 1ER— DB MR I Bos 4w K2k
W . IRZIBMAIGIRE R RN, RGWIT R
W E K. RNAL 2997 3E R« g 5 AR
F I M b I B N A, (H H Al
RNAi VAT IRRIEA L, JhRATVF 2 In) 51 75 22
Sollte siRNA AEK 254 1) 32 B fig 46 T 25 4ia 1%
ARG M2 )730 . sIRNA B[] P R0 403000 . A4
AR RS BT 2008 LA S 25 22 A 2 )
. DB S siRNA FEY 0, deRFER N 1A
RO BE KR RS, PR A RERmAIEE R
G5 B A BHIE T AE 3 R R 2 U 1 1) 3 1) ) 7
2y 7 R RNAT A K AR
F B AP R G2 HREE, Creusat 2% W 5¢ T
R L W T 3 AR TR 38 326 WL RO 326 2008 11 5% i [
%, A TR OV IZIE1E RS B A AL 8
SIRNA. #F 575138 T Jlig Jo s Wi (14 7 SR B3R 5 40
LD A SN - X LR DS A e 2
FERER G- shRNA 12K HLAR T 22 )2 I 40 Kb A
A FLEESIORE 25 78 T LAE R siRNA [ RUZ % R
5. HARPT Bonmie SRR S L
RO AN Y $95 SKOV-3 41 i survivin &1L 15 S
MMIHT, 5 siRNA PR FEERHE T AN B
AT SEIE % 07 Ko BAR B RS0 L RNAI 254 Bl
TG 1R B A, E 4 AN Sl — > D5 Z5U R W 1)
) A BTN RNAs 2 40 PR SRAEAE (13
DL e, B 4d ] RNAG BRI T3R8 IR 28 5
PUEL BTG AN B 0T () 40 P15 - 3 A D X 4
B E ) ) AAE T RNA 5 5 FZ AN 2 A7 A
BARIL R, BT AR AT — R 4K
PUAMIETE RNA 2N G528 N AL, 5 A )
/NG T IR AUEE RNA. RNAI RS0 5I)3 Toll FEAZAK,
SR T E RN, 2B L AR 56 45 5
T 5 Sy AR R T AEAN R RN . HIR,
siRNA BRI SLARG 73 7 it /N, 75 5 4 BB AT EAR
Pid bR, 785 Bl P VR IR 1M R RINA i % A 1
WA TRE » — BT E% RNA T30 T3k T —
S L, 2 A A sl oK LA 2 T R ok DA v 3L
RGEME. Wk, i thtje RNAT 25l A i)
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i

RNAi B8 3 HFT RNAT AR (K857 b g
(1) 5 ) VR DR VR 7 S i T a R I s, R H
AEAE R W AR P i), BRI T RNAL R TT
A, (HEEFIN AR SRR 56, M Rr
SIRNA (WA 201k o Pk Bz A vE il i, [ 6]
M A AR A, RNADCKAHEE)
2N R DI REWF I . FERVAR YT SO 2T R
LA . RNAL PIBFSE 5 B HAG Bl B B
RSZBR I S, K of B 2 A W2 1) R R P AR IR 1)

p AR
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