° 102 ¢ o il 2 s 20134F2 H 55164452 Chin J Lung Cancer, February 2013, Vol.16, No.2

DOI: 10.3779/j.issn.1009-3419.2013.02.08

RNATF# X FER 3R
B EL 7 By it 53 Hr ) bz FH

ik

BA B
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[ Abstract ] RNA interference is a homologous mRNA special degradation phenomenon which is caused by the dou-
ble-stranded RNA. RNAi library is a pooled library that is artificially constructed using RNAi technology. As RNAi library has
made a major breakthrough in the field of genetic research, it has been widely used in the field of medical research, especially in

the field of cancer research. This review discussed the research progress of RNAi library and its applications in cancer research.
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TEWFE A K FARNAT# ( RNA interference, RNAi )
BARANAIG , FETEMESY . A izl shdb, T
4 J R A9 T PN 547 7 16 () RNAG ST il & ke, g
227 WA T4 A BURNALC % 11897 #ERNASCFE S
BrBeo HTRNACCZEICE: L ErE, HETC 20
FHT IR . AR SORE AN [ RN A SCZE A LB 1)
BRAE LA R ZE NI B 5 b 0N LA i

1 RNATMXERIBESFIA R

197044 F A Wy 2 p D I 1 58 SCAE AT 2 B
BRI X AT TR R Feak, AT RN TR AL
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RNA ( microRNA, miRNA ) 7EEAZ A 582 32 174
PRI, INE T RNABITER R R . 19984F, H— R X
25— KT 4 ( Fomivirsen ) , #%E ML ANZ54 8 3
J& ( Food and Drug Administration, FDA ) HEHEVRYY B 4
TREE LR BT, S RIS TR 75 /N4 e
HR I T RNAMLEI, IEE 2RI 20064F 145 D IR 2855 2%
#, RNAIKIUUE 7RSS, ETEsE A R
WFERPERTIRST E AT 7R ),

RNASCPE 2 N A Y B 4 5 S RN AT i Ak 2
AN R AR IR A S, AT TSI BB (loss
of function ) MYAEYIBAMMIE, HFATRAATE, 20004F
RNAiSCPE Y 7 A2 JERNABF G Y — A B2 KR, Horp
E4x 5L DR ZH TG R N 2R A T I R 2R IO 8, O T 2 HiR
AR IERE A R 7k . WFE B R HIRNACCRE B T2 5
AN REAT SR BE R T B A s, 7ESEPA 2
RERIFIE STt 1 BRI — 20, TETCHHES ) A4
o, RNAITERG S5 KPR BRI TR B el i 2 AR AR
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FERNA ( double-stranded RNA, dsRNA ) , # % ML A
TR, Bl 718 AL TER /miRN AR I T
IhEEM /N T3HERNA ( small interference RNA, siRNA ) ,
W H 212 T IR . W FL3h Y RN A
sIRNAfilA : siIRNAF] LZEAL 7 G J0UR B0 2R fL i 3 A
Yl , H AR %55 & JERNA (short hairpin RNA,
shRNA ) FIARREEEEAAL . SIRNAJE AL G 7T LAZE £
TERNAE FUTEE 1K ( RNA-induced silencing complex,
RISC) , siRNAFTIFRUEERLIGRISC, il AYRISCAHl i ik
FEHAMECXT 5 X I mRNAZS & I A TR . SR
[ A CARBRHLE], WF50E C 201 T & MR R R
TCEMESHY) . MR FLSh Y RNASCE . FefTH 4w
PRUTRNACCER R e WAL= 6 RN AL 21 i
U FERNASCHE , I X RNASCETE M BT 5 iy
A TR

2 EATARNRBIRNAIYE

2.1 i HTFICEHES YRR dsRNASCE 538 S RNAi
i e ERe W) HH BLAE B 75 /NP2 A e7) | S B — B B Ii0
BRI RS o 20005 — X IE 9093 F4& H Y
L PART F E R DR Y F 4 TR 08 1A dsRNASCE (2,445
AT FORE ) W E R R, RN A] H A TR S
B, BT AN A s e i e, g T LS B JCBR ]
RNAiffi i, {H AR R RRNASCERAEE . 75 LF [ —
F], —ANEF X2 H 5 = e e ik 23,000 FF ik ) S HE
ZER)dsRNAFERL I K th >R U1, SCEAR s i) o A2 1 S X
PAASTF TR R EAE A TPCRY IS, PR AL DNARIAR , SRIGTE
AN 77 A dsRNA . i, KX B8 dsRNATE A H
HEATIIRE ATt ol ASEB R AR e . AN, XSSO
PR 3175 25 989 Y 28 HU L PRI A 11 L L R 00T, 28U
Tt B A X9 196 SR £ 1 L PR 1 dsRNA ST
B0 T FLsh A, KAsRNABHRE ek
YRR S, BERITCERASCR 22, RIAS & T 3L 30
Py .

2.2 EHATICEMES Y . AEY R FL BP0 s & JERNA
(shRNA ) SCFE RNATHEM 7 —ATF-BOR#AR (FTk:)
AT HYshRNAFYFE LR 63k . shRNAREHE L P (1) siRNA
B miRNAKLFEH S AETE HYsiRNA, RNAZR GBS 551,
WH1L U6 3+ R JH a5 e i shRNA (424 T miRNA
PIHIA ) BYRIK . TERMET, Z5shRNAJ E 8
A, D7 A B R RNARE R I X AR G Br

TRANM 1L R . 55— fUshRNA, AR N A T.miRNA
(artificial microRNA, amiRNA ) , 7] {4 1R 4 Hf
U 8l 7, 2R IR AR miRNAYE IS
PL— N80 A E B BRI /NRNAZT 1, BEAS &
R, RSB R ik . TEIRE T, JE T amiRNA
PR e A e P R DR TR e 45 A7 5 B 2R S Ve R
IJE SIS LIV . FEMFLsh Hannon#/Elledge
R T LA/ FRNAH BEAif 19 K BRI sShRN A A SCIE , X
SEARAA L S0 B AR AR Z2 5675 Al ¢ 3
1 H LA Y sShRNASC I BE AT S5 SR S 52, i ik
TR IIRERIIIST
2.3 & THFL Y IsiRNASCE EFLEh a0l
K AsRNAFEAE fil R AR R e e, S BUF SRR )
BRI T, FAR K30 bpldl H & dsRNA,
HIt, siRNA (HEH A21 bp) ELMAHEFHILNY
RNAif) FZIEA . 7R FL 3 h B RNAIT 2 T 4h i
JeE R R A O A PR 1215 2 B (tumor necrosis factor
related apoptosis inducing ligand, TRAIL ) 441 JH 1A
PEFIHRIN, TRAILZETNFZREMN — R, HAPURE
e, SonnichsenZ§ " Fi Dharmacon’y 7l A= 7= i &F XS 10
AN (1 siRNASC R Y HeLa 2l it , 7 26 H X TRAIL
SRR T A TEEAE R EER o Sonnichsen S5 O T L X
T TRAILIAE FBLT RO BT 88 259 1 T A S 28 1 3
e

FI i A siRNASC 9 5 7 2 AT G Ak 2 1 A
PRI, E G ORI & L siRNATE (&8 5
e g s, W M sl s anig b .
TR LRI T R GFAEIRE . T A0MELE Y2 Fik 2
YA G LA, AR AT — 20 1 fife ok SE G IR 114 g B
AR . O TRl s R R e aR AR SO
PRI, BT KRBT M TR 6 Y siRNA

( enzymatically prepared siRNA, esiRNA ) SCJ#EU4, EsiRNA
SO IR FDNABIR ( cDNASCHE s #5H H I DNA 5
KESCEE ) IF BN i A% ] — 4> mRNAJF 51 (1 A [F]
siRNAHT, AHXFAb~F G BsiRNASCHE , RCEH =, Hl
WFFE A FE 1] esi RNASC AT SR 46 e PR 2 30 2R 4 00 7 1)
G/

A5 ) FlesiRINASC 28 1) A 1] [ R e ialU) £
BER R RSOV o FF B T SO B e RCRARAIE, 1
ANTE TR A e . DL, IR SO TCIR AR LT
S T EL S A, TR AR I, AT EE
SR b AR XS]
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3 WEMHPBEARRBEIIRNT SHIRNAIE

3.1 JBUEE SO e R — AL B DNAJE 75
Yt SR 4] A oy 1 B 36 kbIN40 2 F AR H o IR B
XS4, TP, HRiiimEsOEC &) ZiT
FEPGIT 1 PRI v s, B 2 g Y At o
FEE IR TR YT, WpS3EE R BT TRYT U, kA
A2 Tl R 7 1 Mo 5 0 P T A s i ) 35 IR 1) 8 1 J
siRNAM), SilenceSelect SCJZE L2 5t T 17 A shRNA Y i B
AR, T RIS AP R 2 e s

Pl s R AR K, oA R A 1 S AR )
R S T A5 D R R ) 3k el R A S D 6 1T P i
Mo Brikzbb, s Edk s R B IEgSRNA, JigEE
HHICRNATHIRNA2, AT LI 52 PR ) i Dicer HIRISC
TR, SPHIRNAGE #5280 5 RNATERAL T #E17T
/NP R AW A N W S spe = RIS IR
LGRS DNAFISE & A T, Be bolkfe 1 Fikix sk
(] fH TR I A BURIIN T THT AR [
RGBT o ol B IR R, B 2R
PR 5 5L R AR 36 19 J7 1 L RE S | B R JL PR R0k 0 AR
1M, BFFEERZNT: IR EERNASC AR E A AT
) —A PR
3.2 WG ST SO WIS EE, AN T Moloney/)N
ST A B2 2, AT DR A E A TS RN SE A, £
2 0] DI I o 2L AR A A TR R N R AR, AR
T R0 SR A I A 2 R IR 3R R I — A S R .
DRI, 39 S 75 SO M DU, FRNAGGTI T . Jensen
G (22 D\ 390 e S B SCJZE R T Y R D RE T AR S RE PR Y
shRNAZEFR, XFshRNARJIRITARELENIEFE L. 4
1M, WSO SCREMA R ZAN R FP Rk, R
REFE YL 7y 2NN, X T2 0 R0 M B AT 2293 5405 1Y
YR, dpRZRocHii, JoikER YL
3.3 2R SCIE 180K 85 HUA DA IR A VS V-G AL AR
JoT A N2 1B A i B o 2 PO MR, R S B
R EUAM L, & B OLAAE T 7T LR e o 240 A
SREUARI AN, ANINETESE R BoR, AT RAK R E
FKik. HTEWEHEAT ZrEm i, TG A% £
20 If0 Y 2 PR 20 A R 2 B b s e . AN AR AT A]
AR A ITEN S, N PR RE R RIB ReRr 28 T |
TERNACEF N )12 o %5 i ThermoScientific, Cold
Spring Harbor Library55 3¢ [l 3 Koa A& 1 PIRRME A
TERNACHE, W5 B #8EE T miR-30-shRNA, 73531 ]

T shRNARYZH i FRIB R R IR B

HI LA NS AT, 305 Sy o sl P 7 8 IR U RINA
SCPEAEARSI) I FTAE AT 15 B, E 7 A4 Y 8 i FHATS K 4k
TS o 929 H AT A5 00 7 i 1 SRl f AR 1) sh v
PR T 4l B B A M P AR SN 29 SRR SN R iR
TafE, Al 4 B P RN A L L 2
BRo26, SRIMT, AT TG S B35 R 38 56 A1 ) vy 3
e, WICH BN TN, X 75 o A b
— IR

4 RNAISFE7E PR RA 53 o RO 2 A

4.1 ARG 25 W S RO T R IR ST A4 D
JE S SR A0 N 5, Bl R 0 B AR RS B A
PR B AN E R EAT o TTRNAG SCE Al 2 1) T 20
I 3 00 7 e R ELAT 0 ) e 20 M 4 S RE D 0 A
HETT R BT g b E N BT SR
A RIN A i 1B 28 9 5 01 385 5 78 N 28 e 8 400 i v b iR A7 BE R
e, I HE MR LI T —LL g i i A
X LKL DA A4 o 2 S SO R G FELBE T B 1 s DL AH OGS
R RIBEC . PSSR A AT SE A shRINASC A Hh i i 1 —
BESLIA, AN DU B, X SEELDR BEAE 7E A S R 4N
Ml Z (454Nl ZDLD- URIHCT116, FLARE A1 R
HGC1954, MCF-10A, MDA-MB-435, MDA-MB-231,
ZR-7S.1F1T47D ) HIIE K FLIR b Bz 400 s e vt A g 1
AN, A S 5 PR P A8 Al 2 2 R R B T A A o
IR EE IR FR W] X SR ARAT R BB A B B HURR Y
JP R TR B AR ( tyrosine kinases, TKs ) X4l
LA A ARV E R BRS8N D3 A LR 20 i AR v ) P
ARG 51 1 siRNARY HE T — 1 siRNASCPE, Z5IREE
. TRsPL K K 2190 F A FI7E SUIR AR M A 5 e 1 B
ORIEE SR, ARG, M, e g
i iz Sl RE Sy SERs.

4.2 WG IR ZGOT SR RO HAT, IR S R 1
FETBAAEAL IR KOAYT , WS A7 R8CR
— AN E B R R AN A T AT 25 A 24k
R A R TR 2, U HOE 22T 2y R, 2 H AR A
FEHFZ— LaifF 2R LA oA T BE U 52 240 i
FIiRNAFY G T —BEHLsiRNASCPE , 1E45 B i
firb A BT — FR A siRNAGw D (1) JE A, 3ok 41 5L X BB 7E 8L
PR mENE al IIE IRAE R F (tumor necrosis factor, TGF ) i
SRYANMLIE T AL b, 0 IR AN A TR 251 . Al B
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Z50] LA RH BT LR M 2R 32 Mk ((estrogen receptor a, Era )
Fo el RIRITIIERE A —, Hh
TSP B, BRI T BRIV o TornsSEEOR A B XY
779/ R FIAF O 2R TR RNAGSCR , R IR s I UL
#4M§1 ( phosphoinositide kinase 1, PDK1 ) {5 51l i X} F £
ANERaH G A TR s A URE X O & B S 28R
SRS AL, 2D PR R FL IR ML A e 25 PR S it 1
51 . SAZEE R IR R E o IR I 17 25,
SR, FLIIE OIS RN 200 i 9 5 e e x5
FEBEP= N 24 o XuGBUREEST 1B X NS R 2 1412 s 27
SIRNASCPE, ffiT&PL: septinl0o ( SEPT10) HYFik/KF
5 ER R U IE ARG, IX 1075 4 SEPT101R A
AR B R S A2 B 2R G B A I hR a5, 0 T I R
DB RGBT BB A B RIVERT .

4.3 WRMIEITH SRRV PN BAT, MEiE
B . R Oy 2 1 IR IR T Fh R A AR ) ) R
UEAEARMTFEN GBS RS . BB T HL TR A
WFFEA T, C M TGS MBIGSR AL TR A
RS A TESE Rk & BEPEE ( focal adhesion kinase,
FAK ) SA0MMI45E . KSR, ITREIUCAR, TsutsumitF P2
HET BRI K 1shRNASCE , 7EHela FTHT 108041 il H
PRE H RESDRI FARSR IR R ve e . Ml T2 8. FAKEE %
KRS R AN AR B . RS RIS R RE Sy, TEI
BB AE K R i SRV . O THRZR CICP 1k
PRITEP R R i AR VE R, Nagai BBy 1 FaE iy fili
FRF RS A R ——LNM3SIURNAI TR, SLIRA5 SRR
CICP1 M H LR SEMA4BTEMASMERS 25 1 il A0 i ) 12 5
AEJT, TEARN AT LA s A0 A i F 5 R e T . X PIUR &
CICP1 I LA SEMA4BREAT RI BELE A A A 41l il i
B TR LR

4.4 FEFMRIZWFANGIT N A, MR
Wr. WRIT IS T R R, X T R A5
PO Y L RS R s B ) B 28 E D A i
J IR 12 W AR T MR, T RINAGSCJZE AT DL X i ]
EAEHT, SR T I 2 WA TR AL T LS
Bjorkman <5 3] L T 4 L0 F iUsiRNASCIE , fil#fe 1
iR 2R A RN R I 2R s A S AR, AR
RHAE T g s L 2 BRI E AR OR A AT RE
T M 2 W RNG Y o O TR ST 2 EREYE F1 I Y
TBIT RN, Zuber USR] T — 5% & J1 4% €0, 57 74
FE M shRNASCE ,, ZIR X AL #E 4 (bromodomain-
containing 4, Brd4 ) X F4EH¢ e i FeoE i HA B 2E

L TR TER N SRS fI Brd4 1 A B RE 7™ AT Il
RN o IXSEZE ISR . I Brd4 i FIEARA AT HE AL
A MERETE IR TR Z — o A T IRR M 251
RIEREIRYT R, Liu-Sullivan %5 BSI7E PU A iiti e 41 i 22
R FH— AN X5 AN [6) Jiev e B DR 9 7R & shRNASC R, 3+ 4k 410
ffill polo-like kinase ( PLK1) HXAVERIAHE &, AT A IR :
2 WP RS 25 W S RN B o 25 W) B M D R4 5 PLK LA
WIVER, SRR 25038, SEAME T, XL
FEM . o R T DR 3 98 PLI LI il 7] —— G SK461364 K
YERL, JFift— Ui WIRNAISCPE B U TE SRS HE WA YT
AR TR, A A, TR as Rk,
RNASCEROR L A/ g 19 0 7697, 674
SR L DRI TR I 40 i e Frg AR A B

s RE

A5 TP SCRE (1 TG SR AR A 5T B AN BT BT T RNAY)
WF5E, TRNAFE A DL K RNACIZE R F I H R, A
I 25 Pl E OB U U IR B 1R T R A T IR S
PR . (PRNAEAE M IERE SR FHAS T RNACE
(R T — A A T, = A 58 S B A0, R B2 1 S
RNAii 2 H ] BEFERE R DR VT BRI, , B Ry B
T SR P dsRNAZ i 9 siRNA -5 i Py HL B F I E
B SRR e A0 Rl U5 o i S R P 3 2
RIRGIERGE, HRRIEFE T4, s AR
T SERE VR o R BN 7 A ) R A ) 5 D R A R
P58 R IS0 W R b R 1 25 RINAGST R AR R A 1 T, A
S IR FH B — A AT . AT Bk e siRNAXT AL S
92 2 0 1) T S I A P SR si RINA ) AR5 e A 56 DXL 38
FEFT, BCAsiRNAT T S5l i) g4l 2 0 LR T
BRACRE Y, A B RO 1, TEMA N RS A
b LA v A S O VE BB T BT U RNAC I, SRR e 2
E— 25 A DR () [ QAR RINA SCJZE B A I FH 14 P A
G — 2P TR, BRI T IR s A A4
RIGIT, SRR BRI R R A SRR R B 1], R
BAAE— RIS AR EAgMER, JAGIRAE, MiE
RNAHE AR LA RNACSCE AW &, — & REFEMR 5T
SR HR ) e A R FH RS

5 % XM
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