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HEEL RNA T3 (RNA interference, RNAQ) ZI87CEME MM A, AR MDA IR A ILEE RNA ( double-
stranded RNA, dsRNA) Bl 5HFVE mRNA $5r 2N EAR, EMAREANHERFELE BTERERE

FrRit. R EEMERE, ERETAERDEEREARE.

FEkTEE. AP SEENER

HYFEREFHEE RFNNAR. TEME RNAL TR THLH. 4T EWEEE. =ETEREERE

WA .
JKHER RNAi, siRNA, FEEEDE], P
ZRGES RT3

Jieieg 3 25 A Bk (K 528 AR DA A AR BLVE T Al
EEFGIRERNGR, MiXEsmTRERYERRE
RUCE WS RN DS TR, X
EHAT IO RERT 702 A R A R R R B E
B, AMUATLIRFRERERRE E ROEERFE
SRFRE, AR MENSE T EFEETEER
MEX. —RoAd, Bare -5 E T ee AT ot
FomA WGVRER WM — RN ZEE T
FIRMMAR, XTI ELFFREAT A BEES
S, BTSRRI AR Z B R
FMEFAR: B—MEFHR LEBRE AR T
IMbLZIEE AFRIE, MR IZEEThEE. HR
NEBHEAFER RERR. SFEAEEHRA H
1998 ELJ3€, RNA T3 (RNA intedference, RNAi}
HROHNH TR, R, SA,. H6.
YL RIS A M EE TR, F AN
HEAMA TR, CHINCAEE IR RS T
— AT LR S A A S R R T A T AR L AR
FUHRE, JFRTTEAREFEGT AEEFNEY. K
SO P RERYT T LA T AR, PR
MR TR B R A 2 R

1  RNAi A 8117 T AL 4

RNAi R IEEAE VR ANRL A, R B IR T
FIXUHE RNA (double-stranded RNA, dsRNAD F]#2
SHFJR mRNA 807 5 MR FEAF, TR T 40 o FEAR 2
EEFZEMTEY. RNAL 54 R 330
( cosuppression ) B¢ ¥ % J5 H H UL 8L C post-
transeriptional gene silencing, PTGS). HEH FEIE

EE#H Cquelling) ZBIFEBTINEKE, BEE
W A B 8 A7 7 T 78 RNA KF RIRAT R R R IER
Jials TR S AR BRI LR
TERMERNDEEAEEMFM. &7 RNAL EE
BMAPEARAINE, AN THEIEREE
Mk BMATEHA, RE B 2RI RNA 172
TR R R B R B L 0 ago2. der-1.
ego-1+ mut-7+ rde-1+ rde<4~ rf-1 F smg2 F2,
EeffERNRRTE2MWE, HREA RNAL
SIS R R d R IR A v, EA
AR EATEEA AR D T HLEL

BATHIBE T A . RNAQ 5T A8 40 4 7 Ll
AR B e BUETE. T RNA 5/
e, PR TR FRMAMNESAERNRESRE, L9
PRER ML HHELUBE RNA (dsRNAD, dsRNA 7E— 71 E
A RNase lll #£ 45 7k £ dsRNA 5 57 P 2 B A B B8
(dsRNA specificendonuclease, Dicer) {EFH T, #Z
A A EH TR SO e SCREAL AR 21 ~ 23 e 9T 4R
RNA ( small interfering RNA, EY short interfering
RNAs, siRNAD. b. ZNFTEL B ATA N 20 BT
TEPIFMRA AR L, — PRI U A siRNA fE
hmSFF, 5 RNA BB MUTIERE &4 (RNA
induced silencing complex, RISC) [0 HE 14 Bl {545
. TE ATP 2 5T siRNA XUBESE 1A BE R 5 76 A
AETE ) RISC, #5 ¥k RISC B A0 5 [/ 98 T 42 )
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mRNA &, 7£5 siRNA RCHERCH KA 247
BT RV TEEE M) mRNA, {EERAF. MW THEEE
B, R REEE T BRAEAMA Cendonucleolytic
cleavage); 5 —FRER UL G S FRAT M 2 R B Bt
KR (random degradative PCR>, B[ siRNA {E A%t
N FEE mRNA P3R40, 1£ RNA {KH1E RNA £
£% (RNA-dependent RNA polymerase, RARP) HI{F
P BAFE mRNA 4 B4R & ACFE B mRNA Y H A
B, B mRNA B4 dsRNA. SRR TE Dicer B89
1R H T4 FRAR TR SUHT 0 siRNA, Y siRNA SUHEA
iR, REMEF (ELDD.

2 RNAI I FAEWFRE

RNAI EF EE N o F 4 P55 H"
a. RNAi J& siRNA /1 § 51 ¥ % 5 AT 8 B R,
XAEH R EREEANZTFFES, mMAEE
NMTEAE TFFNERTRN: b SFSFN%,
SIRNA H S ER R B FRE M mRNA, FA%
Wi HC A B (K] mRNA #3&, T H siRNA IE X 85771
FRAEfAT A b R A R A5 1F RNAL BITERI B2 %
MEUEE K, RA 5N mRNA B2 FE®
siRNA A BERFERAENNY; oo WM, siRNA fELE
[FlJR 4 ) 5L H mRNA L 302 2 AR B nT L
EIAFIE; d SREM, sRNA 5T £ 3 W8
SEH A AFER R TR A AU . TR R R AT
E3~4 K, ¥EHREKTRIUEREER: o 7
BB, RNAL IR MU RETH
AR, TR AT TR0 B 18] A B 1 A0 o AN
HEA DL F— . siRNA fE25 RNAI I fEH
FEPUMEST, Ao TFEHER —ENELT
PEPY: IR SCRERN i SR AR AR RIAF R dsRNA T,
Key21 ~23 ot EXEEFTH S FERNER
mRNA FFIEFFRME: TF MR SR A im0
S EmBEEE AN 3 k¥R dE, A 3 H 2 ~3 RE
FOFE M X o EE. IXESRFAEE &5 A =k
SiIRNA LA R RNAL B ARBATI R4 73 E
. 74, RNAI SR MEBEARMLL, BE 26
GEMEAARY. g4 RERNSHREEER
JEACE LETEE m R AR IE, Bk ML RETEE
HE5RIf& mRNA && 1M R FIER, M siRNA &M
HERH mRNA & MELES, THEETR
MAZERAEE mRNA JTFIFH A —E £ siRNA (587
¥, XEBWERTIIN _REWTR:, Hik, BiE
[ F= AR Y A SR BRI AR, (BRI A%

MR AT 2 EL RNAL B, BERESERL B,
BE B R M AR EH FRE, (ER RNAI
BEARMCHN, HMEMETEETRYEBREAR
B ATEm A A RNAL L6 5 Y% BB B AR 3 ) B (H 3R 1A
HH—F, BEWRERTY,. 22 0- 585258
iR X% B8 5 «RNA 7RSI FEFIE L EFH
FIEIEE. AMTEIREENE, Rk
R T 300t 7 dsRNA I IR IERF FHE TR
N, H—J7 M@ EE dsRNA K H ) PKR. {FE]
FREE T2 10 o W CelF2q) #BEER 1L K
W, MTIPFHMTER TR, MEEAREKR. B—H
H{Edt 2, S ZREFETREMET (2, 5-A%) &
FOMEESERF 7 RNA B L (Rnase L), JEFF R
A mRNA, FEFEARATS (B 1D,
M EIE AW KDL, siRNA ERFENE&HT
BRI REmIL A A AR T R,
BCRERE I 1 A5 A R H RNAL B AR5 B 18 5%
g,

TITTTITTTITITITTTTITT dshia
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Bﬂ};[J:?;OEiRNA (i‘;%%
g
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Fig. 1 The possible molecular mechanism of RNAi and the
non-specific interfering response in mammalian cells
BEl1 RNAi fAEES T HLEI A 2 AR A AR e T
£/

R RNAL HARF I BEEA, EdRFE
—ULTRGIEE, W1 RNA AN BTG MR R EE
#WAEER, MEFLEER, v FLRmERR]
FERIMHBERTHIEH, (B HAh¥0 m) B A R I
S AN B 2 T, %) [Fl—4E 7 £ mRNA



* 494 - VML S YRR

Prog. Biochem. Biophys. 2004 31 (6

M5, PSR 25 siRNA R H A 858 R 1F
57— siRNA &1 RA7 858 A fF H B 1k
A%,

3 74 RNAI A

BT RNAi RIS 2T HUR siRNA, K1
EPEA A A RNAL RN 505 R B 0 FE ) 22 (] Gy
Wit il siRNA. H BIFX T siRNA AR U )
MIEAUT 4 8 oo MEBREET ATC 5 75 ~
100 MREETFAE, A5 mEE mRNA 40214
B T4 2L AA TFRERIE 21 ~23 bp BUFFI; b, GC
MEEBEE % ~50% 20 FE REARERE
i 55% ; e HHAT BLAST 7r#7, kg5 HMEFA
B EREEFFY]: A4 FIZEFIIMAT 84
Fath, =BRAEREHWHNTF. BHEF AL
siRNA HAETEIER LR RN W, MEDBH
AR TN, EiALER— SR ER Ok
Wit siRNA BOBE )R ). 7 S B 3 A AP — i R %
FEMIEFE I 3 ~ 4 4 «RNA, SLHEHFH AH
siRNA, #RJ5F AE BT LS AsE8.

BRI A% FH4 % siRNA H) HEE BB TS
T o (L2EE& AL SRNATY. BEERESHE TS
A AE AN 21 ~ 23 bp ) RNA $55, AEIE
KIERRAUEE iRNA., RERENHANEEREHR
f. Ev e RRE S EMERE, FHREH AR
K, RN AR R siRNA, EitmiEH
FRE® B EA M siRNA FIEHT,. FERAE
SIRNA BHTHIF, MABEHTRIERE NN siRNA
HRIE AT, b fRAMNE KA M SRNATY, TR
it RNA BEEBEN BT T3 2 17 A RENHA
ZEAMOE 21 ~23 bp 7 RNA 55, SR FIRAE
FROUEE siRNA. IR — AT EL B A AT IE siRNA
fFiE, (HRESES GBI BIRARAIRE, FitE
M7k EB NN «iRNA, FHEEFEHZ 24
siRNA L& R R A A RE RS I, MAER T
FELE MR NFE 0 §IRNA BT K B H3F 5.
c. F RNase 1 /44K Bt dsRNA 15 3| siRNAT,
FIARANE 35 80 75 5 145 1 200 ~ 1 000 bp B TUEE
dsBNA, ARG RNase Tl €or Dicer) fEARAMEAL,
BREEF AR H sRNA FREY. ZHEEEN
U s T DAk L 07 3% 3 3000 siRNA JT 71 17 44 B 4
2, BHESBREHEE, METTRT KRR
ELFUER, B R FREE UM X MEE, FiiE
AT HRmME ST 51 5 F R g R f /4,

MAERTRERRRENTFEERE M EH siRNA
WP, d B RN B8R IE iRNAT S
BEFLET RNA RSB0 7 Us ELHL, A&
HF B R g 0 R B R BT
MRy, FR M R IR RNA Cshort hairpin RNA,
shRNAD, shRNA £ Fi P9 % Dicer &8 35 U1 i siRNA
MAEFEER. EHENRA R RIFIE G DASE
FiE, AU RYCRIRMRE, FERTK
I IE A TR e, T AERA Tk RA R0 siRNA
JF¥%. e PCR ik & siRNA FIAML 2804 F H
TR RIEHAT PCR, PP EE 1 RNA pol /3
T U6 B H1. —/EX4RHD shRNA A7 DNA AURAN
—/~RNA pol #8147 S HFRIEMES, REEEK
VL340 9 0L shRNA TT R F AR, & HFEF{E
HedE, RIFiE siRNA A M A%, FF 7 H R
HETERERE MR F T B 3 1 A siRNA (I RE A,
R IEILTE PCR P40 19 I 75 DN BE D) A7 T B8
TR EIEAAP R «RNA RIEH A, EX X EH
SR AR QLB 40 .

4 RNAi FE =5 AT A

EERIGEL S, RNAD BAR T EET 0K
Mk, WRIRNH T IR E AN, AT
MApfF s ESEEATEFR, CRFHEXLE
ETE. EEARTEMNE T AR B P
MAXREFROGHAR L ERAREEELE, AR
WEMEEYER. BESEE. F5%5. 48
RERRYES, WTMET FE£ 5 m. FH, RNAI &
RG] S5 HAM S FAYSETAR, 0 DNA S H AR
MgE, FFE AR R AT,

4.1 MWENRFEER

FIF RNAL B, 3 R 40 B 29 B L R Rn 4
BERBATMR A RS, LR EAENT
o, ARITRRMELE LRI T, WA
FIEE () 4 W7 R0 3G 9T SR AR I R VAT SR8, Ber-
Abl REAERILNBREIEERE, BHRETIE
BHR MR E R, RIEE 3 BIRED, HE
FIF DL R-E 1 SR FIF 4 0 TR A6 siRNA, 7B
[F80 A M7 40 BRI AR LR I5, 45 R Ber-Abl B
mRNA FIE F K10 RS, T e-Ber F c-Abl
¥ mRNA ZKEAZ W, FEHBRETR
EL, Wy LA STISTI (R K 8eg, 5
BTE STIS71 A HU1E K40 B2 P9 I 2K Bel-Abl H13RIE
JG, BIRE THX STIS7T1 88EE (E2). Ep-
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Myc ¥ EEE N REA Mye BEFEREIE4~6 A
KT LT A B AHIAEE, Hemann Z R
WEN T H shRNA THEE AR UTER H & T 48 B i
TrpS3 AR, 453 BRAFER shRNA TR RSME
PP E AR AERED, R EMEHE S RE
HIGERCARFI R O AR, AP e ™EN
HATEEAFARMOES Tps3 (-/ -2 WD
TEVRIERR B, G TopS3 S0 5 R A& Pt
FKEEFRE pS3 shRNA BARE) Trps3 (+/ =)
B RETOR T B, XU P B I AR 2 50 RNA
AT A BRI R R RIS EL, FHA
T shRNA FIZ F 10512 5 Tps3 WL REFE AR
—HERDERREX.

DIk fi &
— | BREEST

=Sl o =Nk

Fig.2 Scheme of siRNA interfering Ber-Abl oncogene
El2 siRNA T3 Ber-Abl T E F 2

EMENEERELRER, BIGHNERE
o, ARREBEERMMEABIFEEE. AHRAORE
V55 3 8] 7 B9 4 T AL, Ramos-Nino Z5%0 4%
J% F1 DNA 5 b 73R 438 B i S0 S8OE 4 Bl s b A
MR REF AT, RMREE frnl EERER
&, MAEENEEMRER SRS, KRBT
RNAi S ARUTERAE A 18 MBS () £ & IIE b &7 40k
fra-1 BH, SR BT fra-1 B mBNA 5E B HEACE
BT RS HERRSWENREXRED,
NEMEMRLES HPVI6 FEHEE E6 A1 E7 9%
EREMK, Jiang T H M EE R siRNA TF
HPV [H 7 595 209% CaSki 40 B0 A0 SiHa “H BT T8
IXHAEE, ZE B8 E6 A E7 /) mRNA A EH
RBEFEE TR, XWRNESFFE4 R, FER

E6 #IENE S B pS3 EE RGN, BuE 90 B R A
WEERE p21, @WEEKZME, Mk E7 54
IR+ HFET.

4.2 MWENREERE

M ME R R SRS R IR L4 RS EmE
BEMBIEREF, N RNAI BEAMHEREEK
BEIRANE A RXERANTHRITHE, BT
INGETE R MR BV A AR, O MANFRIKCSE
Wi R 2B S R R R . A
BO#EEMBIESZD N E ops FIIET,
Lipscomb E7 FERF 5L P At B 6B B REALH —
AR ER RS R B AR, RRAAEERM
siRNA 7E EH =/EE 28 172 MDA-MB-231 41
Bapy, BB AR abpd BITEE o6 F1 g4 B
E, $RERHEEENFREMHE SRS LA E
/5 abpd KFHIEIE, FF BB SR ZE
W5 MK T IR R e R4 0 Biss. &M
BB RIS EIA CXCR4 BRIE, MHRHE
LB EE SRR ER, Chen T EIdE T
—ir HEEmERREKFHNHRERESH
RNAi R4, B7EFLIE MDA-MB-231 S FL T A
PR CXCR4 EEMFRE, 4R EI CXCR4 /)
mRNA FIZE [ BRI BT, FTgeEnT
BERT.

MR R A AR R A B RO R P AU
s AR, T AR SER AL E PR ESWE
HRENBGREEMX AFEAZ25BERE
CHDACY I TEAR A 40835 4 g e s R
BAE RS, RECK EEMmGNE S RET AN
WAHEREBRESE (MMPs) TAIH B &
MEES ARTHEZEAEEFERSR, L
Z2 A F—H HDAC I trichostatin A ( TSAD
RhEEATRE CL-1 405 R EL RECK 5 5 RAHE R,
MMPs #ETERRAS. FIRTA AR 2RSS, REE
ik & R siRNA T3 RECK HHFiE, 457
7~ «iRNA #If T TSA 5| A RECK EHFRIL M
iR, JEHGIH T OTSA 55 ) MMPs &R, it
IESC T HDAC #3571 2@ {2 RECK EERIE
| MMPs $5{4 17 235 L2 22 1 1F F.

4.3 [N A B R B

JUEFTA AR S R A A e et
Z 54 B RN R . BOE A A B R BRI
EHLEIR EER S, 185 S 20T R B
R, BIEMEARNEE. BITfgLRRE,



* 496 - VML S YRR

Prog. Biochem. Biophys. 2004 31 (6

MM RIRS L S 2. ATt T ERR
frmEM A K. Ahn 245 & o 41 B R EA R R
B (Chkl) S5¥BE2 (Chk2) 10 siRNA BN
4 BRI, S5 R EoR Chkl F1 Chk2 B FRAKFEY
RETHR, M ps3 EH/KFIE DNA 7 5 R
EIFEAENE, X AEEEEAEP Chkl
Chk2 ANfE pS3 BT, Ohsuka ZE2 5T 2 75,
e EFAR ps3 EE I RE MCF-7 415,
MELREAIE G Ceyelin GO KIFRIEFE ps3 BHETE
DNA G R BE T, FAEHER IS mas ik
MGl B S S B, 11T RNAL J3K cyclin G
RIFREG, ps3 HEEATE DNA HEEHE M. B
AT pS3 ¥ BUE cyelin G, T eyelin G I %
NHEEIR pS3 EAKTHESEE MEIT
Krippel ZEMBLEF 4 (KLF4) 7E DNA 8% J5 p53 %
G A HL B EAPR VR R P AOME A, Yoon TR
KM, TE y PEAIESS p53 ( -/ - 4557 HCT116
MALL pS3 C+/+) AR 61 BIRIHEH 2R
A, RIS AR AR KLF4 7 p33 ( -/ =)
M AN REANRE 6l HABEEEIMHY T
pS3 C+/ + DHERAY KRS, 3 HAIH RNAL SR
By HEEAIEE p53 C+/ 40 HAHBIAR KLF4 2
HFiE, AT EERSE Gl A pEEE 2 X EAK
P, [REFRIN KLF4 B RIE 2 8 46 4541
Hp21 M B G A E R, X
KLF4 f& DNA $ii{5 )5 pS3 & 8 6178 Bt a0 —4
WHEMIBEE . S3BP1 25 DNA BGRERNA
KH—MEEH, Wang FV BT RS KK
siRNA T4 53BP1, R & I 53BP1 R R/
B pS3 EEATHRE. G2/M B EHEFSE SRR
WFER), T H S3BP1 RS0 TR & 4 Breal
M Chk2 BIBERRAL, [FIRZ5 DNA G BERS
&5 55 Breal 25 1B AK.

0 B R EA R ML R A0 L 2 A B R B R T B
B (CDKD YRS FRPE SRS, T IX X F AR
T cyelin FIAE BRI BRRE R EURT AR R L, B S
Sy, DL R o R R a4 T 2R B R A A
(CKL> 7R, H e CKI HZEMRRZ —
p27 " B FI LA, Boehm VB I T {8 p27™™
TIoNEgRBERBLNEE —ZED
hKIS, hKIS BT 5 p27"" 1) ¢ s & R ER L 10
e F R I p27" N AR A, E
GO/G1 IR EIA 2 70 2 R EGH KIS, hKIS #13RiE
AL B p27 T A A e R MR R R T RO, B

1A B siRNA PLEK hKIS f5, p27"7 7 10 fu &
FMAERRAAIE, A 1 BETRM, M
p27 { -/ =) HEKMHKEEAAZ W, ik
hKIS 47 22 47 R R o B B W e 40 p27" 57 10
R FRRET R AR, Porter H7 R — A4
HI2m B R IR B ] Spyl,  REFELE G1/8 i
HRIE, B4 & IHEGE CDK2 MRt g A,
FIRS G1 EA4R L B>, 12 A% % Spyl B siRNA
THHEFLRE, @A DAELZW, AR
A1, Spyl ;EIEIT 455 EGE CDK2 T 7F 40 B & 25
WMEPREEREH.
4.4 MWENESESER

MENESESEREE— TR S RNAFSE A
%, EMEREA RBEEES, BT 5 ERAKFE
ARG, RNEBLTREERICRS, 58
RS2, BEVE MEH—2EN. Fa0Ed
A (O 5 1o R R (R e 8 A B S
JERAEEEFEH. sho FRMME N EEKRE
F (VEGF) RIS IEHE T24 400G B A B s
(SPK) 2 HLB [a) 57 B4R 1 Mo 3 8%, JF B SPK
5 VEGF B1#2 ) Ras-GTP A WiER4L A ERK1.2 #7
B, BitiLFEE& &K siRNA FI#E] SPK FIE 5.,
VEGF 7]/t Ras-GTP A5 # {.fiY) ERK1/2 R Bt
FEMEMA A, AN, Lo TR EH A VEGF 5
B VEGFR2 % «iRNA 733§ N JLAFE MDA-MB 435
FMCF-7 A R VR RAE A, 4 R RIIR R,
FANMEARKEEZME, FAMEAHRA
VEGF RIETEE, B mEERRL, REEIRN
F RNAi F ARTEAR A 70l e 7 sl RO, Wnt %
SERSEMMENRLEGR, AWFRIE NS
T W 5 SIERES Dvl F155F, Uematsu 557 53 5]
FEFXT Dvl-1. 2 13 B siRNA B AH I3 5§
FRIEFZE NI E HI1703 @M, 4R A
Dvl3 FIREREE], [RIA B-catenin FIE T FEFH A
558 Tof AR R RAGE PERAS, ABARKSZM, W
TEAGFRIE Dvl (A7 AS49 AMELFNIH T APC 527453]
AT Wot (55BN RS SWwas R, mEL
KIGASE Dvl-siRNA BIFZNT, 3R] Dvl i ERE
£ 3E N BRI Wnt 155 10 MR FF 4RI

M RSNE T S IEZ BB ZAS SR, TE
BUAPAE —FF, REEEREAN —EEOR
B ES S FETE, BXEEOREEEE
HEEESEEAXNEEER AotiERR
By ¢ (PKC) WRFITHEE, Irie &7 58RI FHE 5
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A oPKC 5 8PKC B9 siRNA 1B E 110 FE, 8
BN oPKC 5 SPKC 35 MR R 4 75 A IR 4
B, TREABANER . R RNAL RAE AR
BAMEM: PKC () FRIEACE 2 T2 2 R A B 7 M 1.
Spankuch-Schmitt %) 7E 4> #7 Polo Ff B¢ 5 1
(PLKI1> 724 LIS E IS FEh 60 1F AR, R
PLK1 ¥ siRNA ¥ i@ 4 i, 458 Eor PLK1 #9
mRNA FIEE A K T 2 E F I, ARG E 2,
AT, HANE SRR SWwa80 FL 5
2 R A PR RERARUME, IX 1 PLKL %)
Bk oy 3 FE AP D 4 R ) T R A R .
Czaudema PV F] RNAi H AR R B PRERALEE 3 3
B (PBK) {55 F5EE. 5L PBK #1401 &
pl10R B S AML26 LR siRNA K Tk A 5 5
shRNA 43 BIFE A HeLa #HPE, 55 B E p110p
(') mRNA 7K-F 0 RFE(E, FBEABRERKZH, F
R Fe gl AL A B R IA R E B AR A RS
WA, X5 RNase H WY 9 2 A% BB AN
PI3K 157 LY294002 43 G #0452 —2
4.5 MERNETS

M E IR R AR T RN R E
TERZHCRME IS W ROR S R EE A, Eik
TRIPE R AN SR E R M T T 2 FRIRE
KRFEW. HRTCA A5 RNAD SR 3830
SUREINTFE. HIFF Caspase 2 AR T2 41
1. Lassus % F] RNAQ £ AR5 BITLEK Caspase 1.
Caspase 2 F Apaf-1 #) %%/ %I, Caspase 2
Apaf-1 EF7KFERRLE AR (- DNA #4525 15
SHWAT, Caspase 1| HIFRIEFN G| E 0 A H #
Wi, 1fif Caspase 2 1K BRI TNF-o 55 87
T, FHHZEEZ Caspase 2 (1A HYE DNA TG 1025
WESET EENRA AT o A Smae FH1%
FHHFF, 1 E Caspase 2 27E DNA 75 515 B4
BE B AMEKHR T Caspase 3+ Caspase 7 FlCaspase 9,
1L UL Caspase 2 T8 38 1 #58  b 44 00 857 T T 7E
BT RPEEEH. U EQ T LFEAR
FHE1 (MCL1L) #4# L5 Ba2 250, HEAHK
PUAT PR, Zhang E 7 S e H—NHHEA
fortilin JFUESE v Rl $F RS MCL1 M E{ER, @i
BIAS fortilin BY siRNA ZIRIEFEF, MCL1 f)3RiE
FARSZ LW, R HE S MCL1 £ siRNA &,
fortilin ) mRNA /KA TEE O FEF IS £,
A ZERER, KL HEN MCL1 7] 88 & fortilin A1
TG, HEENERFERERE. Arindheda

VAR T ML EE L Jiang % 12 F RNAL I 3K
Bel-2 F Bel-x, &, RILITE Bel2 FIFRETE
pS3 AR AR T, BIRAF RILAD Bel-2/pS3
T IERTHE Bax F Caspase 2 12 5.
4.6 [MIEFNET

RNAi BT ErA G055 M Al A g 2 E Va7
R RS, B e R S MR o FE R R AY siRNA T]
Ma M ER AR, BT kT BT 8
BT AR ER, AETRAMAMERT
2545, Cioca S5 53 5B YL 4t %} c-Raf A Bel-2 )
siIRNA A S A QLR ARE, PENEARK
PR EER, ULEK c-Raf RIEFHIHE T TPA 15 S
HL-60 44 A B i, FIRTIBR A H &
EEES HL-60. U927 1 THP-1 A T, i
nR P 2 Y AR S 41 B TR N IR L Al B B 4B B B 1F
H. MDR EMET KM FZRE, A MDR
FIERE LA R 2 A RS 4 B MDR1 B KL 4R A5 K p-gp
MEREERE, AT HIWE MDR BIF A, W
Sl {5 F{k 26 AT siRNA fEFLAR/2 B MDR &
FUE) MCF-7/Ade #1 MCF-7/BC-19 40 F 3% MDR1
HIFIE S, MDR1 ) mRNA F p-gp KFBETE,
HAAEBEANSEEREEE, FHKEERR.
SEASEE LA ST B 300 A L ) A B = R R AR I
S, AR P R PR A0 B R A R L. Collis
FEMUGAHEE S DNA R AEE (41 ATM. ATR
5 DNA-PKes) DS SRS #4657 2 4 H RO A fh
EH, BI3EH BN A S 8 shRNA 7877 71 1 93
DU145 1 PC-3 4EFL4r A TTEN IR = A0 EE () #0845
Ha By ATM. ATR 5 DNA-PKes 2 ([ FfiKF
¥R E TR, JEEEME ATM 5 DNA-PKes A1
5 5 4R BN O ) R Y RS, XA IS E
ZT el R T BHF R PRBK #1575 Wortmannin F0
DNA-PKes 2 # P A15157 1Y294002 5172 5940 B i
SRR, 7 ANTEANE] ATR 3R F A4
MMS X DU145 S () A Fo 2 R E F e,

5 BEICMEE

RNAi T2 B0 % B0 S o A A 2 471 R0 T
RV 8, ALY B RNAL AR 3T 596 T iR fE
M. BRI, G B i E N
WG TR, MHBBWCEREBEME, £
HEEMmE, LHwmAR LS m Am H
RNAi 3R TR 5 ST IR 17 1 2 R AR, 10
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RNAi and Its Application in Tumor Study”

SHI Zhi, FU Li-Wu™
( Cancer Center, Sun Yai-Sen University, Guangzhou 510060, China)

RNA interference ( RNAi) is the process that the introduction of exogenous or endogenous double-

stranded RNA CdsRNAD into a eell leads to special degradation of homogenous mRNA and suppression of relative

gene expression. Because of being able to highly specially and efficiently silence gene expression, RNAi has the

potent application in the study of gene function and regulation, signaling pathway, drug target validation and gene

drug development. RNAi possible molecular mechanism, molecular biological characteristics, productive ways and

its application in studying tumor are summarized.
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