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0 RNA 221/222 75 5L B8 & o 89 #FF % 3 &

BB ARE R R
(#ZE] HCRNA (miRNA) 2RV B 19 ~ 25 A RAFER A SAEEAE 5/ RNA 237, )

PATTETEAZ LY b | 1 Bl L T AMEC T 45 SO0 22 0L DX 26088 ORI AR ST F (5 5 2 36
SR A R A R R RTR BRI 255 A W arad AR . Ho, B RNA 221/222 (miR-221/222) TEFLAR
FEAM IS (R28 He U R 25 553 i h R B EEEH . EF Aok miR-221/222 ZEFLARE T

T ATt R A — 2k

[=8] % RNAs; FLUIRME
[hEESES] R737.9 [ xEtiREMB] A

ST P, FURR I O 208 3 8y 3500 S Lo 8 e
SERZY, B RRREZAE FTHEE D % RNA (microRNA
miRNA) & Lee 252 F 1993 4EE L b BB, 324 M1k,
B 1300 ZFh miRNA # % B, HZF miRNA 5 2L IR 1)
R RRERFDD

— .miRNA 1 miR-221/222

miRNA 240 IR PE K BE N 125 AN BR AY 6% I 2
/N RNA, JVZ AT T HAZAEY) T, miRNA ZE R H B RNA
BAHE I 5E%, 2 T, B 5 5w , 37 s 2 B I 1L B
JEA I 5 77 W) pri-miRNA, SR 5 7E % N 0t RNase 11 /i
Drosha Fl Pasha ( DGCRS8) BY 4], J£ i 29 60 nt AY Hi 1A ( pre-
miRNA) , RISR B ZE IR 554 . Pre-miRNA 7E GTP K481 Y
exportin-5 £ (15 By N %32 3 A 4 5T, B S 76 40 M 5T b g
Rnase Il Dicer 5§ YA A miRNA , 2°4 22 bp i BURJES,
¥, ZJ5, 25 RNA SURE AR BERH IR IE , EE P 1 4 E AT
5 RNA N S UL & A K 45 & ( RNA-induced silencing
complex, RISC) , miRNA j#if 5505 3'<E Bl (3" UTR)
HAMET, 454 5 9 miRNA/RISC 5 & A8 ik fiam i
TAEERL AN =Y, 5 FE mRNA gD w4
miRNA 7] 6450 AL R, — 4 mRNA 0] B85 4 A TR
miRNA M ZMETES G0, BRTHMELSH =02 —1
AR Z miRNA P87, miRNA ZEEIE R LS . TH
HEL 18 BT LA K IR i kAR R TR RAE R R I 2 Iz
AR BRAR L A EAE P!, miR-221 F1 miR-222 (miR-
221/222) fi Flal—Ye ik Xpl1. 3 b $iG 2 F o140,
Wi HA = EE IR, b A — A R DA 53— 3 3 (]
HEAE MR R AR T Zhao 251 BF 9 & B, Al Bk
I% miR-221 5% miR-222 e 7] s 1% 9 5 1) 2 35 76 X6 2 R 1)
TR A W WY 255 . miR-221/222 FEAL4E 7L e
PR 22 L B A YR M e e ek
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. miR-221,/222 7EFL IR TP B VE A

1. FLAR P AN s 7

0 R R LR M R R R E AL, 4l
i D S0 A s DR 2R S L A L S A R S
T I cyclin-dependent kinase, CDK) T2 ] S0 4 b
FE 1B 10 1) 57 ( cyclin-dependent kinase inhibitor, CDKI) .
miR-221,222 Rl PR 4 i 305 5 B 3% 5k R i 3L R
FRANMIIG S . P27 J& —FP 4 i CDKI, 8 Sy 40 i J&] 390 14 )
WHTF, FrRtegs & TR A CDK, Ealfb2: g 725 1k
A COK JE4, I 20 i 8 345 7 G, 307, BEL 440 i
AR BFSE K R, miR-221/222 76 FL R P A) S A 1 g
P27 3k s CDK, IS4 G, Wi S MIFe T/, A
M EFL AR I B RE O, Li 0 R B miR-221/222
Ph SOCS1 %A F1 CDKN1B K a5 Ak H G, Wi S 1)
HER AL ESLIRE A0 4 5 . miR-221/222 i L2 A5
TR P A0 P 3 A1 AT 2 58 A 6 15 5 3 6 Ok R A 9
PEFT, Lu 851 90058 96 6 K B4 15 45 & Western blot Al
qRT-PCR % J7 ¥ 4IF 55 42 J@ 26 11 B 70 i 570 B 7 3 (tissue
inhibitor of metalloprotainase , TIMP3 ) = miR-221/222 W) H %
U5 miR-221,222 i i #0441 TIMP3 L {2 4 )8 & H i
ADAMI17 Fl ADAMI0 %35 , AWk s AE KI5 %, (k3L
PRIRANAEIGTE , FLARSE T PI3K/AKT {55 3 i 2 98 2 40 g
BT R AR, Wang %0 L HFLIR S b miR-221
THIREIE N PTEN 235, 3005 PI3K/ Akt {5 S5 Sl %, 4%
At LR 2 A B AR ST . PTEN 5 PR 2 ) 1) 2 11 B A S
P AT W T TELBS-3, 4, 5-= B 2 (PIP3) W1k, H5¥t
PI3K/AKT 155 1% 530

2. AR B

MR R SR R IR R IRT R R A 55T
TR, AR 7] E A LU TR AR T,
Ji 1) T) 5% 20 M8 ) 5% 2% ( epithelial to mesenchymal transition,
EMT) 7E IR (012 28 F i R i A mEMFE T, Li %00 7=
Zo Pk AT TP A B miR-221/222 F kK P8, 7R
12 ZB VA s AL IR P A K IR 1R ZR S B0 T B i 56
JESE miR-221,/222 #] SOCS1 FPH ik | LR 40 M 4= 28 ik
JHRE T RSHE BN, SOCS] 4N S 55 S b H T4
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TERI B 5% 22—, 3 A A1 ) 1 2 PR VA I A 5 B B R 5 5 5
S Stinson 25" iz Fil G 8 ¢ 6 K WK A5 IE 52 miR-221/222
DA TRPS1 JE Ky B340 5, miR-221,/222 38 3 # [i) £ 9 3
TRPS1, A0 H] ZEB2 £ A9 % 5%, miR-221/222 F ik
AR E ZEB2 2R3k, AT AT 06 E-ES AR M B E A -
W AEHE EMT & &, 2L IR 40 M (2 22 55 RS Ak ST A 0R. Ye
L1003 55 56 S R 15 1 Western blot 75 HER-2 BA: 21 Jifg
ZPIESE PTEN 2 miR-221 Y E4EH A, miR-221 AL REMS
TERIME AR BETE A AR 28, 10T L RE RS 08 2E e 7 1R 9 1 5%
., Wang %" FEFL IR MDA-MB-231 41 Jfd Z v [ 4 % B
miR-221 s PTEN L H , fE #F EMT &4, FLIR 5 40 i 12
2268 75 TR miR- 221, PTEN ik F#, EMT @93t #2T
DI RE | TR AR IIRE SIS . Dentelli 207 HF5E
% Bl miR-221/222 3 i3 X 15 5 5 S 0 S ios W T
(‘signal transduction and activating transcription factor 5A,
STATSA) MEHEEE «6p4 48 HE A EE-17 W53 5 T
2 15 7L BRI 20 B B4 T IR 2B 6 H5

3. FLMRgE AT 25

AT R IR B SERTT ik 2 — il 2= PR R
KPR AR, 7 2 & A O B 1 s S i Re Ak T R R AR A
FEIRIT T B, (HE R Z B SR IR YT RO A, i i
I8 AN XAk 2440 () SRR e e 25 AT T R Tt 24 AT 4K
e R A YT U (1 RS, Yao WIS L, SR
W I IR I B 2% it 24 170 = B L A 400 A L5 1 % 9 4 A A
Lk, TR miR-221/222 IR EAG, #1278 miR-221/222 W HETE
FUBRE T 25 o R FEEEE A, ER YT R S R LA
HALT P25 2 —  miR-221/222 18 12 P45 AS [ B i 245 A 56 5t
PR e A 53 S, A6 TG L AR g AT it o At 3 5 25 A R
Wei 2519 % B 7E il 525 75 16 245 A9 MCF-7 400 v, Py J8 1
miR-221/222 4 F 3k K -5 MCF-7 4RI, 4328 OB i 24
MCF-7 4= A i A% S miR-221/222 5 e B2 35
1) MCF-7 40, % BL MCF-7 20 ig %l 358 25 7= A T it 24,
Zhao ZEB VIS % BE ER BA PR A 25 408 b miR-221/222 %
R, Hiz R EdOtZ MMy T REIET ER 2
miR-221 FLHEH . Y miR-221/222 (0I5 , ER /K °F
TR IEH  ER B 5 20 B bt 3B 2 A s A A2
Gan % HE SUIE 4IRS T miR-221/222 (515 , 40
JL b TIMP3 3 5] () 3235 S0 25 T, R s fl 385 25 24 1)
Ay T RS, /N N SEIESE T miR-221/222 # il 5
Xt TIMP3 B9 EFE/E 5 TIMP3 {4 41 3 95 fib 505 25 b il 4
FH BN —3, 38 43 Fh i TIMP3 85 5 263k, 338 A o oAt 258
ISIRIT I B

4. FLRE T4

JibggE FRAEAE—/ NI A B 1 B T B AN £ 1l AR BE T ()
YA, FEAERF IR A 1 (R 1R 28 55 A AR AL YT R 0 1L 72
H R E AR, WP N R T A Y, miR-221/222 Xt FL
fE A B —E g, AR IR VIR AR S
WA 2 35597, S 2 W8 (aldehyde dehydrogenase,
ALDH) YEh T 40 i r W 0 i , & BLAE ALDH FH 14 09 40 i
oo miR-221 Fak s, AR IR 25 R4 &2 B miR-221 &
FIRH S5 XF BRAAR L, T4 H Ee g T, B TR g O I
B 2224 7 R[] 0 LR R 3T miR-221 [k 94

SR AE R R AR AR R E R R 45 48R miR-221 W2
e PR 5 B A — A W AE AR I 8 b L 2500 78 FLAR
MCF-7 405 Y miR-221,222 KDy, & 30 AR % 17 0 45
PTEN & [, 7654 5% 5 /K 0% PTEN/PI3K/AKT 15538 I,
L CD44*/CD24™ 4R b 2 432 FH 37 =2 40 430 ) 2L A
FETA0A, e PS¢ miR-221/222 41 40 Jfd L 3 WY 4 4 o
LU R 1A T 1 B 2 1% 22 A A R S 0 K MR R, A
miR-221/222 il 2 )5 , 2L T 20 B Le A5 AR, 2L I sk
MRARFOE N, B b . FUARRA AN A DNMT3b 2 Al 4
ZAFUNRE T PEEE U Nanog Ml Oct3/4 S5 R IA , 18 i 1
FTF I 8h T B B LAk & PR . Roscigno 267 fIF 5
K3 miR-221 L) DNMT3b [ B0 05, £ 28 L AR 98 T2
TR N Rk,

= s

miR-221,/222 VE A {9 B+, 38 2o 7 IR 45 22 A4 S A A e
TR E B, PRI Y R A R4 VR T 2 R FL IR
T ARG 5 S R R R E AR . miR-221 7F X 43 2L AR
FIFLIR 27 2 30 28 5 ik B s by i 00 [ o, il 25 ke
miR-221/222 fEFLME RS TR A A B FLIR I 12
Wi RIT R WU AR AR
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