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200c, miR-141 Fl miR-429) (31K, F£ZH0 W iR vR a5 )
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il >4 miR-200c 7] F#1EH T IKBKB FlgiZE NF-kB ({754 , i
FEIRM miR-200c FEYF, TkBow B ER LR AN p65 #FE N1 K-, 1E
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LA SRR,

5  miR-200c FORkAE Bk ANLES-3 5B/ = 5 & B ( PI3K/AKT)
ESER

PI3K & — g P BRIR BN , 55 sre Al ras 2508 2
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Wi, AKT A[4379 3 AhiF A ( AKT1,AKT2  AKT3 & PKBa,
PKBB,PKBy) ,3 iV B D R 45 5%, (H i &, PI3K-AKT
5 T AN A P S — RSN S NG, R A ATk
g2 AR L AN R BN L S e S | s A DS
BEAES T RVE I L PIBK/ Akt {7 53 i 22 i i 1 5 7
FE AR (PTEN) fiPE %, PTEN J&—Fp IR Eg, nT K uk
2k PIP3 I Ake, k1M f PE I 45 PI3K {5 5@k . 7885
3] 240 B (MDSCs ) %% B miR-200C 7] /£ F T PTEN F1 CATA
AR M 2 fHBE A (FOG2) , #3% STAT3 1 PI3K/Akt, $2 5
MDSCs {1 52 1 36 1 AN AR B0 HE 04657 o 53 AT W9 & B, 3
Fik miR-200c 1)K 740N F (CRCs ) Hh Al ISR B H I FE | 1T
% RZERE T W T W, X AR AR B SORT DL Rk
Sox2 FIrig KR 5 3 4h, miR-200c AT LA 3 3 Sox2 f) ik EL
CRCs =K A IS AR 2 6E 7 10 T F 5 X e Bl $E 7m RAT
miR-200¢ 1 Sox2 #4 i — AW ) R AT AT, 2 [ #8735 CRCs 1)
AR [FAETE CRCs b, miR-200C ik [ 85 PI3BK/AKT () #
BRI, 33 A4 60 7 FH AT LA Sox2 B4 5 &5 4 LA B 7
CRCs H1,miR-200c Fl Sox2 JE 3% ) B 15t 4 5 AL, I LA A
FIALHI 25 2] PIBK/AKT {55 % . miR-200c/141 4R A
AlIE 4R R VEGF-A [ 43, 3 /b FAK Il PI3K/AKT {5 53l
6 ATHEFL IR MDA-MB-231 41 2 (i & R 22>, sk
— U4 St it g 0B PR R A ATE Tl & B, miR-200¢ T ¢ 34 i ygg
S i F 1 AR 28 TR s ARG AKTT f4 bl R Ak KO, 3208
miR-200¢ 5 PI3K-AKT-mTOR {3 &3 % = [ ££ 76 — & 1Y ¢
B A ATREST & B, miR-200¢ ] 3@ 5 PI3K/AKT A1 MEK/
ERK {5 5 i@ [, W35 EMT 323 75 17 52 nil il 53 40 i 1 34 4 A0

41
Rz,

7

6 miR-200c/ZEB U [4] f2 &z (& [ B&

ZEB R EE MMM R T2 —, BRiTIRANR
R ZEB KR 1255 T IRBGTE 1 240 0= 191 40 i
ZAP TR, Hoad IR 5 MR kA R RS A O,
— S EE AR TR AR, A S A B A R R R 1 3
SAEN, IR A B A% ) R 0 04 ) 5T 40 i 0T AR AR 22
ERAE ST, X — WL FR 2 g EMT, H: 5 e 20 i =5 434k 432
FEMEER X REY), EAAAE T AR 224 SR B R
EMT A 2¢ By % s B+, ZEB-1 F1 ZEB-2 FTMGI S R E
HIFRIR , A5 4 i 25 O Ak e SR SH UMk RIS TR e T
R Wl B FRAAD 1o N 1 L g 1< 2 R O
EMT {3 —25 058 k9, ZEB-1/2 5 miR-200c W # B T —
AR 7B I — 5 i miR-200c A B 4 4R T
ZEB-1/2 {) I} miRNA 31 5] EMT %55/ ZEB-1/2 23k, 58 0
PR E A, R e g L e R A, ) Ah—Jr 1, ZEB-
172 FUEER B A 3 5, ST 40 L 45 miR-200¢ 7 P Y
miR-200 ZEJ 5L Rk o 33X — LIl 97 2 1 [m] B AL i E 22 b
iR 2 B T Al B A R B A 25 A A L R g
HYHGTE RS R LR,

7 miR-200c 54 &% EHB (CRKL)

CRKL Jy HAT SH2 [ SH3 #5M iy e H, 7T 540N

RREE 454555 M. CRKL W] #5% RAS A1 JUN jEE
Fo1 R 2, 1 RAS & 72 54 1k n 21 4 40 g ; R it & 2
BCR-ABL P& Z R B 9 IS4 , - 7F BCR-ABL BT 4 240 i 5% 1k
HER A, A, CRKL 75 40 Mo b4 7 v ke %5 B, 1 2
ol PR 200 M A G R R K, TR 2 R i 2 bR A M A 1R 28 TN
002 EHESE & B, p53 T 8 3 miR-200b/200¢/429
T8 CRKL 9 3% 35, BARHLHI 2y p53 M I 9% miR-200b/
200¢/429 (iR, J5 & 7T HEAMEH T CRKL JE 5L A 3-UTR X
B, T CRKL 335, B3R T p53/miR-200/CRKL X —# i)
g & AR AL R FLRE BYA T R, LR & L AL
(HDAC) 14 77) . Bl B W] 45 4540375 400 ol 2L At 930 440 L i) 484
FER , 45 A FL IR A0 R 5 00 % 41 R 09 B4, #77F miR-
200c A9 AR5 Bian 2610 % B, HDAC 14 54 v 3 5
X miR-200c FIAT 38 ) 458 CRKL 9335 7KF, i 1 52 i 40
ML GRS RN T AR kA R TR 5 — 15 S, B
HDAC-miR200c-CRKL {52l , p53/miR-200/CRKL {3 -3 %
Fl HDAC/miR-200c/CRKL {5 5 % 1 & B, #7R miR-200¢ 5
CRKL 2 [A] 47 75 55 U1 00 1k 2, 5% ) 25 40 M A 338 3 L e Ak 18
2%,

8 B B

B BT7E PRS2 4008, 41 X miR-200c (1450 T A= ¥126 01 55 B
Z AT AEY), #7n 7 miR-200c 76 8 19 & A= L & R il
1278 FeRe i R AR B E SR, DA SCTE S R v 7 2R 0 2
T EE N, 254 HATE X miR-200c AFFE SR, 1T LI
Wi A B AE AR 243 F AL W) 2 L # R VR, DL 5 MAPK
Notch \TLR 45 £ #1415 5 38 B 7] /9 % V) 56 B PE. miR-200c H
B, 105 HAh A0 R R AR AR A5 e i, SO I B 28 M 1) £
3 %, R T R A A T 1 AE AR T, E miR-200c¢ 38 7]
T 3 BE B AR T SRE B I 23K, S MR AL 1 A B ot
o ATLABTS , miR-200c (425 W24 4F H 5 & AR BR b 7
2 A BN miR-200c 43 F A4 ) 24 W 25 A AR, RE % 4 miR-
200c [a) HAb 2= A3 R R IRt — e i E & .
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