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1 RNA EEL IR ELAELZEDRHIER
kEE kTR

FLIE R e i F WS R 2 — AR, R R AR T R R
VR 2 i P E B E T R A A, BHAT BEE ST
M BIIRA 22 T TR VT LA B — 3 B9 ia T B A, DA B A 4 i sl
e RKEXTZIR T2 W J8)7 FITip . 5% RNA (microRNA, miRNA) 2 H 2
PP — R K A 17 ~25 D TRIAEGR S/ N+ 54 RNA , Hoa] 38
1 5 H mRNA (R S8 BT | S B ] B8 mRNA A REAR AT 8 48 2
DRI s J 323K , TE A M3 58 oAb WRIG & 8 L Tl 8 I~ 20 i 431k LA K K ki &
BEAYING sh R b R EE AR mEAMEHD . 2002 4E, Calin 57 5K
WESE miRNA 58 R85 M FE 7 8 I R B G, Z T2 B T O i AT
TRERF, 2R RH LM miRNA 25 TR RK o JT 7258
DA GRS RR Y AR SO AR SR 2 A 1E miRNA 5 3L BRI 1l 8 A= B e B8
DL K L B 1 40 M D TR B A DGR ST AT TR 2450

1 miRNA FEZLREFRHIRIE

WFSE IR, A e AE W —F i sd b, miRNA Y2635 1 5 1F 8 20 41 R) FE 7
Wi 225, FLAE— OB b AR A HA% 57 19 miRNA ik, Calin %7 7
WH5E T 186 4~ miRNA (R IAE 255 K A 98 1> miRNA (52. 5% ) v e
A S A 5 DR ZE o7 PR A7 A5, T X 28 miRNA H A 15 AN T 5 LR A
KB 1, 5 BES Torio 255 3@ Xt EE 10 41 1E 5 FLAR L 20 76 B FLIRIE HEURY
miRNA FRikiE, KA 29 F miRNA 7ZEFLAMm A ZUrh ) A B8 oAy, Horp
miR-125b . miR-145 miR-21 A & miR-155 75 LR 40 21 1 28 35 7K F PR AR 72
JE R R, I HaX 2 miRNA 54 3k 0] B85 LR 418U — BB 5508 () A= W) 27
PEANMETLZR S AR AN P 3R 2 AR R 2638 g 43 B D K il A8 A 28 S5 B8 VAR G
Sempere %% iz FJFA 2438 B ARIEFT T miRNA 7E 100 Bl FL AR L SRR AR i)
23] FIk TGN, &I miR-145 F1 miR-205 (X AE ML B2/ 1F 8 FLIR- S48 F1 R 17
LR AR ik, H AR HIE A 2R AR EE =9 2  7E 4 e, miR-21
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KAWL let-Ta FRIXHIFEAL; VEE LT T miRNA RIB5ZUIE L EARieY L
KGR ER (PR CHER-2 S8 AUAHICH: , 25 2R 278 miRNA 3k v GE7E FL AR
(R LI 32 i P A8 VA (R e PR L ANEL, BT, Tyevleva 25173 s 4G 80 51 4L
LR IR B DA S 40 151 i) L i J AR N 2 TP T e = 5 2L R e PR
£ miRNA ( miR-21 , miR-10b, miR17-5p . miR-31 , miR-155 , miR-200¢ , miR-
18a . miR-205 il miR-27a) &k, & B O L AR 9 & 1) miR-21 . miR-10b }
miR-31 Rk BB v T B, 27 55 B0 2L R 9 A8 0 AH L, B0 2L A i 28 5 1Y)
K B AR R A A R B o

2 miRNA 5Z|REME %K

78 A A P 98 A A R B i i AL 2 — R4 g I A A 2
miRNA 50 JHd & AE K R ) — N BB

PN B 200 2 0 26 PN R 18 DB i - 22—, A g I A8 50 A v e #E BE LA
o miR-126 C Bk SRR 5 1 3235 T R BRURY M8 N B2 4 e vp o A i A 2
Northern blot Fll Western blot %45 5 3& B HAE 2L i g 20 23 F e 3k BTG, {H 40 il
PR I A8 PN B A0 M AR I DR /B I TG UL -3 -0 B/ 2R 1 D B [ vascular
endothelial growth factor/phosphatidylinositol-3-kinase/ protein kinase B, VEGF/
PI3K/AKT(PKB) ] {55 il P& A B30 , K miR-126 2555 A MCF-7 4u i rh
KA 0 VEGF/PI3K/AKT {5538 6 0 M bk i 2 ™) 3 2E 354K miR-126
Al BB L Y VEGE/PI3K/AKT {5538 B 78 L B e geg 1 A A AR R A o
RIFEREENMEM, Ma P 0IESE miR9 NS0 E-45 8 E 14 (—Fh N L &
HH) RIKFEE AT LABOE B-1EME B 5 5 8 B, X 555 9@ pg n] o i
VEGF 52 HE MR ML 48 A2 L, Ak, FLIR I 40 i miR-9 w]HE 6] Y E-
PRGN A X — i B PR SE Al g LR 41 2UAY L B [ [8] 5 4% 72 (epithelial
to mesenchymal transition, EMT) "/

HLUAF (tissue factor, TF) A& V&5 b g 1L 58 A= Bl A 4% B2 (1) — Fp 2 22
5 OIS EEE M A T HoA R R R MR L I 40 Mg 40 MDA-MB-231 LA
Ko BT-20 4l 5241, Zhang 55" ARSI, 1) MCF-7 201 & in A miR-19
i e] fE gt IR TE TF 235, 1 miR-19 i3 B R A 22 T 18 MDA-MB-231 4
g TF 3%3K 3R miR-19 A SFLREANI  TF Rk 2 0AHC, ARGAS 1)
3K #H 7 X (3’ -untranslational region, 3’-UTR) 7] DA% & F- 4l 1k miRNA | [H 1M
FEWT miRNA WYIIRE T A E EEAEN . Y15 B ot 45 % Won LR
FEANML TF 51y 3'-UTR HAFAE miR-19 -2 Ff miRNA f45 507 58, $2/1
FLIREAL U TF A9 A BRI RE3Z 2 Fh miRNA A8, #F— 20 BB UE 2 TF
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[ 3'-UTR %F MCF-7 4l 2L Rkl k@5 /E Y . X5 miR-19 454
D7 5 ERXT TF Fik B2 & —E0 Y , $278 miR-19 XJ TF 35 1 P98 755 n] fg
et SAHN AR A3 -UTR IX45E 523 D DL ik s sz g6 2k W AR H
— B H SR AT (IR ZU M EL R miR-19 AT HES 5 T FLIR I8 I 45 A il iy 45
TR, AP, Jeyapalan 5 BIF 5T 38 3IE 52 0] 5 40 M 4 A B A AL B 44
( cluster of differentiation 44 ,CD44 ) F140 i 4324 5 #H 8 H 42 (cell division cycle
protein 42 ,CDC42) (CD44 4wty mRNA) i) 3'-UTR 454 A9 miRNA F B 4145
miR-216a . miR-330 F1 miR-608, #F—L57 Bon, AZUIRE MT-1 4l &
CD44 %) 3'-UTR A 5 IR ZHP miRNA Z2HK 25 1% P B2 20 i AH 536 2 ) 3
W IR LR A B A A, R, miR-216a .miR-330 LA & miR-608
Al et 2 2L A AR BB A 5¢ miRNA

3 miRNA 53 RENEE . &%

R IRE 4228 RS R — A 2 A2 2 pY e R | R S L R A e el
HERT N EERRZ — FLIRE A R 28 N RAE B AR AR K
SEFE AT 7, R LR AR 2 R RS I R AR X TR IR YT LA R TS T
HAEBREWEL, B, MR ANRELER T 257N RE A
miRNA | B AT AT DI o V5 T R A0 50 T 5 i LR e AR 28 %

CD44 FE P& — A8 3 N, HoAe FUAR e e RS o R vp SRR B B R
Huang %5 "D —FP 22 miRNA SCEH SRR N RFLUREAE R E T
Transwell ¥ 3% RGP TR 9%, 450 & P miR-373 1 miR-520c ] k1% Fi .
BRI A B AR AR RN B AR 2R 5R 48, T X 222 i miR-373 Hl miR-
520c i CD44 RIKFT e, b, A 1id % BRAE I PR 2L AR 98 5% % B9 A A
miR-373 ik B3 L, 15 CD44 ik T A —3, 3 — 25 5% 7 31X R il
miRNA A 45 CD44 11 3'-UTR %54 3 il o1k, 42 1 0 e g6 i %
%, JRNLERE FH-1 FEH ( tropomyosin-1, TPM1 ) 1, — A 41 e R A , IS5
R RS S IR OGS Zha S50 ZEBF T AR SE , S0 miR-21 Rkl DL g 2%
[AE MDA-MB-231 ( —FhFE R PEZL IR Al B ) BR 2B RN FE 5 |, 3 S TR K
T miR-21 EAEAEH WA S ——FE e YE 4 B 58 T2 F 7 4 ( programmed
cell death 4,PDCD4 ) FIZL % 22 2 1R 85 1 B ) 97 ( maspin) ( 345 Y8 IESEAF
I8 1) A 22 N EE RS vh R ¥ BB D) 9 3R4K 45 2R 878 PDCD4 F1 maspin (1)
RIS miR-21 FIk W T R 2 A SE, I rT B MDA-MB-231 4119 1R 28
PE IXEEHHEIR miR-21 A] B8 LA Z B i Jeg e B 400 ol 32 DR Ry 00 o557 2L g 0 1 4%
% R R E B EAE N, miR-10b &5 5 F Twistl B 32 78 35 ) 40
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miRNA | 1 Twist]l 02— Al gk EMT FIE S T, HET, miR-10b 5
FURR R 78 FERAUAHEME T RS2 E0IE S, BP9 A B &K B, miR-10b 7855 5% ik
RE 15 A 20 1 L Mo 8 200 b 8508 B 3 1 vy, 7 G RS VR e 1 1 L M A B v L
JF 2% T8t R I B i 0 b L AR e AN B O AR 2B B8 T, IR R 38 miR-10b L AR
T AR S P AR S Bl AR IS, 25 R B e SCSEAZ T R BE BT miR-10b
FRITEE , LAJee 2 P ) 1R 22 RE 0B R I2 10 435 5 55 41 B 7 2635 miR-10b HYF,
98 A4 Y A7 2 o 22 e 928 R B 1) W1 AF E BREL 5, 6 JRL S B A A o 3 T AL
IR T B, A BH S TB) B AR IR, 11 J 5 S0 /0N B 40 o8 PR A
AN R TG . X S LR miR-10b 28 3k Al DA 3 L B g 1 12 28
Bl A R 8 T miR-10b 845 300 5 1 45 2 i, BP9 ) miR-
10b $EEL A R PRS- AUHE D10 (homeobox D10, HOXD10) #%% 5% F1{# Ras [F] &
N R B C(Ras homolog gene family member C, RhoC) SR FERTAR g FL R
JERZEFERT . miR-9 R AN T B I8 59— Fh miRNA , Hn] LB 42
# ) 1 A5 %68 M (cadherin 1, CDHI) T A H#EAE ], 33X — 3 R 9 UE S04 3 i
LRI 20 B A BE Sh PR AR 28, miR-9 78 IR 56 A% M LR oo 40 0 rp 3l 8 ik s
AR /N B ok 2R 2L R A R A I 5 R2 ) L B 2 E AT & B miR-221/
222" miR-17-5p' " 4¢ miRNA W2 5 T LB R R 22 12, N E A
% 53k —33 FE MY miRNA H', miR-373 1 miR-10b F IR,

WFFE N BIIE & BT 22 m] 41 6 3L AR 9 4= 28 AL FL 19 miRNA | £ 2 AL $E
miR-335 .miR-206 F1 miR-126 %51 7EiX 2L miRNA W1 miR-126 A 41 i LA
JirfvJed 0 i ) A R 434k s miR-335 T 452 8 1) 308 75 #HL 200 i 2 S DRI - ol ke
X4k Y #E 4[ sex determining region Y ( SRY ) -box4 ,SOX4 | FI4H Mg #1355t 1% 405
FHEE A C TS AN TR A s |, e AR AR L i 4 B A AR 22 PG L AL RE T 5 1
KL & I FLIRE B 35 miR-126 Fl miR-335 Wbk & M2 2R ) 4
Kl PRI WSS, miR-335 A $l ] ER-o BH M FLIR I8 H & (0 Al 5% B2 miR-
335 Fl miR-206 i ik ik o] ARG A% LM2 40 i DL K B 56 R v BoM1 2 Y
RS20 A miR-124 W 3 1 #0 1i] — 2 471 5 e g 26 A R S B9 6 IR B T 410 7 5L,
g GRS

EMT 2 e 5% 58 B AT, PSS IESE 2 Fh miRNA 3125 1T 3LIER
EMT %8, Gregory L2 TR % B miR-200 2205 i A7 8 5t ( miR-200a . miR-
200b ,miR-200¢ .miR-141 1 miR-429) A & miR-205 ) FEIATE EMT A4 3L AR I8 2
Ha B2 I, AR miR-200 S0 A% 51 32 18 A 38 58 5 & ml LA RH 1R 3% 4k 2k
K [HF-B ( transforming growth factor-B, TGF-B) /550 EMT ot fe, #—2 ot
FFEIIXFHZE miRNA ] L [GE ST E-85%0 5 0 8 U s I 9 [ 8648 B-S 4
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A RTE S -1 ( zinc-finger E-box binding homeobox-1,ZEB1) 1 ZEB2 ] ) 3
ik, ZEB1 fl ZEB2 ¥ K25 EMT F1 M 4 7% 04 15 2L 43+, 1 4100 ol 3 3
miRNA ¢35t 9l iE 52 Al i 25 B A5 ZEB1 A1 ZEB2 R A9 EMT i #2% ,
ZEB1 7] E4ZEHH] miR-141 F1 miR-200c ( 3457 3L MR 95 40 A4k B 0 1E )
S, T EMT 0% 080 TGF-B 1 ZEB1 SUE T R ZE s =), Lk
RPLIR . ZEBL AIfEfh & T — i 250 miRNA SRl gE EMT LS R 20
MR ZE AT 1 FEAN AR 52 I |, i AR T e AR ki S B R
O3l e S UM G S

4 miRNA 52| R7E T4

SR TR A — /NS 20 M EL A T 20 Y SR A e e, BRI I B 4
M ( tumor-initiating cell, T-IC) , H A 5 19 Fo 1] B A, (H RS Ieg P 2048 i, B 0A
N e R R RS LA BRYT IR R ARIE BT AE . H Al-Hajj 45
T 2003 4AFE RS E I E T FLIRIE T 40 (breast tumor-initiating cell, BT-IC)
J& , BT-IC {5 [ T A58 N SRR I S sl s e i R AR R

W XT R AR I I T 37 A BT-1C -5 HAth A 2508 40 i X 1 =ik 1y
miRNA , FoH' miR-200¢-141 ,miR-200b-200a-429 L) A miR-183-96-182 J&7F BT-1C
HA AR R A (R L 1 8 5 T aeh R R R 9T 1 A S8 miRNAY | BR T HiTR 1Y
ZEB1 Fl1 ZEB2 ,miR-200c¢ 4 A #8 [i] 40 g 5 38 53 85 i 98 75 B+ BMI1 AT i
il FUR A UG S A M A K DT85S BT-1C A BUR M 5 5541, miR-183 Fil
miR-203 W AR S AT HR S B bk L 200 AR B9 JE /0N B I i 25 4 A XS
1 (B lymphoma Mo-MLYV insertion region 1,BMI1) S N s SN
2N TP R R S A R A0 LA S — AL B P BT-1C F1dE BT-1IC 41l
miRNA [F5 L, BFFE A B & B BT-1C W let-7 ik B3 N F(HAE H oMbt
RPN F IS Tet-7 FaR38 s [l bR b B0 2% X = i 78 R 8
A (high mobility group AT-hook 2, HMGA?2) FING 4k B[R J8d 9 7 BU& SE A [R] 2 )
( Harvey rat sarcoma viral oncogene homolog, H-RAS) Fik [, Hir H-RAS %t
DRITC B0 i AT 19 B8R 8 0 (B T 4 M 1 oAk 1 A 52, 1 HMGA2 FE A
TUBR AT 1S 5 20 ML 1) oA A0 H { IR ICA R, 256 DL B4R il TiA
oA let-7 A 33 i 22 #E L PR TR A T -850 BT-1C (19 Z R+ A0tk el s 7
XHERE |, IR RN ler-7 Wi FERE H-RAS Al HMGA2 1Y 323K, 11X
B BN R R AU s MR, B3R let-7 B9 IiIee 4 8% 17 1T BB S AR B/
AL Yu 2P RUESE BT-1C 1 miR-34¢ Ik MBI TT LA #E BT-1C B9 {38
HLA K EMT 372,
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5 %HiE

TE EMJUER 22 E M 27F miRNA 5 FURE & A= K& R AR 5 Tl
AT T REIESE, WS T3 A 3t 2 | i BE i o7 2L g 10 & A= % e Al
M AL T a0 Iy ), WO W YR YT AR M2 ok TR AR AL Hedn,
S A AT L 38 o R 0 R e AR R AR N R miRNA % 3K 7K - DT 5 21 .
B W AN My LR A9 B Y, 25 DR Y FE 48 miRNA D) gEal# Rk K
B AR AR Ry LRI S R B A W Al DA X e 2 R R T A Y
3 Bz W s AR g R A I A 55, B, HETIA A AR 2 M AN TS A, W45 F
miRNA 7EH 5 5 52 A4, A R LR N AR PR & 7] X miRNA 19 18 Fi )
REFEA TR, B0 miRNA B8 Mo e 3 ) VA7 R % 2 TS AR FE AT S AR PR ) Al
FE N NARTE B 5555 X L] BB 2= 5 (T AR TH G ) B R PR .
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