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Abstract

into the heterogeneous cancer populations, play an important role in tumor metastasis and relapse. It is reported that

Cancer stem cells (CSCs), possessing self-renewal properties and the capacity to differentiate

cancer stem cells can be generated when cancer cells go through epithelial-mesenchymal transition (EMT). Non-
coding RNAs (ncRNAs), as key regulators of gene expression, could contribute to the acquisition of stem cell trait
by regulating EMT process. This review focused on current understanding of the regulation mechanisms of EMT in
CSCs formation and the role of ncRNAs in EMT control.
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WO TR T . 238 T L iy
PERISRAF, EMT ] LA 2 5 g 8 g 72, B A
‘E R AR T b A M s . i R AEEMTIY
Jiga 4 ML SR AT A B8 ), T LUAR 2R SRR, 1E i A
R . SiAh, ERRE B R, EMTAS i 83 4
JEL A DA 98 47 B H A IR A I L 4 A 15 T B
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(D microRNAs and @) IncRNAs are usually transcribed by RNA polymerase II (Pol II). 3 The mature microRNAs can regulate target gene expression
through directly binding mRNA and leading mRNA degradation. LncRNAs format structural domains by RNA folding. They can interact physically
and functionally with @ microRNAs and & multiple effector proteins, ® or they can degrade mRNA or inhibit translation by directly binding target
mRNA.
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Fig.1 Biogenesis and molecular mechanisms of ncRNAs in regulation of eukaryotes
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I L2 s o8 1 40 g S T g 1 4 i v B 2
A&, CLILHERT, IR T B B I N %o — A/ R
AU, B F IR

20084, Mani%E % i, Twistl. Snail 5l TGF-B
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1 5 1, TGF-B. Wnt. Notch 1 HAth {55 51 #% &
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AR . KRB FEEMPFET, CATLE
TERG 93 AR S 2 AT R AR
OISR T ARG A RN ALE 145 i3 14 1 %
EMT 7 1 ) Bk, DR R AR i O RNALE 1 2 i
I8 T 40 g LA S EMT Ik R H (198 e Dhfe, 6+ R i)
W FURAT B X
2.1 microRNAIFIZEMT X B T4 A

microRNA & — 28 K & 2 422/ % 1 1% 1) JE
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1R, 44 2 EEmRNARI3 B 128 X F, AT R A
mRNAF i 2 11§ 1%%29, microRNAZ: 55 8 5% J5 Sk
R R IE W, EAMCT LA R, . K
B EEMFTAENK Z R AW R, @A g e
B B, A RN AR S5 2 U7 ik A EAE R
— A microRNAA] DA [a] i i 15 22 AN [, [R) A 22 A
microRNA 5 I [7] 1 #EmRNA, 38 i 20 253 21K 1
W H ),

fiff 57 % B, microRNARJ DL #E¥EMT i #2771
BN Twistl . Snaill. ZeblF1Zeb2%s, PKILATSY
F AT FF microRNA Y A — 2581 IEMT i 448 A 129,
5 FAE20084F (1 i, PUASAS [R5 141 BA (R BfF 53 53
2 W, miR-2005C % 2= 15 15 I 83 40 i I EM T i
FEETU, miR-200a/b/c. miR-141 FlmiR-429 %5 miR-
20055 J5% I i A 23 T HIEMT I B2 rh Zeb 1 M1 Zeb2 /) 42
ik, WITHIHIEMT R A4, 1E40 fe 4k k5 b pz e 408,
IHEmiR-200 5 5 # MO b Rz 41 i 1) B 22 b 35 )
T, R EEMTIEZR 2. B T miR200%
T, AEAN R ) iR 2 70 v — 26 H A microRN A S5 ik
7 A A T s I 1) EMIT (1) 55 22556 R I A5 EM T
B 4, ik Rk miR-29bn] LAl FEEMT ik F A i 100 il
1 W0 1)1 28 2 BB iimiR-30a4y 3 13 1 %2 Snail 1 1)
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KT, microRNAKS A LLZIHEMTI 2 AN 5 1 . 47
i, AL b B2 40 B rhmiR-9 w] DL B % 08 T E-45 B
WA R RIE, 24 40 3R 1518 3 1t 12 2% e
245 T) J 40 P PR R s AT B, miR-194 6 30 2o 1 4 1) -
250 Ji 6 40 PN R R 1 R R PR A Al B 1 4R 22
TR MRS fE 1), miR-66118 i ¥ i) Nectin-1 1
StarD108*, miR-491-5pit izt # ] Par3P> n] DLy 55 4
M) 4z, X S EMTEZ AP . miR-197H
RS DL HE B B 4 B P EMT I &% A=, & g 46120
catenin(E-5 6 8 171 1 3= B 4% IR R IAB0. i
L, microRNAJE i 88 41 Jid o 3 #XEM T 25y 1,
AT REAE IR YR IT AN LR T A AR A

= B 2L, microRNAE 2 5 35 I8 G T
SRR 2 B R T AN R T A R
microRNAXS 1F ¥ JIE JIG 41 g /Y B 3 5087 e 1 A &
i H A B8 g S A LR 1 AE BT miR-2907%
AT ARG 540 i e 4 5 Y1, 1 miR-291-3p. miR-
294 MImiR-2957% N, 75 AAEAEcMyc R Ol T Al LAKG
JRKLF4, OCT4HMISOX215 5 2 RetE MRty 5
R, 7E4b T B R IEHERE ARG 140 i
1, miR-145 1) 238 K AR 1), (HJ2 78 04k iy i
Ferh HR &, I H, OCT4. SOX2FKLF4:miR-145
(1) I DR, miR-145 1) _F 1 2 0V BG T-40 e
(1) 8 B 75 FLE AT 1% R BRI 46 73
FARIE, let-770 FLIRE 40 b I8 BRI, IF Hlet-7
AJ DA L 40 i B 35 8T () H-Ras B i
TG THMGA2 K, %k FLI 140 Mo i -1 A
R e ) AT 7R, I BAENOD/SCID/M i, it
F ik let-7H BEFN bR L AL R 10, IX BERE AR
B, microRNAX i 8d 141 A 1141 Bl Pk 4 4 %
SR PR, IR A S microRN AT T i 8
T4t R RV T R R X

T JLAE, O WO EMT S IR+ 41
I R Ak, IF HORIL T H P microRNA) H 2 A
FH o M9 5L Rl ps 3 0] LA R i 2 EMTAT 8 140 i,
e A LU #2245 A AEmiR-200¢ () 2 ) 107 AU K0S
miR-200c[1) & IAH . IeAh, A HF 5 K ILAE OF S0
1 #7AmiR-200c 7] LU i3 i £ EM T 8 141 A
(ISR BE ) AR g 1192, miR-200c38 nJ LLE 7] 14
T4 i B BB RE ) BMIT, I HLAESR Z1 I FL
e~ At M B BRI R BE 0 S A, 4 T
SOX2HIKLF4H & miR-200c ) #5564 . i1 T miR-

200cHImiR-203 GE 1 1l i 98 —F 40 10 (1) - 41 Ji ok 17k,
IMEMT )30 R 7 ZEB 1 3 AEH X 5  microRNA
(F17¢i2, I LLIE I microRNAE ] LUK EM TR I8+
I H 20 PRE PR B SR FEIE R R T ik T A,
miR200c} 2 Fl - 41 Mo Thy 8 #4725 22 117 1 42 4 H,
RERS 5 IR T4 I EMTIE A [ R HTAE A0
B AE S B T miR-2005 0%, miR-2 1t iE 5L fg
WHTEMTHI MR 41 . LI b, 1t KB miR-
21 2R AL YN B & AEEMT, 7] B2 i 41 B 35758 T
0 2 A R miR -2 1 2 IA ] LA B AK T/ERK
A, A T EEMTREFE R, I B PR 140 i
(B DY, Ak, Smith5E00 % B, o 75 miR-
106b-2577% 1] LA il #1 5 K Smad7(1) 2 15 M T 0TS
TGF-B{7 53t %, 43 3L MR I 83 40 SR ASEMT 5 i
T4 R A

R 5T 45 B AR K W, microRNAZ HEMTiL
e, FEHS 5T A0 oA T4 B AR +4i
RN RS N 6 5y 1 ) AP o s sk L b2 | b iBa
EMT ] LLFEAR A e 140 i, DR R ATTRR 4i 50 A7 1)
WF5E ] LR HUX BB 5 microRNA R fE A A1k
Jo A1 B 1 EMT O R 4 A% e s 4 . BT A, 1R
AJ AT — L4 S I microRNA g i i R 2 EM T f4
SR 2 R b8 1 400 M g 3 2R, TR) P S T RE 4 i 1)
12 28 RS B T-microRNATE 98 & A v B
TR, X LRI ) R B nT B A IR iR
§7 HE A BT 1R BT SR SR, {H EmircoRNA I 1 i #5
EMT R AE A5 i 988 240 B 4314 B Jed 4 i 11 52 2% L
B S, BT EIATEZ . RN
2.2 IncRNAFIEEMT X B 41 A

IncRNA 7 i FincRNA180%, f& — 2% HRNA
IR BTV, Sk 7= A 1 BE R 12004 1% 1 2 19 A1 i
TBRNAZS 7, A7 140 M A% 9 slo4i i ot b AHEC T
microRNA, IncRNAJTH 45K, A 1 210 Kb,
AT LLTE R 2% 1R 72 ) 45 460, A N ()t AT 0 3 1)
FRE, S HRERRR W T IR SR 2.
IncRNA R L3 3ok i 5 B C ) 3% RNAYT & 55 7
3, TR 8 B 2% 10 — 5 (R 45 0, I $efit i
LA T EEAA AL S, FIDNAL HABRNALL A 8 (4
SRR ELAE H, LR R FE A1) 24 D RE, 18 2 P 2 T (5%
SEUREE. Besk R RWEAL 25 I R AL A
(1215 . IncRNAA AT EAAE FT-215 3 it 22 DT Ot =X



1588

YEH, in cis), i A] DL HOAm G (A4 B o454 FH (Je X
fEH, in trans)*, B WS HFIAN, IncRNAFHTST
(WRZ15'% T R 0 | A S DN TRERH B S TN P A T
SR B, IncRNAE N BRI R4 vp— KB
H A R AL AR T, AT e s R A5 L A
K Ja S 2 LT EDNAF 364, A& A&
i g 0 5 E A, A PR BR BN iRk T A
2 5IL R RIEESL, IneRNAIE v DUAE K —Fh 58
Pk N YHRNA (competing endogenous RNA, ceRNA)
5 HABRNAR 55 A 5% 4 A 7] () microRNA, M1y 41
fillmicroRNAXT ;1 35 PR 45, T8 i oy — Bl K~
() 3 5k 5 W 4P 9 4, KallenZ6P W B, A5 #E 30
YH19 IncRNAH 17 microRNA let-75 1 1) 45 45 fir

M7V 5 let-78#0 35 R 4 Dicer M1 Hmga2 () % ik o 55 41,
Chiyomaru®5P2 ) 5o i 57 & I, IncRNA HOTAIR -

14155 7 454, 7E Argonaute2(Ago2) B 5 WIHITEH T,
miR-1417¢ 1l FHIHOTAIR ¥ 3 ik K L oy fg, 1 [7) I
HOTAIR W G5 miR- 141 ¥ L R ZEB I (f) 61K

I AE R 9% K B, IncRNATE B JRg (1) &% AE &
Wl 5 R . AT 208 5 B R AE G 1
IncRNAH 3, X S8IncRNATE [ 983 41 )i o 2 ik
S, eI IR TR e 1. 20034F, JitERI AL
RINFEHE T 55— AN FI IR 5 5 AH G T IneRNA, A
TR AR /NG o il 7 F R VI BR S, A7 2899 A
TGz, b e R 200 IR B, SRR RIA 5
M & B, 7049 A i 7 1) B8 P IneRNA MALAT-1
TS BT, HARN SR IAMALAT- 11 i B
KA ST R IR LUAR IR (0 g s 4 v T K
29545, Sk g A — 301 42, Schmidt% IR 5T
ESE T MALAT-1 6 {2 ik 5 1 JE /I 41 i It (13 7%,
I FLad It 4 BRI 56 A, 4 HIMALAT-13%54
IF, e A0 e S0 1 3 BRI, B, YingZEUO7E
JB5 kg R AT 5 gk — 2D R I, MALAT- 1 il 51k
EMT R AE A 138 Ji e 40 S 7% 1), I B AdAT T34 iE B
T MALAT-1{¢ ZEEM T2 il B0 Wntf5 5 08 % . 1t
A8, GuptaZ5B7 B, HOTAIRFEIT # 1k SL e o (1) 2
N AR E AL 12565 0L . 32
WL W, HOTAIRGH i AH B 25 &8 2 M i) 2 &
¥)2(PRC2)FTH3K27me3 7 & A 41 H (1) 40 A7 K 2B 0k
AR, T TR Ui 2 PR R ) R, Rk iRy 132 28 4%

o QiR S8k — M AE 52, HOTAIR{E Jif 8
AT I 20 2 th T HW EMTAH 56 X 1 (B-45 3
FI. B E I Snail) I 1Y . SunfE I i it 5T
KL, 53— ALncRNA BANCR(BRAF activated non-
coding RNA)TE /)N 4 i Jifi g Jif g 41 2R3 Kk &
F N B, i HBANCRZIA &[98 /> 45 51 ke A s
PRFRIE K Sz v 5 4, HAE ARG AR . HE— 200t
S, BANCRIUE W TE-E5 8 8 11 N-E5 2 1
F I (1 R AAEEMT R 5 344 ] » Luo560
(VRIS IE 5 T H1OE 3 i 988 4 % A S 30 3 41 i -4
FEAMRL. XLHFRARY, IncRNARER 1Y
JiRg 4 HEEMT IR & A, AT 76 b e ) 42 28 5 #% vh R
FEEEAEM .

B4k, IneRNA R A4 215 i) 23 Rk i Sk, X
A e 5IncRNAZ 5 I Jit T 41 i 73t A3 K, AR
J A, By THOTAIRLASY, i847 2 FiincRN A I £
ARG B 1 R A A RN G (0 TR S, R T SR DR R
ik, FERFAN R TPE . A0k DA K T G AR,

IncRNAYEEMT. s 3T 4% LA J -+ 48 i b e
OO R4 i g B D (VR L BB AR M A 0
FmircoRNAK i, IncRNA B FLAT b T W1 4h B BX
IncRNA ) Dy BEAME AL SR A H AN B, 76 Jg
A, KT IncRNAGE R P ZEEM T 25 8 40 i
(VRIS T 1, L 2R IneRNATE IR+ 41 i
HAE A BE AT s . (H S I T IneRNAFT 25 25 19
FEETAEE, RS HIRENS T 20,
XA AR ) T AN 5 1T
2.3 HfthIE4RAIRNA S FiE

% 7 microRNAFIIncRNAZ b, W 5% K ik 5
— LI AR IR G RS RNA S 8 A0 %, 75 2 Bl e
HRAE 70 Kk, WipiRNA. snoRNA%E. piRNA(piwi
interacting RNA)K & — i 71:24~32M % 11 1%, Bl 7k
A PDIRAS N e SPiwitE IR 45 Gl A3 4, Re 2
WAAPIwi AR [ (W FE P UUER S 7 Y (0 T B 1 2 R0
WAL R, JF BAE IR A o i A AR, A
piIRNA 38 A& BUR 1, 111 FIpiRNA N A 58 2 1)
Ja 114, snoRNA(small nucleolar RNA)JE iz 5 78 #%
1= R I /NRNA, S R e AT A o ge e
KAZRNA, {HE LR BRI 2 (a5 R0, ©
ATTREY ) 22 b iR () A2 BOR 3% R e g, I HLAA B A
h R 2 BRI YE 97 IR BRI, (HZ H BTG T piRNA
FlsnoRNAZE [FJF 538 AR XS 55 /b, ) -1 LA i g
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- O e I Invasion and metastasis I
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Cancer cell Cell with EMT phenotype

JR T AN RAT A B EDETRE Dy, FF AT A R AT, S UM (R A, IF AT 2 25 2k . EMTUE AR ik Jig (¥ S S R, ml A A R
FHBAEHAL UG S), Il iR A1 5L AR JR AT T4l IRF . 1T neRNACER 12 microRNA Rl lncRNA) 7 i 46 i P v 34 R #E 4% AR

Cancer stem cells can self-renew and lead to drug resistance, as well as differentiate to generate the heterogeneous cancer cells. EMT plays a crucial

role in tumorigenesis and cancer progression. EMT not only contributes to tumor invasion and metastasis but also generates cancer stem cells from

epithelial cancer cells. ncRNA (especially microRNA and IncRNA) can regulate all these programs.
El2 ncRNA7EEMTHIBRE 4058 691 F
Fig.2 Function of ncRNAs in EMT and cancer stem cells
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