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Abstract

miRNAs (microRNAs) are a group of endogenous non-coding RNAs of approximately 22

nucleotides in length, which are involved in cell proliferation, differentiation, apoptosis and other important patho-

physiological processes. It has been known that miRNAs regulate gene expression by mediating post-transcrip-

tional silencing. miRNAs are also implicated in tumor initiation, progression and metastasis. Widely differentially

expressed miRNAs are expected to prevent and treat ovarian cancer by interfering with its biosynthesis, in other

words, inhibiting the expression of oncogenic miRNAs or promoting the function of tumor suppressor miRNAs can

accomplish the goal. This paper reviews recent researches on roles of miRNAs in the occurrence and development

of ovarian cancer, to provide new prescriptions for clinical treatment.
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Aiv B2 BE UmiRNASTE I LI (11 PR 012 . 877
HAUE AR ARSI TR A M ME I 25

1 miRNAs#HE&
miRNAs/E —KKL N 22 ntff)IE i1 H
B2 750, 40 h0 miRNA RS F B e H RNA KR &
Wi 11%% % N W] 2L miRNA (pri-miRNA ) i Drosha-
DGCRS8(DiGeorge syndrome critical region gene 8)
S EWAFEAE /N T 100 bp AT /A miRNA (pre-
miRNA), f348 RNAse 1ITFE N VIZ R ES Dicerin T/
JmiRNAXUFEA, Bl J5 DURE miRNAfRRE, Hodr 15 5
5% 5 RISC(RNA induced silencing complex)&i &, £
BmiRISCE &%), ZE &2 55 mRNAK) 3'4F#Y
PEDCAL RS FLAMECX , 5 34 mRIN As B A o {5 4
mRNAsHIPEAZ 1], M ITERAE R R R, Bl e
%1, miRNAs| " ZZ 5. 7. BT AR
WEEZ R AEY IR, B P R D)
AECT. ARHEmIRNAS A MRS AT LK EA 15 B
miRNAsFI1#E miRNAs 228, 754 4 i 38 i 7 5%
Je UCER A o P HL AL e i R e 1) _E B miRNA s o
W NIE B0 miRNAs, 17385 T BR iR i 3 R0 e i
T P miRNASHRR AR 1 miRNAs® . 38
i miRNAs &I BA 2 e v, RIRIL v 2%y
S P BT BT P . miRNAs HL A 45 1 e 4 21
FRHE, —F miRNATE 2 it h Rk K- A
FHIF, BIASEAE [R] — g i AN [F) 200 i 28 v i 2Rk /K-
WAA
7E UP S AT 2 FimiRNAsFRIA K, Hix ik
miRNAs 5 5 55 (1 500 Kotk e s U1 o, e
50 7N g . T R, TR
ZANRER LR

2 miRNAs3RIA KI5 U0 & = 4 AEIE5E

S 3ot 5 4 A A 0 B A i % 97 A Y B R
Z o WIEWHFE KRB, £ MmiRNAsTE 51 577 41
J P R A R A AR, ] 4imiR-223-3p.
miR-18b. miR-205F1miR-216aE J £ fw f ik F i,
X LemiRNAsT] W] 2 {2 3E 51 5396 40 filg 8 5810, R
M, A A Z miRNAsUllet-7c. miR-23b. miR-34a.
miR-34c. miR-145. miR-491-5p. miR-519a. miR-
542-3p. miR-193a-3p. miR-1271. miR-491-5p.
miRNA-574-3p. miR-634f1miRNA-9367F Bl HLJg

FIKBA I T, X EemiRNAs K INHI 99 890 & E K
JEII/E U,
2.1 miRNAs54RAEE RS E T

let-7c» miR-23b. miR-634. miR-542-3pF1miR-
145388 o8 1 4 5 e 41 ff ) 318 55 IR 7 1) R A T R 5
i AE U1, ZHANGZE R I, let-7cn] DLUEE [A] 1
ECDC25a3t N, X 5 # & CDC25%E IR i 2% ik HF i)
— 1A, Wlet-7c 5 EUZN M FE A BH ¥, 2 1 0 o) O 58
S o PR TR 2 5 . miRNAsIE T T 8 40 fi 8 B & A
(cyclin) 4 e J& A 2 1 4060 14 338 (cy clin-dependent
kinase, CDK) LA S E2F % 53¢ [Rl - 5¢ it 55 B2 PH & 41 i
JE SR 28 8t (1) X 3 DR 1 10 302 400 41 4 R O A
11: miR-23bMmiR-634 4L 1] 1 HH CCNGI1EE A, F 3
cyclin G132 T, H0) O 5 9 40 A 39 1), miR-
542-3p#L ] Y CDKHEE Rk, rh W AR 20 i Ja A
3RS AE ., AT 0 59 S0 40 A 35 58, miR-145
i I B R0 ) COND2 N E2F33E R, 535 O 56957 41
G 5 FEA 1) B S0 20 s el
2.2 miRNAs5SRY#HXHIHMGH: 5 E F K%

SRY #H R HMG#% % K ¥ 5 % (sex determining
region Y-related high mobility group box family)Zh%
I SOXE ARG T REHEZM/EMH . miR-223-
3pfE U A & (SKOV3. OVCAR3. A2780.
ES2)H it ik, FANGEEPHR I 7 ot 3 Wiy 4 15 &
M R AR ETZE AT FIQRT-PCR M HT15 H, SOX11
JNmiR-223-3p ) ¥ J K], miR-223-3p ] L 41 i) 4 J
RISOXT1H 33k, RISOXT i 55 7 1) 55 U 5598 40 ff
()38 FE AR 28, HSOX 1138 1A B & I ik 1 op &
AN AE K, TR ARZE. XIAOSEHRIE, miR-
34ciB it #E [ISOXY9, FIHSOX9. B-cateninfllc-MycH
E K, 0 N S 4E e 5 5H . SOX9E I £A2780,
SKOV3FIOVCAR-34i il & H i & i, = SOX95E
RS NGE YN AP . R RIS VR AR B 1k
S 2P, b iRmiR-34c ) H] T A A T
FIDNA & B RE
2.3 miRNAs 'ﬁﬂﬁll@iﬁﬂﬁﬁ*ﬁ;éwnqijﬁ

7B 7R, 2 MimiRNAs(miR-18b. miR-205+
miR-216a) 8 [A]PTENZE [H], ¥ BRPTENXIAKT(E 5
I B U 5, R PIBK/AKTYE 5l i, i 1 A2
ik B S 98 41 i 4 55 R0 B A2, miRNAsRE @ i 52
W) 241 i 38 5 45 5 3 % WIRas MAKTH (5 5 40 T 1
T T, S LK 4 35 P o A OS2, miR-
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12715 mTOR B JT BR 0T LA 1) 51 5298 38 5, {72 1F i
¥ S 1 i 25 48 il (SKOV3/DDP)JH T-; miR-34afE {4
P kA TL-6R R I, A1) e 2 i) SR 0 12 BN S5 9 2
MIKF28FIA278034 5 . 7 A ¢ s 35 Wi ik 5 Jk (R N s
ZH, miR-193a-3p AN HE ] A K Bl 7 2 i 2 6 d 1
7(growth factor receptor bound protein 7, GRB7), Ifif H.
B A AR (S 52> T UWERBB4. SOS2HIKRAS, 58441
HIIE BN EL g v 5 0 IMAPK/ERK {7 538 #; miR-
634 [ Ras-MAPK % 1% 24H /-GRB2. ERK2FI1RSK2;
miR-491-5pFmiRNA-574-3p# i) & 7 26 K K T 52 14
(epidermal growth factor receptor, EGFR), #fl ] AKT
AIMAPKAE 5 18 2% 30,  FIAmiRNAsIE i SEH 6
38 5 A ST 5 0 11 7 U 2 0 3 ) O SR 4 A=
KA 55 (1) H 7. miRNA-9363H i §1 /] FGF 252 R i
p-PIBKMlp-Akti H /K F & % T i, 5 EPI3BK/AKT
T % 3% LA ) b Bz % BN 5L SKOV3HICAOV-34
M3 5E . IR AR 28, HmiR-9364 U4 H5 e LA
T FIEmiR-93 61T BF 9w 40 M i 3G 5, 1T F AR 22 Rg
FIM R EIH] . (EASE RS, AR R, miR-
936 AN AEAARSI XS b B 1 B 5 58 241 o A 400 184 5 A
1M H AR R AR A A miR-936X 14 Py i
98 R K B R P g 7

3 miRNAsFRIAK S IPE = HAET
miRNAsZ 5 i 1% O 559 40 Mo i1 0 2 12, o
miR-23b. miR-145. miR-491-5pLA FZmiR-519afE it
Bk P S5 40 B T, miR-221 AmiR-18374 B T 5
SRR 20 B R R 1, S e R g A g 621242
HUAZEUIBF 58 &% 1, miR-145 A8 B0H 1L T3
Bax3 ik, FEAMBUE 25 K BCL-2R 1A 5 5 P 3
FEAJE TS, miR-23bMImiR-491-5pAE N HBCL-XL
I35, miR-519aif i #HMCL-LFIBCL-XL I K& 2
b g 2 g o024 XTBAE B, TE 5 550 4
FHmiR-221R 1A 55 % Fh 1, HmiR-22158 1k 7K “F 1k i,
BE AL R AR, BUS R . miR-22 Ll it #1
| BCL-21&1ffi [X F-(B-cell lymphoma 2 modifying fac-
tor, BMF) )15 R R AR HABPU T ik OF S 40
MRS FE 4 . AT 8 BB G K1 1 (apoptotic pro-
tease activating factor 1, APAF-1)3E K47 A\ AmiR-
2211 EL AL RR, miRNA-221RERE A1 /E FIAPAF-13£ R,
I T, Ak O SR 40 B 3G 7. A, miR-183
YEFH T TGF-B{& 518 T iiF 5> FCoSMAD ElSmad4,

i Smad4 #3452 IR, TGF-BI@ #4411, cyclin DAL
AT 3 KNBCL-2/ 215 LR, (R T2 FBAX. p21
Fp27 A S I 124 H Biffcaspase-3 Al caspase-9 ) 3R 1% [%
IS, AT 00 ] G B g 4 L O 107

4 miRNAsTIAKFSINERERERED

iR 15 28 5 # 2 5 BN N B = A0 T AR )
JE DA, OF 5L (112 22 5 B S miRNAsR 1A 58 % )
FH K miRNASTE O $LI5 12 22 56 42 R L 1 Pk
JRLB0-451 7 G L R IA 3 58 - 18 3 O SR 4 L AR
ZEHEFL () ¥ E A miR-27a. miR-590-3p. miR-520h.
miR-301b-3p LA JZ miR-205; 55 ) § 9812 28 #6 72 411
il % H R IA /K F & 3 B K 9 A miR-203. miR-
200s. miR-199a-5p. miR-138, miR-16. miR-122,
miR-219-5p. miR-124. miR-148a. miR-34 Al miR-
30a-5p. miRNAsIE 520 F H—[A] 5T 4% {t.(epithelial -
mesenchymal transitions, EMT). & Jii 4 J& & 1 i
(matrix metalloproteinases, MMPs)if 4 IfL 5 18 4=
9% W iR IR A PN 5 IR 1R 28 56 7%, [RlHE 2
S I AAF IR S R0 1 00 TS AR A DGk
4.1 miRNAsTKIAKIFSEMT

EMT & I8 12 28 5 # B (1 — A B 20 3 4R
HEE AR, 2 R 4 R AR R B o R R
KA AR, TEMIRR BB LR T K
BEVEAE P, WANGEPYR I, miR-27afE 5P 8 &
41 F(HO8910M10OV90) H K 1A Wl 25 Ft 1wy, H. e A2 ik
EMTid #2, 3 5 20 i f= 22 4% #2 e 7). 4% 5ZmiR-27a
LA G 1) B S50 40 M R R I S A R AL
()38 0, T AEmiR-27af i 71 B AE R, 40 B 3 5 A
ALY 52 BN . X 2 2 B E K, R
#I[K 7 1(forkhead box O1, FOXO1)#& miR-27alf) E
FEHEAR, miR-27ai@ 14 #0 [/l FOXO 1%, FiHFOXO1
KIE, BIEWnt/B-cateninfs 54& 5, {2k P S 19132
R . 52 MK, miR-590-3p4l [/l FOXO3F
CCNG23E X, 1 558 B-catenini§ M, 5 F 0P & i 87 19
12 28 £ 19 5101, miR-520hAE B % 45 & Smad73E N,
miR-520hA~ X AT DL 4101 il Smad 78 (4 3 1A I8 fg 4
Snail & 7KV Smad7/F — Fhil H (I TGF-BI5 5
PO 7, 3R IK PR AL BIE TGF-BME 5 il % . miR-
520hii ERSmad73E N, 5 SN TGF-BI5 5 % T %, it
M5 FEMT, {21t op SR 4% #5514t miR-301b-
3p i fE{HEGFR. p38HMIERK /25 ik, Nk b S
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(1) % Ak, TImiR-205 0 38 it 82 (7] 1 HZEBI. Smad4
MVEGFHg 52 50 519 1) 2 22 e #0Y. miR-203%E [)
FHIBIRCSFE A, N i Survivinig 47K 7, FLASTGF-B
BES @RS, 1ENBIRCSHE: K Jwtd = ¥ (I survivin
#& I T #0141 2% 1 ((inhibitor of apoptosis protein, IAP)
FRI — D3, R A I PR AR R TSR
caspase {135 1k, LA P L 20 A 98 T A0 {2 3k 40 it 14 4
PIXEAEH o Survivink 98 2 22 A4 50 2% V1A
Ko AJ ML, miR-2033 1 5% J5 #i| BIRCS £: 1K, FHAG
1 $95 SKOV3FIOVC AR FTEMT o 2 A1 87 1)
1R 2HAEP . miR-200s 5 % FHmiR-200a. miR-200b.
miR-200c, miR-141F1miR-429 5/ i i 2 B, “& 41138
I B MBS 45 & B 48 85 H KR 1/2(zine finger e-box
binding homeobox 1/2, ZEB1/2). SMADZ % } Snail
FIEA BANHIEMT 1% 5 90 §#MET. miR-200cit
A i ik B ) I B2 AR K K] F(vascular endothelial
growth factor, VEGF). IL-8#1# ¥, [ 1~ it #41(CXC
motif chemokine ligand 1, CXCL1), BH W7 i ifn 2 19
A REP, AT L, miRNASTE BP0 40 i R EMT
RIFEZAER .
4.2 miRNAsTFRIAKIFASMMPs

MMPsE 8 1= 28 1 #% v k¥ 3 AR A P
MMPs 5% Jik [ fift 2 i 71 55 )57 (extracellular matrix,
ECM), {8987 41 g 27 3k 20 20 5¢ Bt 1) ) BBIYS 90, AT o
TR )AL . MMPsE B i 40 i o1 3 o 1Y) 25 22 il
2, £ 5P B T MMP-2 FIMMP-9#4 A A 55 9 48 it )
i F % V) A 9% miR-199-5p. miR-16. miR-122f¢
I AH CMMPs 1) 2238, J5/0> O 58 90 240 B 1 4 Fe
B

HIF-1a(hypoxia-inducible factor-la). NF-xB1
B 1F [ EMMP-2 HIMMP-9 ) /E o WF 78 K30,
miR-199a-5pFmiR-13874) | it it ¥ (7] /E I NF-xB1
mRNAFIHIF-1o mRNAF3'FEFIVPELX, #HMMP-2,
MMP-9[)ZIE, M BFAS T 99 S 12 2 7 72
I FECT, S AT BE SRR, miR-16 35 301 57 5L 12
ZEFHAE RS T HMMP-2 FIMMP-9 () % 5 7K 7
AR, TMimiR-12268 4% 5 F IR 5 8 H )
fii 2 BE-4-F2 AL B 7 2 -1 (proline 4-hydroxylase alpha
polypeptide 1, P4HAL)JmRNA 3'JERI X 455~
W HFRIEKF, £ 97 L 3ESKOV3FIOVCAR3Z i
E-cadherinf?] 38 1& 3 Jl1, vimentin. MMP-2FA1MMP-
14 ()RR D, HH N ST A 510,

4.3 miRNAsTRIAK S B HE XS S8

B 251, Wnt/B-catenin{s 5 10 B Y & K
(sphingosine kinase, SphK)/#H % liz-1-% f2 (sphingo-
sine-1-phosphate, S1P)/# % BE-1-% % 52 {4 (sphingo-
sine-1-phosphate receptor, S1PR)Z: 5 1 4% U &9 41y
REREAT N

A W JC R 7R, miR-219-5p#E ] /F F Twist, 6t {4
A 711 Wnt/B-cateninfs 5 18 %, #0015z V£ P 5 41
MO 3G 5E L 8 AR 281 JTAZEMIA N, miR-16
1, 58 38 1o 41 il Wnt/B-cateninfE 5 18 B Ui 55 U 598 19
12 2 %, SphKIFISIPRISY 5 4% 1 € JymiR-124
HImiR-148aff) B2 #EFR, miR-124%E 741 1| SphK 1 &
H 2%, miR-148a4E [a] | SIPR 1L H K&, &
A4 ) BEL BT SphK/S 1P/S 1PRA 5 3 8% 15 & (1) B 5 968
R85 . 1R IK HmiR-124 HImiR-148af 1] ¥ 75
SphK1. SIPRIZE [ 7KF, BH K o) 5598 41 fg 1) 3L %
M2 28 . AH 5, miR-124. miR-148aff) 21k FEAK T
SphK1. SI1PRIZFIAMPKE W] L3 flrmiRNAs S 5 )
4 L A2 R 4R 28 B4R S8 [ Noteh {5 5 1%
S0 1% S iE T 41 ffd(cancer stem cell, CSC)HI H 3
SR, AT FUARIE, 7250 A 2 miR-34 MImiR-
30a-5pH ik 2% N i, HNotch1 Rk K B 2% Eif,
miR-34. miR-30a-5pv] il i E 4% § [7) Norch 15 A,
N iiNotch1 1A, #1INotchfs 5 il B B, i &40
i1l G S5 I EM TS FE A2 22 i i,

5 miRNAs7EIREREIZHHR{ER

P B AR AR IR PR B, N2 R RS 1 v HLh = f
S WAL, R RIS W S, £
Ko B ge B RS I O AR T 1) R i B I Ak
L

H #T, CA125 5 HE4 A Al v] A T V1Al o 51
S A, A7 B M0 bR o e B R, AL PR AT v B
EARE, BRI ERERF A AEDSREY. EH, A
2% 30T QRT-PCRITA 11644 18 FE A 51104 51 S0
B LT R AR BT SR AT g A T e W A S0 g
L (1) M35 miRNAs: miR-200¢c-3p. miR-346. miR-
127-3p. miR-143-3pMImiR-205-5p. 5 1E & % fill 40
XFEE R B, LA B SRR G R miRNASTE & 3 41 M35 &
# ik, H PmiR-200c-3p. miR-346flmiR-127-
3pI R IE KT 55 g (1308 b 5 7% K 43 20 5%, miR-
205-5p5 B FH MIECA125 K AR . XMk, LA
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b5 ML EmiRNASH B2 R O 5300 12 e AU 1R
A bR EYE . WUZESIR A ) (5 B 2 meta
3 AT 0 BE L /EmIRNA SR 18 7K F % B, miR-2005% 7t
(miR-200a. miR-200b. miR-200c. miR-429)F1miR-
251 e B TN G S8 1 0T HR B o

6 miRNAs7EPRSERITIHZA P RIER
BRFARSL, HETLAARFE I i 8B & FH 258
T AT R VR T O S I BT B, (R 1 SR (1)
i 25 PEAE AT T ORI PR S BTG A R . i 24
PEA IR G S VR 7 SR WO B 2 IR, B R R
RAFER R . 5H R, miRNAsX G §95
7 259 i 25 1 B SR R E A, — 22 miRNAs
TE G S5 IR 2Rk E R - A3 5 O S0 20 T 4k T
2577 T 25 P fiimiR-27a. miR-622; {H A —1k
FIEHE T I IImiRNAs BE BH 01 B 559 40 fi X4k 7 24
WP AR 25V, $E 2 YUY miR-1271. miR-
34c. miR-142-5p xmiR-383-5pl! 7184321
miR-27aiffl i ¥ [f] CULS5(Cullin5) 3 K {2 1 57 &1
Jers (1) R JRE, AR O SR 968 41 56 I 61 R0 22 6 S5 A B (1)
TR, A6 43 B 3 AT TS B ). miR-6227] 5
5 HABRCA1/297 1) 51 4 5l 2 ¥ 14 B SR8 44 L %o

BCL-XL
miR-519a -"I MCL-L

BCL-XL

—

PARPIFIEA M HLPER, 45 & 847 TG B2 .
miR-127 1§ 7] T ERmTOR i1 o 20 H 384 B, 33 528 It
H1i%5 SO 25 40 i (SKOV3/DDP)JH 111, XIAQZ!
(I 7 7R, miR-34cidid 87 R ifSOX9. PB-catenin
Flle-MycHr 7K T, B I O 55 g 40 B 5o #0144 2
M 25 V. F59E &, miR-142-5pft 5 2 FhHi I T2 7
(XIAP. BIRC3. BCL-2. BCL2L2FIMCL-L)%f &
PEGE G, (R MR 5 3 1 OF S 4 R 2, v DN 3
e 240 LGS IBUEEL P RO PE J T 2B JTANGAEPHIE B
miR-383-5piill i T il TRIM27%E [N 3 %, 40 | PI3K/
AKTIEAR, 155 O S0 4 6 SRS BE IR 2% U

7 45iE

RS9 AR O Lot R ) — KO T, RS R
T AR R R . miRNAsAE W BT % 5% 5
DUBRBE DR Rk, A4z 00 S 4t i 3 5E . T, R
%, BB NMASHERESRE, S50 8RN EEKR
JEE1AI D). 5P 8% FmiRNAs ) 53 5 & ik 7] bA
Aol o R BB g 4 1) R R R IE K R AR TR, =
Ik & miRNASTE G 5555 19 5112 Lﬁ*ﬂlﬁr&i‘ﬁ):ﬁ
A B OB R A bR . (H 2, U SEIE > T K
F EBAEE RN, &7 EmiRNAsK — 25

. : D | iraiss
/\ Apoptosis Nemw 0/ .
) EGFR CCND2 miR-145
miR-491-5p ~ / H2F3

miR-SZOh__I SMAD7
\ miR-221
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Fig.1 miRNAs regulatory mechanisms in the occurrence and development of ovarian cancer
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Table 1 Deregulated miRNAs in ovarian cancer
W/NRNA ik HEIE PR/ Sl i T ZE R
miRNA Expression Target gene/signal pathway Function Reference
miR-223-3p t SOX11 Promote proliferation and invasion [8]
miR-18b t PTEN Promote migration and invasion [9]
miR-205 t PTEN/Smad4, ZEB1 Promote proliferation and invasion [10,34]
miR-216a t PTEN Promote metastasis [11]
miR-221 t BMF, APAF-1 Promote proliferation and inhibit apoptosis, poor prognosis [25-26]
miR-183 t TGF-p/Smad4 Inhibit apoptosis [27]
miR-27a t FOXOl1, CULS Promote proliferation, invasion and metastasis, enhance che-  [30,49]
moresistance

miR-590-3P t FOX03, CCNG2 Promote proliferation and invasion [31]
miR-520h t TGF-B1/c-Myb/Smad7 Promote metastasis [32]
miR-301b-3p t CPEB3/EGFR Promote migration and invasion [33]
miR-622 t - Inhibit proliferation [52]
let-7¢ | VEGF Inhibit proliferation [12]
miR-23b | CDC25a, CCNG1 Inhibit proliferation [13]
miR-634 | CCNG1 Inhibit chemoresistance [14]
miR-542-3p ! CDK14 Inhibit proliferation and invasion [15]
miR-145 | CCND2, E2F3, BCL-2 Inhibit proliferation and invasion [16]
miR-34c | SOX9 Inhibit proliferation [17]
miR-1271 ! mTOR Inhibit proliferation and cisplatin resistance [18]
miR-34a | IL-6R Inhibit proliferation [19]
miR-193a-3p | GRB7 Inhibit invasion and metastasis [20]

MAPK/ERK —
miR-491-5p ! EGFR, BCL-XL Inhibit proliferation, promote apoptosis [21]
miR-574-3P | EGFR Inhibit proliferation and chemoresistance [22]
miR-936 | FGF2 Inhibit invasion and metastasis [23]

PI3K/AKt -
miR-519a | MCL-L, BCL-XL Inhibit proliferation [24]
miR-203 | BIRCS, TGF-f Inhibit metastasis [35]
miR-200s | ZEB1/2, Smad, Snail Inhibit metastasis [36]

VEGF, IL-8, CXCLI
miR-199a-5p ! NF-xB1 Inhibit proliferation and invasion [37]
miR-138 | HIF-1a Inhibit invasion and metastasis [38]
miR-16 | Wnt/B-catenin Inhibit migration and invasion [39]
miR-122 | P4HAI Inhibit metastasis [40]
miR-219-5p | Twist/Wnt/B-catenin Inhibit proliferation, invasion and metastasis [41]
miR-124 | SphK1 Inhibit migration and invasion [42]
miR-148a | SIPRI1 Inhibit migration and invasion [43]
miR-34 | Notchl Inhibit proliferation and invasion [44]
miR-30a-5p | Notchl Inhibit metastasis [45]
miR-383-5p | TRIM27 Inhibit proliferation and chemoresistance [51]

toRIE LI, | RETM - R

t : upregulated; + : downregulated; —: not mentioned.
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