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WE IR T miR-24-3pxt '8 35 40 i038 78 Ae i 45 49 0L AE A A HALH) . R A miR-24-
3p# 4l 7 T AT BB 0 Je P miR-24-3p#) KL 5, B IIMTT. Transwell 5 35 F= Western blot#a ) 4m
Jedgsh. A FPCNAZK G /KT, RA A MHE & F 7 E AN mMiR-24-3pad ¥e K B S # AT 2) feiz HAe
b, MR S F BadRE 5230 Fa Western blotiaiE ek ] % fn E 3h & & -2(angiomotin-like 2, AMOTL2),
F18 1T SIRNAFT | AMOTL2# M) F 58 3% 20 it A 69 %vh. 45 R 27, T AmiR-24-3padr 48
W mietIg A LA ) TR P PCNAR G R AR iR T A amieh mic ity t, 2
Fe R TROUBTMSTHER. TR A FHBRAAE Y F L4 F 55 JE T microRNALE 5 i@ 3,
miR-24-3pfe¥e@) fi B4z mAE ¥ K M AMOTL2, FRAMOTL2 T Lt 3 5% a Je.CaSkiny it 45, ¥,
miR-24-3p T4z % e M A5 S AN AN F B fe S Fof F@8 R, £F 3B F Tt mIesE 78 Hid
T ¥ @ AMOTL2AE 3 iE 45,
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Abstract This study aimed to investigate the role of miR-24-3p in the proliferation and migration of cer-
vical cancer cells and its mechanism. miR-24-3p inhibitors were used to down-regulate the expression of miR-24-
3p in cervical cancer cells, then MTT Transwell assays and Western blot were used to measure cell proliferation,
migration and the protein level of the proliferating cell nuclear antigen. The target genes of miR-24-3p were pre-
dicted and then used for function annotation through bioinformatic methods. The relationship between miR-24-
3p and target gene AMOTL?2 (angiomotin-like 2) was verified by dual-luciferase reporter system and Western blot,
siRNA inhibited AMOTL?2 was used to detect its effect on cervical cancer cell migration. Data showed that down-
regulating miR-24-3p could inhibit the proliferation and migration ability of cervical cancer cells and reduce

PCNA protein expression. Its target genes were mainly present in the cell-cell junction component, and were sig-
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nificantly enriched in biological processes including protein kinase activity molecular function, proteins autophos-

phorylation and microRNA in cancer signaling pathway. miR-24-3p was a negative regulator of the optimal target

gene AMOTL2, and the decreased expression of AMOTL?2 promoted the migration of cervical cancer cell CaSki. In

conclusion, miR-24-3p can regulate multiple target genes, which are involved in varied biological processes and

signaling pathways, also promote cell proliferation and facilitate cell migration by targeting AMOTL?2 in cervical

cancer.
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1 MR5RE

1.1 ¥
1.1.1 #mfe NS HEANiESiHa. CaSkif 5 E

B ZEAL 0 5 2 Bt PR A7, CaSkiZi A 'S 20 Ji e 41 g,
SiHaZifl i 2 5 20 %95 40 By, 35 AHPVFH % HAREK P
AN [R) 2HS 1Y F1 B 50 4

1.1.2  E&3XA  DMEME FERE 37 300 [ 5%
HyCloneA &]; G4 IiE FBSIA H LA 51 BIA ] ;
Transwell/)s % 14 H Corning A ] ; Trizoli®t 77 #l Lipo-
fectamine 2000%% 445 H Invitrogen’s 7 ; qRT-
PCR(quantitative Real-time PCR)AH S FIH H H A&
TaKaRaA m]; MTTil 5 H1 45 i 58 4l e A6 5 3K
ERHE AR A, %t APCNA(proliferation cell nu-
clear antigen) % v B HUAR I H VLBH /5 R A RHELH
B ] BRPTANAMOTL2 %5 [ 5T 4R H Santa Cruz
Biotechnology A F; /N ERPT A B-actin i v FEPLIA . Hil
M 3t S A ) BE(HRP) b 12 1) Ll = B S lgGAR Ll =E 4t
IgGIE B AL 2 S A ARG R A F); pGL6-
miRHR 45 Jii #i . Western blot & 25 [ $2 B AH 2% i1 57
W E I E EE S REMEARAIRA A, MRICER
i 4 75 A5 I 4 77 &5 0 H 32 [E Progema /A @] ; ECLAR
J6 % E Millipore 23 & ; miR-24-3p. U6, AMOTL?2
FIGAPDHY 51 4 0 &= st AE VDR A R A 7] 4 s
miR-24-3pA1 il 710 400 1) 750 B 4 06 G S50 | i o
T 25 AR AT PR 2 7] sitAMOTL2F0 [ 4 % BB NC I
HE BIERAEHARA R A A .

1.2 75

12,1 @mfe¥sf 5 UE 40 e SiHafCaSkiF 7
10% FBS. 100 U/mL7 % % f1100 ng/mL%E % 2 1
DMEM (= B3 72 555 7%, 40 M 2 FE£190% B, &
BB A LLL2ARAR, B 137 °C. 5% CO.HI1H IR
HFRfETh TR,

122 @miedtd  RE SUm4E M DLREALS.0x10°4
BT 6FLAR N, ok R 7, 1r 4 L B FE 05 B 70% i3k
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ITH Y, % W8 Lipofectamine 200075 B 45 4 1% 7> il
S LA 7] [ 4 X6F B DA K miR-24-3p il 5, 45 LS
LU TE 100 nmol/L, 5446 g K55 77 3 el &
MR REE, 24 hol & 48 h)m WA 4 i AT i L5
s LLAH R ) 7 1R 5 YesiAMOTL2FINC . miR-24-3p
FIHIFFISIAMOTL2 LA K% FF 1A% HE 7 41 WL 1.
123 ERNARRAZQRT-PCR#M  TrizolikHEHL
O8] 7] 9 0 R ZEL . miR-24-3peft 1) 751 4L 1) ' 250
Yl i SiHafCaSkiH [ S RNA, HU1 pgfH 253kl %
3% HicDNA, HqRT-PCRAY #llmiR-24-3pf)mRNAJK
¥, USHE NN Z; Trizolik $& Y% YesiAMOTL2E{NC
() CaSkiZHl fil 1 M RNA, — LW 7% 5% licDNA J5 H
qRT-PCR¥ M AMOTL2¥mRNAK ¥, GAPDH{E
NZ. SITFHI AR,

1.2.4 MTT%% 4 miR-24-3p37 4] F) 247 %] 7 BH
PR IR L 424 h 5 1R 40 i FH g 2 B BT Ak, DAAREAL
2 000N AN T-964LAR, 73 0. 24, 48, 72 h
TIAN10 uL MTTIEW, 37 °C 5% CO,JH i 15 7% 4 ikt
JEWEE 4 hjg, 1Rk 492 nmAb 32L& AL
W AR

1.2.5 Western blot#r M PCNAF=AMOTL249 & & 7K
B YRR Y548 hitt) B B 240 A, HRH A M e R
15, BCAERS I 2 [ 03 B3R B8, X3S ng ) 2 1R
£210% 1 ISDS-PAGE /7 B9, 28 J5 75210 mATE it T i
ITHREE, WK A R 2IPVDFR |, 5% BSA= i E
12 hfg I —9t, 74 °CF & i1, 52 R I TBSTHE
FIFE LA, IIANHRPHRIC I L 2P/ R B RlgG—
Pi, ZiRMFE 1 h; TBSTHEAR3 K, B:K10 min, ECLK
TR, g B HImage Lab%k £F 43 #T 2K FE 18,
BT N SRk K= H R B K /B-actin L
AR A -

1.2.6 Transwell% % 7E244FLHR I 600 pL
15% FBSIJDMED®H; 77 5, ~F Fa i /N = 0N, HL
200 WL 4H 2 (B % B 2% 1034 /mL)Rg A 2 /)
= B, 7537 °C. 5% CO,IH R K5 7246 1 524 hj5 ¥
/NEEUH, B FHPBSIE U, 4 H4% % 5 F I [
SE20 minj5, FMZEHEE 2 BE AR 41, PBSTE VL
Ja 45 i 5 4415 min, B RIKMBEGREE RN 2
AN37 CCHEFE T, B 7081 B BB R 4.
1.2.7 miR-24-3p¥e Kk A ¢ FUm| Fo 2 482 FF 0

F1 miRNAHIEIFIF N FHRNAFS
Table 1 Sequences of miRNA inhibitor and siRNA

miRNAFIZ/NFHERNA
miRNA and siRNA

FrA(5'—3")
Sequence (5'—3")

miR-24-3p inhibitor
NC inhibitor
siAMOTL2

CUG UUC CUG CUG AAC UGA GCCA
CAG UAC UUU UGU GUA GUA CAA
Forward: GUC AGA ACA ACU GCG AGA GdT dT

Reverse: CUC UCG CAG UUG UUC UGA CdT dT

NC Forward: UUC UCC GAA CGU GUC ACG UdT dT
Reverse: ACG UGA CAC GUU CGG AGA AdT dT

&2 5145
Table 2 Primer sequences
LR A4 R JFH1(5'—3")
Gene name Sequence (5'—3")
miR-24-3p RT: GTC GTA TCC AGT GCA GGG TCC GAG GTA TTC GCA CTG GAT ACGACC TG TTC
03 RT: CGC TTC ACG AAT TTG CGT GTC AT
. Forward: GCG TGG CTC AGT TCA GCA G
miR-24-3p
Reverse: AGT GCA GGG TCC GAG GTATT
U6 Forward: GCT TCG GCA GCA CAT ATA CTA AAT
Reverse: CGC TTC ACG AAT TTG CGT GTC AT
Forward: TAA AGG TGC TCC ATG CCC AG
AMOTL2
Reverse: ATC TCT GCT CCC GTG TTT GG
Forward: CAG CGA CAC CCA CTC CTC
GAPDH

Reverse: TGA GGT CCA CCA CCC TGT
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JE A P K miRDB (http://www.mirdb.org/) -
TargetScan(http://www.targetscan.org/). mirtar-
base(http://mirtarbase.mbc.nctu.edu.tw/index.php) A1
starBase(http://starbase.sysu.edu.cn/index.php) iX 4 4~
FELRHCHE PEREAT T, JF 4B P 10 34 7 T ul 45
R 4% % Metascape(http://metascape.org/)EL 4 2, SR
J5i 1% $¥H.sapiensi?t 17 Custom Analysis, i% H{P<0.01
R RBATEY IR T ohRe. id o s
5 R D TR

128 MK AFHIRE FI  TargetScan 7.2
JE R T miR-24-3p 55 43 TR ) &5 S AL R, R 6
&7 AL AMOTL2 3'UTR K B A BRI 9 47
AR By i 4 N\ BlpGL6-miR R 5 5 R 1) 22 5 [ g
Iz 4 X 8], F FLipofectamine 2000%% 4% i3 7] K¢
AMOTL?2 3"'UTR ) B A= B (wt)Fl 58 A% R & 2 )i ki
(mut)%> 7 5miR-24-3p mimicEXNC mimicHt 4% 4Ltk
HEK 293 T4, i 96 BE(E A, 48 hjm el

K

w7 K R BRI B G KB TS
129 “itFot KL EE 3R, A

GraphPad Prism 5.0 217 G it #0#r. & BBk}

G B D) S5 B v 22 (eks) 26, 1 2L TR B HL e
K5, 2 a0 R H 5 2255 1, P<0.05% 7R
ERBEG R L.

2 #R
2.1 TAmiR-24-3p P HIHI S S LA AR AT HETE
4 4EqRT-PCREZE: B (K 1A) % B, % YmiR-24-3p
041 771 J5, SiHaMICaSki4l i HmiR-24-3pffimRNA
TR S AR T B 41(P<0.001, P<0.05), i B % e
WM. nEIBAIE1C MTTZ: iR, F miR-24-
3pJa SiHaMICaSkiZH Jf f¥) 14 58 e /1 7£48 hA172 hif Bl
BT X B 41(P<0.001). 540U T RPCNA S
YMIDNAA B R % V), TR0 M3 585 1% 3 ) Fe &
BER, A& S R0 B 3G FECRAS 1) R A, PRt —
U F Western blotf il 41 fu PCNAZE 1 ) K & (K1D
FEIE), 55t A L, miR-24-3p 5741 -FSiHa
FICaSkigH ffd TPCNA R [ 7K 35 T 1 BH &, 4 M 3 5
JRII(P<0.01).
2.2 TiAmiR-24-3p RTINS FE A AT
Transwell 55 56 25 S WL, B2 AR E]2B, miR-24-3p

(A) &3 NC inhibitor (B) SiHa © CaSki
o - . . .
:._3 157  =m8 miR-24-3p inhibitor 0.64 B3 NC inhibitor 1.59 B NC inhibitor
2 @B miR-24-3p inhibitor Bl miR-24-3p inhibitor
é 1.0 sk
= 0.41
= g
.2 * N
3 0.5 i
2 0.2
5 seskok
(]
2
< 0 o 0 24 48 72 0 24 48 72
[} > '\
& & o Time /h Time /h
£ &3 NC inhibitor £ B3 NC inhibitor
D) S 2 15) mm miR243p inbibitor (E) s £ O8] mm miR-24-3p inhibitor
N AN e v a.
o A0\\0 '&3{,\‘0 < & V.S <
Z <8 RS z
S £ 107 é;& ’ ‘%&0\ £
i=} =}
PCNA ’“ g ' g
g 0.5 — g
B g
B-actin | WEG_—_G_ — 2 B-actin [WG—_u_—-—
= 0l - =
SiHa 2 SiHa CaSki E CaSki

Az FHmiR-24-3p i) 751 5% BH P4 %5F 1 b B SiHa F1 CaSkiZll 124 h, qRT-PCRAG M4 fgmiR-24-3p 2634 /K F; B. C: MT TS I 4T i (1) 38 5175 ¢, miR-
24-3pl) ] 7 A0 MEHG5E; Dy E: Western bloths Sl 41 g PPCNAZE FI/K-F, I miR-24-3pJ& /> T PCNAZE F 3R ik . *P<0.05, **P<0.01,

#xP<0.001, 54| A V0 IR AL LE .

A: SiHa and CaSki cells were transfected with miR-24-3p inhibitor or NC inhibitor, then the mRNA level of miR-24-3p was detected by qRT-PCR; B,C:
MTT assay was used to evaluate cell proliferation, downregulation of miR-24-3p suppressed proliferation of two types of cells; D,E: the expression of
PCNA protein was measured by Western blot, down-regulating miR-24-3p reduced PCNA protein expression. *P<0.05, **P<0.01, ***P<0.001 vs NC

inhibitor group.

E1 TiEmiR-24-3pA] Y

=
=]

TR IE5E

Fig.1 Downregulation of miR-24-3p inhibits the proliferation of cervical cancer cells
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) 77 25 A 25 Y SiHad i £ & 9 90.3+13.3, CaSki
Y E R N 142.7+10.6, S HEZH A 27 R SiHaZH i %5
2 N158.0£1.0, CaSki4f il £ & 5244.0£13.0. 1] I
AHEE T3 R, T miR-24-3pJ, SiHaZi fifl f1CaSki
YH ML IE R e 7 035 DR S5 (P<0.001)
2.3 miR-24-3p#BEERIFUN K& Ih e F 7%

F miRDB. mirtarbase. TargetScan #il starBase
TE 28 7l miR-24-3p 1) $E 55 [K], 1 3& [K 4 H 43 51~
959, 761. 862714 2494, HUH A £ 45 FI8T AN M (£
3), K HAE NI E TR ES . GOYRE
HERAER IR, EATFHHERNFEESSEARA
B IR AL 5 I R B -NFATZR A5 S 4% . 3

( A) NC inhibitor

miR-24-3p inhibitor

Wt IR AR . 4R M R ) SRR L 40 i A
EMEE. AR ESRE. AKET. R
1Tt 25 5 S7 1) R 5 RBR 7 A R 4 IR 1 R IR S520
ANV RE . 4> T 0 e 3 A T e
2 R R EIE R RS A R O R R B S
ZREOEERS S, WE SRS IR
4 58 FH B R i 45 A (RS5). MM o FEE
TaifER:. PcGEEHEAY). FEH. %N
IR LGN (6). KEGGIS 538 54> HT & /miR-
24-3p# I A 7E S iE P miRNAs. T4 £ fethfs 5
. Raplf5 TIEBG. Wl TR B ISR b i 4 i
E5 %S, p53f5 5K, MAPK(S Sl . 41/

200- B3 NC inhibitor

= @8 miR-24-3p inhibitor
o
= 150-
Q
SiHa 2 .

3 1001
2

. 2 501

100 uni _go

0- .
NC inhibitor miR-24-3p inhibitor SiHa
B) 300 £33 NC inhibitor
< ] ®m miR-24-3p inhibitor
3
3=
g
CaSki 2 Heksk

54
2
g
«
2
= 0

CaSki

A, B: FHmiR-24-3p 3] 70 s 0041 751 B 4tk ) B b 2 SiHa M CaSKiZH iE24 h, Transwell SEIGAS A0 H T AL 1B . %% P<0.001, 5540551 751 [ 12k o) B8 2

HLE

A,B: SiHa and CaSki cells were transfected with miR-24-3p inhibitor or NC inhibitor. Transwell assay was taken to evaluate cell migration.

*#%P<0.001 vs NC inhibitor group.

&2 TiEmiR-24-3p Al E FE AARAITHE

Fig.2 Downregulation of miR-24-3p inhibits the migration of cervical cancer cells

73 miR-24-3p TN LEE
Table 3 Predicated target genes of miR-24-3p

Pk
miRNA A
Target genes
miR-24-3p TMEM216, HIC2, BBC3LMNB2, VGLL3, ABHD2, LIMD1, FGFR3, SH3PXD2A, NEK6, PDGFRB, BVES,

ATP6V0A2, REPS2, NET1, MAPK7, NFAT5, MAGII1, AMOTL2, TSPAN14, AVL9, ATG44, GBA2, MMP14,
PTPRF, SESNI1, FSCNI1, FZD5, ABCBY9, TSC22D2, CMTM4, SSR1, RABIIFIPI, PTGFRN, GUCDI,
MARCKSLI, PAK4, RAP2C, SNTBI1, RAD54L2, AAKI, PIM2, INSIG1, PPM1D, UGCG, ADD3, MATR3,
VCPIP1, NDSTI, C8orf58, STRADB, CRY2, YOD1, CDKN1B, SCML2, AGPAT3, DYRK2, RNF2, MAPK14,
CSK, ZXDA, FURIN, RBBP4, ZNF217, MIDN, PER2, H2AFX, ZCCHC14, KCNK2, DEDD, DVL3, BCL2L11,
MBDG6, SP1, MXI11, ERBB3, RALA, SCMLI1, ACVRIB, MLEC, DNAJBI12, PRSS8, ZXDB, TAOKI, POLR3D,

CCDC58, TOPI
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Table 4 BP (biological processes) enrichment analysis of miR-24-3p target genes

1D ;D:En P-value iﬁiit
GO:0046777 Protein autophosphorylation 1.78E-07 11
G0:0070884 Regulation of calcineurin-NFAT signaling pathway 6.70E-06 13
GO0:0033674 Positive regulation of kinase activity 6.90E-06 12
GO:0080135 Regulation of cellular response to stress 7.78E-05 11
GO:1903827 Regulation of cellular protein localization 6.05E-04 11
GO:0003006 Developmental process involved in reproduction 7.41E-04 15
GO0:0040008 Regulation of growth 7.82E-04 16
G0:0022411 Cellular component disassembly 8.39E-04 10
GO0:0001525 Angiogenesis 1.27E-03 10
GO0:0000768 Syncytium formation by plasma membrane fusion 1.40E-03 6
G0:0032922 Circadian regulation of gene expression 1.47E-03

GO0:0008285 Negative regulation of cell proliferation 1.69E-03 11
G0:0000077 DNA damage checkpoint 1.88E-03 8
GO0:0071479 Cellular response to ionizing radiation 2.16E-03 7
GO:0033692 Cellular polysaccharide biosynthetic process 2.25E-03 5
G0O:0006914 Autophagy 2.27E-03 7
GO:0035967 Cellular response to topologically incorrect protein 2.75E-03 5
G0:0007219 Notch signaling pathway 5.25E-03 4
GO:0043254 Regulation of protein complex assembly 6.98E-03 8
GO:0060349 Bone morphogenesis 8.15E-03 3

F5 miR-24-3pHEFA D FINEEEE ST

Table S MF (molecular functions) enrichment analysis of miR-24-3p target genes

1D i[llir?n P-value (%%)it
GO:0004672 Protein kinase activity 4.30E-10 16
GO:0051019 Mitogen-activated protein kinase binding 1.24E-04 10
GO:0004713 Protein tyrosine kinase activity 1.39E-04 7
GO:0031625 Ubiqutin protein ligase binding 6.37E-04 6
GO:0051117 ATPase binding 3.03E-03 3
G0:0019902 Phosphatase binding 4.52E-03 4
G0:0008022 Protein C-terminus binding 4.70E-03 4

%<6 miR-24-3p#LEFMAA N EE DT

Table 6 CC (cellular components) enrichment analysis of miR-24-3p target genes

ID "Il"ﬁir?n P-value iiit
GO:0005911 Cell-cell junction 6.03E-06 10
GO:0031519 PcG protein complex 6.53E-04 9
GO0:0005925 Focal adhesion 6.82E-04 7
GO:0016607 Nuclear speck 3.13E-03 8
G0:0055037 Recycling endosome 3.86E-03 4
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=7 miR-24-3pBEFKEGGE SR EEN T
Table 7 KEGG pathway enrichment analysis of miR-24-3p target genes

TiH

Sepr =t

D o P-value Cofm
hsa05206 MicroRNAs in cancer 1.26E-05 8
hsa04550 Signaling pathway regulating pluripotency of stem cells 1.49E-04 7
hsa04015 Rap] signaling pathway 9.82E-04 9
hsa05120 Epithelial cell signaling in Helicobacter pylori infection 1.91E-03 3
hsa04115 p53 signaling pathway 1.99E-03 3
hsa04010 MAPK signaling pathway 2.31E-03 6
hsa04530 Tight junction 3.35E-03 4
hsa01522 Endocrine resistance 5.07E-03 3
(A)

Predicted consequential pairing of target region (top) and
miRNA (bottom)

..GUUUGGUCAUAAACCCUGAGCCA...

Position 940-947 of AMOTL2 3'UTR 5

hsa-miR-24-3p 3’

(B)

Luciferase activity

wt

mut
NC
miR-24-3p -

GACAAGGACGACUUGACUCGGU

©

R
NG
N D O
>
A RS

o2 |
p-actin |!_-_|

=3 Control
E Treated
*

2.07

1.54

1.0

Inhibitor Mimic

Relative expression of AMOTL2 protein

A: TargetScan 7.2 fmiR-24-3p 5AMOTL2HI 45 G 47 15 By C: XU 3 B4R 15 5256 A Western blot ilFmiR-24-3p#l [l AMOTL2. *P<0.05,

**%P<0.001.

A: the binding sites of miR-24-3p with AMOTL2 were observed in TargetScan 7.2; B,C: miR-24-3p targeting AMOTL2 were validated by dual-lucifer-

ase reporter assay and Western blot. *P<0.05, ***P<0.001.

El3 AMOTL2ZmiR-24-3pHIEEEH
Fig.3 AMOTL? is the target gene of miR-24-3p

SRR AT 2 B E R (R T), BN RH
IPEANPE S AR FL R 4 H 3 R R fE R .
2.4 AMOTL2ZmiR-24-3pAIsREE

R HEmiR-24-3p} 5 2548 41 A 3 58 AL B 1 1
FH, B0t F05E ST 545 145 T RORN A B 1 4 £ 4 A=
WA R ) R R O I E P B 0 S0 A
PR, JF 45 A RN A228E I IR 790 0 45045 22, 2 JRAMOTL2
JmiR-24-3p ) f AL T 8 3 (Kl . AMOTL2 3'UTRY

miR-24-3pI & &0 i WLEIBA, Fegs 547 15 /2 AMOTL2
3'UTRHI940FN 9477 Bl 3 . B¢ 6 Z WA 5 S 0 25
FLEBB, K AMOTL2 3'UTREF £ RUAR 45 ki 40 531 5
NC mimicHImiR-24-3p mimic 5% 4« #FHEK 293 T4 iU
Ji, miR-24-3p mimicHL % J2H 1) RIS I A
FNC mimicHt # & 2H(P<0.05), 1M ¥AMOTL2 3'UTR
RAJG, WNEIENEXAFLAMWKE . 1M H Western blot
4EBL(B3C) EaR, ECaSkigH & i miR-24-3p ),



606

z

= NC
1 = siAMOTL?

Relative mRNA expression of AMOTL2

CaSki

,\
8

®)

400, B3 NC
Wl si4MOTL2

300+

200+

Migratory cells per field

100 4

CaSki

SiAMOTL?2

A: QRT-PCREGIMANOTL2 I TR B C: FiKAMOTL2J5, Transwell# M CaSkigi L (03EFE . **P<0.01, ***P<0.001, S5NCAIALL .
A: qRT-PCR was used to detect interference effect of AMOTL2; B,C: Transwell assay was taken to evaluate the migration of CaSki cells after knocking

down AMOTL2. **P<(.01, ***P<0.001 vs NC group.

El4 TIEAMOTL2{R B CaSkigBHYE R
Fig.4 Knocking down AMOTL?2 promotes the migration of CaSki cells
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