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# E:[HM] HIEHM/DRNA 130b-5p(miR-130b—5p ) $L [ i 5 R EEA K F -1 (IGF-1) Xt A\ 58 B B 77 2
4l (HTRS/SVneo) T 7% M AZ 22 Ay 540 . [ J7 7 ] 4 HTRS/SVneo 1 43 % BE2H . miR-NC £ . miR—130b—5pmimics
28 .miR-130b-5pmimics+pcDNA3.1 £ Fll miR—130b—5pmimics+pcDNA3.1-IGF—1 20 , A& G 25 % 45 5 A miR—
130b—5p FIGF-1 AR 56 R 5 5% FH ST 98 6 5 Bt PCR G I HTR8/SVneo 4 IEAEA Hh miR—130b-5p [ IGF—1 F k7K
-5 R CCK-8 1A HTR8/SVneo A1l 3 5815 108 5 R F 42 L AN LA % Transwell 757347 HTR8/SVneo AT (272
fi£ 71 ; Western blot 14l HTR8/SVneo MU FEAS 1 IGF-1 K AR 78 | L J% 7] 78 J5u i Ak (EMT) £ (4 £ 38 1 o [ 45 5 ] %L
DGR W L 245 e R |, IGF—1 J& miR—130b—5p A 7 7E S 3 X 5 A1 4% T miR-NC 41, miR—-130b—5pmimics 2
miR-130b—5p & 15 /K - 4 a3 78410 1 5 5K B 2 1 E (E—cadherin) 2235 7K 8 3 80, IGF-1 . c—Mye . 20 i J& 1]
A D1(CyclinD1) FR/K P GERIE B 4228 20 M &% T 4 J 2 11 9 (MMPO) B it 43 Ja 2 11 il 2 (MMP2)  f 42
TR AR5 BAF 2 11 (N—cadherin ) 1 JE 28 11 (Vimentin ) & 35 7K 7 2 3 P AIK (P<<0.05) 5 #HEK T miR-130b-5pmimics+peD-
NA3.1f , miR-130b-5pmimics+pcDNA3.1-IGF~1 £ i 4fi ffs % F 41l ] % | E-cadherin % 3k 7K V- i 3 FEAK , c-Mye , Cy-
clinD1 A K GE RS B R 2240 % . MMP9 . MMP2 , Vimentin Al N—cadherin 2 1% 7K V- i #3111 (P<0.05) . [ 4%
5] miR-130b=5p 32 Fe 3k T REIE 3 4 1H] IGF—1 F3k 330 ) HTR8/SVneo 41 HI T A2 .
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Abstract: [ Objective] To explore the effects of microRNA 130b—5p (miR—130b—5p) on the migration and invasion
of human chorionic trophoblast cells (HTR8/SVneo) by targeting insulin—like growth factor—1 (/GF~1).[ Methods] HTR8/
SVneo cells were divided into control group, miR—NC group, miR-130b-5p mimics group, miR—130b—5p mimics+pcD-
NA3.1 group and miR—130b-5p mimics+pcDNA3.1-IGF~1 group. The dual luciferase reporter gene was used to detect the

targeting relationship between miR—130b-5p and /GF~-1; real-time fluorescent quantitative PCR was used to detect the ex-
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pression level of miR—130b-5p and /IGF-Iin HTR8/SVneo cell samples; the CCK-8 method was used to detect the prolif-
eration of HTR8/SVneo cells; holographic cytometer and Transwell method was used to analyze the migration and invasion
abilities of HTR8/SVneo cells; Western blot method was used to detect the expression of /GF~-1, invasion, and epithelial—
mesenchymal transition (EMT) proteins in HTR8/SVneo cell samples.[ Results] The results of the dual luciferase reporter
gene showed that IGF—1 was a potential target gene of miR—130b—5p; compared with the miR-NC group, the expression
level of miR-130b-5p, the cell proliferation inhibition rate, and the expression level of E-cadherin increased significantly
in the miR-130b—5p mimics group. The expression levels of IGF-1, ¢c—Myc, Cyclin D1, migration distance, number of in-
vaded cells, the expression levels of matrix metalloproteinase 9 (MMP9) , matrix metalloproteinase 2 (MMP2) , neural
cadherin (N-cadherin) and Vimentin were significantly reduced (P<0.05) ; compared with the miR—130b—5pmimics+
pcDNA3.1 group, the cell proliferation inhibition rate and the expression level of E—cadherin in the miR-130b-5p mim-
ics+pcDNA3.1-IGF-1 group were significantly reduced, while the expression levels of c—Myc and CyclinD1, migration
distance, number of invasive cells, the expression levels of MMP9, MMP2, Vimentin and N-cadherin were significantly
increased (P<0.05).[Conclusion] The overexpression of miR—130b=5p may inhibit the migration and invasion of HTRS8/
SVneo cells by inhibiting the expression of IGF~-1.

Key words: human chorionic trophoblast cells; insulin—like growth factor—1; microRNA 130b=5p; migration; invasion
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1.1 AR

HTR8/SVneo 4 il ( Fg 5% € 54 B A= W B A PR
NF L, 55 :SHC1187) 5 Lipofectamine™ 2000 Trans-
fection Reagent % YL il 5 & (WU IR R AW H A A
FRAF], 525 :11668019) ; 15 HE 55 R \DMEM LAt 5
FrHE AR I PR (L TR A R
FBRA A, 585 :0503.Z20~100.,0025.0103) ; 2K 1
PO & (R el AR YR A R A L RS
CD-13559-ML) ; HRP A5 iC A L1 £ Hi % 1eG Pt
R CCRPER A BR AR, 5855 : AAT-16793) ; BCA
A RINAG & (AU R E R AR A A 185
PC0020) ; % Pt B —actin, I & & 1 (Vimentin) | c—
Myec | it 28 U 45 K5 [t 25 FH (N-cadherin) 37T {4 (Cell
Signaling Technology, 7% %5 : 4967, 5741, 5605,
13116) ; 4 jif Ji] 1 25 11 D1 (CyclinD1) (Biorbyt, 4%
5 . orb77046) ; HuPL 3L 4 JE K [ 1 9 (matrix me-
talloproteinase 9, MMP9) it i 4> J& & H i 2 (matrix
metalloproteinase 2, MMP2) | E5.44 [ff & [ E (E—cad-
herin) HL4A (Proteintech, 575 : 20874-1-AP 10375~
2-AP. 10373-2-AP) ; pcDNA3.1, pcDNA3.1-IGF-
1. miR-130b-5pmimics . miR-NC H $& 2% € /R B}
oA 15 CCK-8 4 it 3 58 K 4 A 2 P A6 i 355 &
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(D1 {#-Bestbio, 755 : BB-4202) .

CFX384™ Touch %<5 £ PCR R 48 H A Mk
(Bio—Rad) /A 1l s M4 30 4 B AN LG X /bt R 5¢
W [ % 2 Phiab 23 7] 5 Invitrogen B ¢ BUS 2R SE 1
TR K,

1.2 JBH*E

1.2.1 HTR8/SVneo 21 L3555 K E & J ) HTRS/
SVneo AP T & 1% T 5E % 2 M 10 o/L G 4F 1M
H Y DMEM ¥ 72 J5 , 7TEIA R 734 5% C0,.37 CH
FEH S IR 2 G M Al B 2 24 80% I 45 2.5 of L [
ER AN S A e

122 W5 F B4R 4 3 B 47 miR-130b-5p =
IGF-1 #) 2. & % %  TargetScan M 3l #fi % miR—
130b—5p F IGF—1 By 45 G A0 s X6 35 [ A 4 ) G
ZIATIAE . ¥ 5 miR-130b-5p #0115 51 AH &5 &
M IGF-13 ' -UTR ki Bt &9 3 (WD) 5 AT 2,
P 2 B 25 ) pmirGLO-TGF—1—wt, F5 3 1 35 ] 58 745
FORXS G55 A S HEAT 5278, A8 1 578 Y pmirGLO-
IGF—1-mut AR ; #2957 Yo 10 751 & 150 B A58 pmir-
GLO-IGF-1-wt & pmirGLO-IGF-1-mut 4} % 5
miR—130b-5p mimics Fl miR-NC #E473L4E 4L /3
pmirGLO-IGF-1-wt+ miR-130b—5p mimics ZH .
pmirGLO-IGF-1-wt+miR-NC 2 . pmirGLO- 1GF-

I-mut+miR-130b-5p mimics 4 | pmirGLO-IGF-1-
mut+miR-NC 41, F 48 h J& US4 45 55 PR 41 fitd 224 /i
W (200 L) Ko7 5 22 il B0 (50 L) A6 2 Sk
A Z 5 WS IR N 2% 1 I 2 '3 B B, A/B R
R ER B AR I Pk

1.2.3 %20 % HTRS8/SVneo 48 B2k 3 % B % I
2 . miR-NC 4 . miR-130b-5pmimics 4| . miR-
130b—5pmimics+pcDNA3.1 21 #1 miR-130b-5pmim-
ics+pcDNA3.1-IGF-1 41 ; ¥ HTRS8/SVneo 4l fifs
(1mL) PA 2x10°4> /LI 5% FE e 31 6 fLk (B0 5
AL K R 20 RE IS, # B8 Lipofectamine ™ 2000
Ui B B AT B AR, LA S nmol/L k28 1k JiE 43 )
miR-NC. miR-130b-5pmimics. pcDNA3.1, pcD-
NA3.1-1GF-1 %% Z A i) HTR8/SVneo 41 it H Ji5 4%
3% 48 h, K1l miR-130b-5p FiAKF .

124 qRT-PCR # # HTR8/SVneo %0 it £ & &
miR-130b-5p & IGF-1 & ik K P W& A YL s
i) HTR8/SVneo 4l fifd # 47 Trizol ¥ £ ML 40 i rh &2
RNA AN B BUIT 75 RNA 2% 558 ¢ DNA J&
AT qQRT-PCR Y3 (5 L) s 514 Oligo 7 #AF
WIH(E D), FE T AR, U6 M GAPDH NS
I3 H%F miR-130b-5p K IGF-1 BEAThR (L, 273
LR FRIR K

%1 qRT-PCR3|#¥
Table1 qRT-PCR primers

Gene Upstream primer(5'-3") Downstream primer(5'-3")
miR-130b-5p GCCGCCAGTGCAATGATGAA GTGCAGGGTCCGAGGT

U6 CTCGCTTCGGCAGCACA AACGCTTCACGAATTTGCGT
GAPDH GAAGGTGAAGGTCGGAGTC GAAGATGGTGATGGGATTTC
IGF-1 GTCTGATAA TCTTGTTAGTCTATA CACAG ATGGAATCTTGTG

1.2.5 CCK-8 i # M HTR8/SVneo 28 it 3% 38 5 7L
W55 YL J5 1) HTR8/SVneo 41 i L 1x10° A4 /L 1Y %5 )
R F oo fLt b (EE SHL) , 8535 24 h J5 B
CCK-8(10 pL/AL) K537 2 h 5 FEBEFRAY 450 nm Zb
5 OD{H , 7152 HTR8/SVneo 4L FEINHI 2 (%) =
[(XFHRLZLODE - SCH41ODIE )/ (X IR ODAE -

25 F1ZH0DME) 1 % 100%

1.2.6 4 B 20 L% H7 HTR8/SVneo 28 it iE 45 4k
H B YL 5 i HTR8/SVneo 40 il LA 2x10° 4~/4L
B3 R T 6 FLAR T B 35 24 h s Ll 0oL 4

BN 53 B B AR FR G e 0 40 A 24 h N ) 1T
B

1.2.7 Transwell 3 # M HTR8/SVneo 28 it 12 £ &
A1 HTCILIE B IR FE LA 1. 8 19 HE 9] #s B Matrigel
JE AR Transwell /NZE |2 4 hWIFE B 4541 200
L HTR8/SVneo 4 il 2 LA 1x10° /1 /mL 42 #h 2] -
FEJETE R E A 600 wL DMEM }5 72 5: 85 9% 12 h,
PBS ¥ U 5 HIAR 2 454X |- % HTR8/SVneo 4 i1, 10
min H B & 5 J5 30 min 45§ 2 5L 6, LS AP
HEAT SR R 2 20 L A T 15
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1.2.8  Western blot # ) HTR8/SVneo @ it F 9 &
G F kL AIN400 WL RIPA 25 1 2L % i 2L firt
HTR8/SVneo 4l fifl 5 12 000 r/min (7= 10 cm) 10 min
BDH T, BCA B g i M B R 1 585 40 pg BB
1R 38 o SDS-PAGE BE i # Uk (40 wg/fL ) #EAT
OrE eI AR T E A = PVDFE L 1 h
I 1 3k = A IS A et MMP9 . MMP2 . c~Myec |
CyclinD1 | E-cadherin , N-cadherin, Vimentin , 3 —ac-
tin IGF-1HTHR (1:1 000) —HLHEH (4 "C)iL i,
Tris—HC1 2% #p £8 %5 W Il Tween (Tris Buffered saline
Tween, TBST) #EAT BE R J5 @5 I HRP A3 9 L1 =Bt
e TgG —HL(1:10 000) HEATHFH 2 h, TBST P . b
27 K6 (ECL Reagent) 2 8, 85 15 e A AN
52 M B 5 Tmage J 3R %7 JK B (R, B—actin
KNS FEERERE(EZS ).
1.3 SFitFEFH*E

T GORHI R RS K7 22 S vl 2
Brabpie 22 (x = o) R HAEFTHIE  HER R A Ori-
gin BRAFHEATHIAE il 3 SPSS 20.0 ST 2# 4R 1T
Betha oA P A SR EA T 2 IR) oA, PR IR 2Ry 22
I3 Ar BEAT 22 21 18] HL# , snk—q K6 56 kA7 22 4H Ja) 1 —
AWM LHL, P<0.05 4 22 3 HAT G X

2 %X

2.1 miR-130b-5p #A IGF-1 £ HTR8/SVneo 4H
B R R 20 [5) X RIGE

TargetScan f£ £& [ Ik 7t Il 4% 5 & 7R : miR-
130b-5p Hl IGF-1 — 35 [A] EL A7 #0 10) 25 & o7 A3 (]
1) WK 2 7, 50 3R Al 45 e P S 3 45 2R B

5 pmirGLO-1GF-1-wt+miR-NC ZH A [t , pmirGLO-
IGF~1-wt+miR~130b—5p mimics ZH 9 6 2 i M
AR (1=6.040, P<<0.001) 5 Hi4x 9 41 5¢ % % il 1
PETE i 284k (1=0.243 , P>0.05) .

IGF-13-UTR 5 GUUGUAUAGAUCCAGUT UAZ

Ji
miR-130b-5p 3" UACGGGAAAGUAGUAACGUGAC %’
El1 miR-130b-5pFIGF-1 B EBMEE RS

Fig.1 Targeted binding site between
miR-130b-5p and IGF-1
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Compared with pmirGLO-IGF-1-wi+miR-NC group, "P < 0.05.
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Fig. 2 Luciferase activity assay

2.2 miR-130b-5p K IGF-1 X 7K F4&

W3R 2 ez AR T BR4H , HTR8/SVneo 21 Y
1 miR-130b—5p . IGF-1 2§ 1 & mRNA ik K V- 7E
miR-NCH 2 J G 1TH# 5 L (P>0.05) ; FHE
F miR-NC 4 , miR-130b—5pmimics 21 ' miR—
130b=5p A /KF- 2 & I, IGF-1 25 1 & mRNA
FIRAKT B ERER(P<0.05;% 2, K13).

#£2 miR-130b-5p X IGF-1 3% 7k 48 il

Table 2 Detection of expression levels of miR—130b-5p and IGF-1

(n=5,x +s)

Groups miR-130b-5p IGF-1 mRNA IGF-1/B-actin
Control 1.01+0.14 1.00+0.10 1.32+0.25
miR-NC 0.99+0.15 1.01+0.08 1.31+0.23
miR-130b-5p mimics 1.53+0.20" 0.58+0.06" 0.74+0.16"
F 17.125 45.175 11.727

P <0.001 <0.001 0.002

Compared with the miR-NC group, ”P<0.05. IGF-1:insulin-like growth factor—1.
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miR—130b-5p Xt HTR8/SVneo £H A 1& 54 i)

AHEE T BEZH, HTRS/SVneo 2 Jif B4 5 4111 1] 35
c—Myc Ml CyclinD1 3 ik 7K V- 7E miR-NC 20 1 iy 22
FHG ¥ E X (P>0.05) ; # % T miR-NC
ZH , miR-130b-5p mimics ZH H 40 Ji 55 7 30 i)
B E B, c—Mye Al CyclinD1 2% 35 7K S 8 3 FEAIK
(P<0.05) ; #1 # F miR-130b-5p mimics 4 ,

HTR8/SVneo 4l it 184 58 11 ] %% | c—Myc 1 CyclinD1
¢ 35 /K F- 7F miR-130b—5pmimics+pcDNA3.1 4 1
2R Lg% 2 X (P>0.05) ; & T miR-
130b—5pmimics+pcDNA3.1 20 , miR-130b—5pmim-
ics+pcDNA3.1-1GF-1 41 1 41 it 34 78 9 ] 2% & 3%
R , c—Mye Al CyelinD1 & 3k 7K - G 8 i (P <
0.05;%3,K4).,

%3 miR-130b—5p X HTRS/SVneo £ Bl & 52 i 52 1l

Table 3 The effect of miR—130b—5p on the proliferation of HTR8/SVneo cells

(n=5,x +s)

Proliferation inhibition

Groups

c—Myc/B-actin CyclinD1/B-actin

rate/%
Control 3.94+1.35 1.35+0.20 1.43+0.20
miR-NC 3.95+1.30 1.33+0.20 1.42+0.21
miR-130b-5p mimics 35.31+1.95" 0.74+0.14" 0.80+0.15"
miR-130b-5pmimics+pcDNA3.1 33.98+1.80 0.75+0.15 0.81+0.18
miR-130b—5pmimics+pcDNA3.1-1GF-1 12.07+1.60" 1.06+0.16” 1.11+0.23”
F 350.245 15.002 12.523
P <0.001 <0.001 <0.001

Compared with the miR-NC group, "P<0.05; Compared with the miR—130b—5p mimics+ pcDNA3.1 group, *P<0.05.

pracin W

A B C

A:control group; B:miR-NC group; C:miR~130b=5p mimics group.
3 HTR8/SVneo fHfIH IGF-1E B RAFR
Fig.3 Expression of IGF-1 protein in HTR8/SVneo cells

c-Myc -----

- D e e —

B-actin ---- -
A B C D E

CyclinD1

A: control group; B: miR-NC group; C: miR-130b=5p mimics
group; D: miR-130b—5p mimics+pcDNA3.1 group; E: miR—130b—5p
mimics+pecDNA3.1 ~IGF-1 group.

El4 miR-130b-5p X HTRS/SVneo 41 1154
HXEBHZIT
Fig.4 The effect of miR—130b—5p on the
proliferation—related proteins of HTR8/SVneo cells

2.4  miR-130b-5p X} HTR8/SVneo A ffl i # Y
Al

BT X , HTR8/SVneo 41l i i 7% I 25 7
miR-NC 2 1Y 22 7 48127 3 L (P>0.05) s AT
miR-NC 2 , miR—130b—5p mimics ZH " 4 g 3T £ #E
200 2 PR (P<0.05) ; #H#Z T miR-130b-5p mim-
ics 2 , miR—130b—5pmimics+pcDNA3.1 £ H* HTRS8/
SVneo #fi Jifil i % IE 25 (1) 22 S L4 it B X (P>
0.05) ; #1 % F miR—130b—5pmimics+pcDNA3.1 4 ,
miR—130b-5pmimics+pcDNA3.1-1GF-1 41 H 41 fifd
IR B I E N (P<0.05;1415) .
2.5 miR-130b-5p Xt HTR8/SVneo 4 ffl 15 2 &)
=l

MR 4 PR BT X 2, HTR8/SVneo 2 il
2 78 41 Jfd & . MMP9 Fll MMP2 2 ik 7K -7 miR-NC
A EF LG 2#E L (P>0.05) ; #1# T miR-NC
X, miR-130b-5p mimics 21 H 4 AR 2% A i K
MMP9 Fll MMP2 2 A 7K 5 2 B A (P << 0.05) 5 A 5K
T miR-130b-5p mimics 24 , miR-130b-5pmimics+
pcDNA3.1 25 H HTR8/SVneo 2 M 12 7% 40 M %k |

HE 20

AR =
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700
600 [ T
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' ~—¢c b E
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Migration distance (um/24h)

(=]

One—way ANOVA for the differences among the five groups (F=
192.427, P=0.000); Compared with the miR-NC group, P <0.05;
Compared with the miR-130b=5p mimics+ pcDNA3.1 group, P <
0.05. A: control group; B: miR-NC group; C: miR-130b-5p mimics
group; D: miR-130b=5p mimics+pcDNA3.1 group; E: miR-130b-5p
mimics+pcDNA3.1 =IGF-1 group.

5 miR-130b-5p X HTRS/SVneo 4 fiT 7% B9 24 i
Fig. 5 The effect of miR—130b—5p on the migration of
HTR8/SVneo cells

MMP9 I MMP2 £ 35 7K - 1) 22 57 e Ge 127 5 L (P
>0.05) ; A % F miR-130b-5pmimics+pcDNA3.1
2l , miR-130b—5pmimics+pcDNA3.1-IGF-1 41 1 41
L2 28 40 i Kl . MM P9 T MM P2 2 3K 7K - i 25 3 i
(P<0.05;¥6,K7).
2.6 miR-130b-5p X HTR8/SVneo 4 A E-
cadherin.Vimentin #1 N-cadherin & B &% B 820
N5 firan  AHECT XS B2, HTR8/SVneo 4]
A E-cadherin ., Vimentin 1 N-cadherin 3 15 7K 3 7E
miR-NC 201 22 T ge 127 3 L (P>0.05) s #HEL T
miR-NC 4, miR-130b-5p mimics #H 7' E-cadherin
FEIR K W FE N, Vimentin 1 N-cadherin 15 7K
- fi BRI (P<<0.05) ; #H 4% F miR-130b—5p mim-
ics 4, miR-130b-5pmimics+pcDNA3.1 #H f E~cad-

herin . Vimentin 1 N—cadherin 15 7K ¥ Y 22 55 o 48
it E X (P>0.05) ; tHE F miR-130b-5pmimics+
pcDNA3.1 #41 , miR-130b-5pmimics+pcDNA3.1-
IGF-1 41 ' E-cadherin &35 7K F i R A%, Vimen-
tin 1 N-cadherin 3 ik /K ¥ & # 8 i (P<
0.05;%18)

3 it

FGR & —Fl=RHgahs , vl S8R JLAE K 221,
BN PR T R BRI E
(1) LA AN 2 — (R ZE D RE 22 B S W
B UBUE S Ik T 4 R A i A R SR ot Y e A, AT
FHEFGR eI T AR S35 S AT ORI & 1
AR R TR T R R 5% 2 A0 L AE FGR
Hr R AL X iA T

miRNA 1E 4 & B R SF 19 3E 2 5 RNA, 3 JLAF
WG Z S 5 05 906 0 57 2 A 0 12 28
TR . miR-130b-5p 2 5 £ Flof iE 19 12 28 1T
R it i, HLAE B S 2 20 3858 SR R AR, il a2
P ELK1 ZR35 KA F95 4H i i 34 5 (222 AR
T 530 A7 B 9% 22 W miR—130b—3p 78 4 4% 014 IR 5
Jifs 10 5% 25 A0 B v e 3k S BN, ORI SRR T
P70 240 A7 SR AR N B . MMP9  MMP2 £ T
AT R 7B A B 32 B 1l 53 IV 2R Jis 1 AF HTR8/SV -
neo 4l (= 7815 P B R v B BRI . A
o B G R 2 A0 28k I H 18] 72 S Ak (Epitheli-
al-Mesenchymal Transition, EMT) & A &} {4 5 5 [i]
JERIILAS Hh, DRI EMIT 3 78 X 48 6 R 32% 37 )2 4 e

%4 miR-130b-5p ¥ HTR8/SVneo 41 i {2 22 9 5 Ml
Table 4 The effect of miR—130b—5p on the invasion of HTR8/SVneo cells

(n=5,x+s)

Groups Number of invasive cells(pcs) MMP9/B-actin MMP2/B-actin
Control 140.66=21.61 1.39+0.23 1.43£0.22
miR-NC 137.10+20.88 1.38+0.25 1.42+0.21
miR—130b=5p mimics 65.04+14.72" 0.69+0.17" 0.73+0.18"
miR—130b=5pmimics+pcDNA3.1 63.81+14.98 0.71+0.16 0.74+0.17
miR-130b-5pmimics+pcDNA3.1-IGF-1 110.33+17.2” 1.16+0.28 1.20+0.24
F 21.370 13.080 14.419

P <0.001 <0.001 <0.001

Compared with the miR-NC group, "P<0.05; Compared with the miR-130b=5p mimics+ pcDNA3.1 group, 2P<0.05. MMP9: matrix metal-

loproteinase 95 MMP2: matrix metalloproteinase 2.
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A: control group; B: miR-NC group; C: miR-130b-5p mimics group; D: miR—130b-5p mimics+peDNA3.1 group; E: miR—130b-5p mimics+peD-

NA3.1 -IGF-1 group;Scale bar: 100 pwm.

B 6 miR-130b-5p X HTR8/SVneo 115 2 KI5
Fig. 6 The effect of miR—-130b—5p on the invasion of HTR8/SVneo cells
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A: control group; B: miR-NC group; C: miR-130b=5p mimics
group; D: miR=130b=5p mimics+pcDNA3.1 group; E: miR-130b-5p
mimics+pcDNA3.1 -IGF~1 group.
El7 miR-130b-5p %t HTR8/SVneo ARIEZHEEXEAM
=2
Fig.7 Effects of miR—130b—5p on invasion—related
proteins of HTR8/SVneo cells
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E-cadherin e e G SN
Vimentin () D == s
N-cadherin (P GNP " s G

B-actin D ummE S R =
A B C D E

A: control group; B: miR-NC group; C: miR-130b-5p mimics
group; D: miR-130b-5p mimics+pcDNA3.1 group; E: miR—130b=5p
mimics+pcDNA3.1 ~IGF-1 group.
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Fig. 8 Effects of miR-130b-5p on EMT-related proteins
in HTR8/SVneo cells
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A # 1 1 (insulin-like growth factor-binding protein—
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Table5 Effects of miR—130b—5p on the expression of E-cadherin, Vimentin and N—cadherin proteinsin HTR8/SVneo cells

(n=5,x +s)

Groups E-cadherin/B-actin Vimentin/B-actin N-cadherin/B-actin
Control 0.62+0.15 1.31+0.21 1.45+0.27
miR-NC 0.64+0.14 1.33+0.22 1.44+0.24
miR-130b-5p mimics 1.38+0.20" 0.72+0.14" 0.80+0.18"
miR-130b-5pmimics+pcDNA3.1 1.37+0.21 0.74+0.18 0.81+0.20
miR-130b-5pmimics+pcDNA3.1-IGF-1 0.91+0.16” 1.06+0.20” 1.12+0.23”

F 23.144 11.839 10.011

P <0.001 <0.001 <0.001

Compared with the miR-NC group, "P<0.05; Compared with the miR~130b—5p mimics+ pcDNA3.1 group, *P<0.05.

130b—5p iz ¢ 35 X} HTR8/SVneo 2 i it 384 5 12 2%
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