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[# ZE] HH: HiHUNRNA-151 (miR-151) XHE A&/ N A S8 E 7 5% 2 41 HTR-8/SVneo
AYFEAT IR, JF FWIE T RE A M AL . FER . BERE AT O R AT A (PR RTI Al #
36 BIIEH =i (IEHH) fERTFFEN S, RS KN ERPCR (RT-qPCR) kI 2 47 9 i
2H 21 miR-151 F 3K /Ko ¥ miR-151 inhibitor & H B % Xt B inhibitor NC % 4t & HTR-8/SVneo 41 fl
e, TR (126 O,) TH48h, Bar X A2 | R4 . MR + inhibitor NC £ FIIL % + inhibitor £ .
K RT-qPCRIEK I 4% 4L A0 fE 5 miR-151 FR3E K, MTT LK & HAMAEAFE G %, Transwell /NE L
8 K6 ) 4% 2H 3T B AN B R RN 2 22 40 MU %, Western blotting 1546 I 4% 4H 400 ity b 56 5 45 8 & (A B (MMP) -2
A MMP-9 o I J 8] 546 (EMT) #5688 1 R A K o SR HAEYE B 20 H B0 miR-151 T if #0
S, IR A STRING Bl PE X 2 SR ¥0 HE N #4786 -3 1 BLA/E (PPL) Mo ir. 558 SiEw A
Fe#, FIRET2E 7 IR G 240 20 miR-151 SRk KW B Fh & (P<<0.05) . 5 X5 M2 A, R4 4
HTR-8/SVneo 4 Ml A7 15 2 . 1T B 20 Ml 50 R = 28 4t i 50 8% 4t i b MMP-2. MMP-9. N-%5 26 2 11 FigE
3 H 2R KK B FEAE (P<<0.05), miR-151F1 E-45 %5 F 3£k K B I (P<<0.05)., SR%
4 He A, iK% +inhibitor 41 HTR-8/SVneo 41 /fi  MMP-2, MMP-9, N-45%k & [ f 2 & B % kK7
Wt (P<<0.05), miR-151 Fl E-55 &6 4 1 KF B B B (P<<0.05), i fik % + inhibitor NC 41 I+
wfEbR 2E R LG E L (P>0.05), AWE B0 0r, miR-151 FifA 34 MW ER ALK, H i
8 CCCH-RAr 6 E A 1 (RC3HL) . AGO2, AGO3 ., Mtk X M k&M 1 (FXR1) FifEfk
B+ 28 (TRA2B) AIAERECHEBAEMILRH, 4. miR- 1517 PRI EA K EAs b mEL, TF
miR-151 A AR IR A5 1 NG 35 2 A0 M i 38 5 . iR R 28 .
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ABSTRACT Obijective: To discuss the effect of microRNA-151 (miR-151) on the biological behavior of
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the human trophoblast cells HTR-8/SVneo under hypoxic conditions, and to clarify the potential
mechanism. Methods: A total of 47 parturients with preeclampsia (preeclampsia group) and 36 parturients
( normal group) were selected as the research subjects. The expression level of miR-151 in placenta tissue
of the subjects in two groups was detected by real-time fluorescence quantitative PCR (RT-qPCR)
method. The miR-151 inhibitor and its negative control inhibitor NC were transfected into the HTR-8/
SVneo cells, followed by exposure to hypoxia (1% O,) for 48 h to establish control, hypoxia, hypoxia +
inhibitor NC, and hypoxia + inhibitor groups. RT-qPCR method was used to detect the expression levels
of miR-151 in the cells in various groups; MTT assay was used to detect the survival rates of the
cells in various groups; Transwell chamber assay was used to detect the migration and invasion numbers of
the cells in various groups; Western blotting method was used to detect the expression levels of matrix
metalloproteinases (MMP) -2 and MMP-9, and epithelial-mesenchymal transition (EMT) related proteins
in the cells in various groups; Bioinformatics analysis was used to predict the downstream target genes of
miR-151, and the intersection target genes were further analyzed for protein-protein interaction (PPI)
network by STRING Database. Results: Compared with normal group, the expression level of miR-151 in
placenta tissue of the patients in preeclampsia group was significantly increased (P<Z0.05). Compared with
control group, the proliferation activity, number of invasion cells, and number of migration cells of HTR-8/
SVneo cells in hypoxia group were significantly decreased (P<C0.05), the expression levels of MMP-2,
MMP-9, N-cadherin, and vimentin in the cells were significantly decreased (P<C0.05), and the expression
levels of miR-151 and E-cadherin were significantly increased (P<C0.05). Compared with hypoxia group,
the expression levels of MMP-2, MMP-9, N-cadherin, and vimentin in the cells in hypoxia + inhibitor
group were significantly increased (P<C0.05); the levels of miR-151 and E-cadherin were significantly
decreased (P<C0.05) ; while there were no significant differences in the above indexes in hypoxia +
inhibitor NC group (P>>0.05). The bioinformatics analysis results showed that 34 potential target genes
of miR-151, among which RCCCH-type zinc finger protein 1 (RC3H1), AGO2, AGO3, Fragile X
related protein 1 (FXR1), and transformer 28 (TRA2B) may be the key potential target genes.
Conclusion: miR-151 is highly expressed in placenta tissue of the patients with preeclampsia. The
downregulation of miR-151 expression can promote the proliferation, invasion, and migration of the
trophoblast cells under hypoxic conditions.
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Mo w . REANR, FIRBEREIR, Kk
BREW. PR B /D RNA (microRNA,
miRNAs) fEFRETIEE AN RE RL, TS
5 NGB FEZMM, HTR-8/SVneo 1Y 14 54
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EMITHEE Y, EAMR T B miR-151 7E &
B 1B AR G A b s Rk, E W Jo A ey
FHLEI A AFTE o ST 06, A FE 8 8 46 0 i 4
BFERIEH = A6 S 4 20 miR-151 R oL,
B miR-151 3£ 3k 7K F X 6k 4% 5 HTR-8/
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RIS, ARG 8 W 4 min Y, 3BESF H O
A FIALAG DI, BEACTE 286 LT 5T 2 HOER A



PRERRE . A i miR-151 22 55 AR A A 1 T OG0 R % 35 2 A0 B A 0 A AT R 1 S 517

2em b RERE G AL, BETFRATRAESH.
Hob, FOATHI A = I04E e (28.80+1.64) %,
FEiE A (36.00£0.71) J& 5 IEH A7 IE AR R
(28.25+1.89) %, /™iH%2/4 (36.75+0.50) J.
AR N2 ] i 2 R LG F R L (P>
0.05), BAM M. HARHE: OTHHWATdiem
LR NG AN AR S s o IS I o = S e
ML @r=iEE T H R @ BR 7 A
Ab, TCHABIE K AE . HEBRARE : D242 7™ 10 ) ]
250 . R IR AT N R, QR E SN
RERHEH; ORENIT, MHRLHE; OBR4E
B R RN . AR R A B S R E
JFARG AR fE B Z 0 At HE (B AT .
NHFY2018n32) .

1.2 @ 2&&XAMFMNE HTR-8/SVneo W H
FEB B RYAHAE (ATCC); RPMI-1640 5
e OH L mE oW
MTT). ZH T (dimethyl sulfoxide, DMSO)
mog & % WA %X B Sigma & A,
Lipofectamine®2000 %% 4 {5 W H & [# Invitrogen 2%
Al , TagMan miRNA & % 5 i 57 & 1 TagMan
miRNA & & PCR R & W W IR 15 8 1 5 AR
A R 2 F, miR-151 inhibitor K H FH 4 X} F&
inhibitor NC I F 7N G WA= W) BHEA PR 7], 2
4 )8 5 H ¥ (matrix metalloproteinase, MMP)
290k . MMP-9FUIR | E-B5 R & ATk . N-#5 %
HEHBUE . PP E B PR A B-actin PTG B 9
Abcam 28 1), ZHUBUR i S AW g B 10 R A gl L
FE Pl B 3 F Santa Cruz 2y 7], Matrigel 3 i ig
1 Transwell /NZE (fL428. 0 pm) 4 H 3£ [E Corning
NaEl; COEEFRF (H%S . Heracell™ Vios 160i
CR) IR (5 . Multiskan™ FC) Iy H 3 5
Thermo Fisher 22 /], 8 il & 43 6B i (M5 .
Nano-300) T A AT BERAES A BRA R, S22t
JE 1 PCR
PCR , RT-qPCR) ¢ (#% . CFX96™ Touch
Deep Well) 14 H 3% [ Bio-Rad 24w, {5 & W i B8
(#4%5 . CKX53) 3 HA Olympus 23 1 .

1.3 #mpesEi A% K E I HTR-8/SVneo
20 AE RPMI-1640 85 77 B b, BT 15 JR 48 4 s
Fr . AL, KiFRAM R 37°CL 520 CO,o HUXS
HoA: KW HTR-8/SVneo 20 L, R 19 i 1 £k A 31
JE AR T 6 fL A A B SR AR (AL 1X10° 4> 4 Al )

(methyl thiazolyl tetrazolium,

(real-time fluorescence quantitative

W Gk B 80 % i, MR ¥ Lipofectamine®
2000 % Y3 7 Ui W] K miR-151 inhibitor A 1 B 7
XJ B inhibitor NC 43 5| # 4% 2 HTR-8/SVneo 4l /il
i, A4l . inhibitor NC 2H 1 inhibitor 2H .
25 20 40 L 5 e 48 hJF SR A RT-qPCR 32 46 I 41 fifd v
miR-151 3k DL GG JIF 55 YL i R .

1.4 HTR-8/SVneofmfip Ak ®FH X HUT AL
A K HTR-8/SVneo 4 il , R JH 1B il 14 Ak Ak # /=
R 6 LA M SR (AL 1X10° A4 )
o %5 B2 3k 80060 B, DA S A (21% O.+5%
CO,+74% N,) 13 H HTR-8/SVneo 40 M 1 Jg %
A4, UMRESKMT (1% 0,+5% CO,+94% N,)
B 72 HTR-8/SVneo 4l U/ Ry SE 5 415 W5 e Jn
B HTR-8/SVneo M HEATMRE T 10, 44T -
XML, R &Y HTR-8/SVneo 40 il 76 % A 4%
R R IR A8 hy LA, K& H Y i) HTR-8/
SVneofEARAA S M F 15548 hy {4+ inhibitor NC4H,
% Yt miR-151 inhibitor NC ) HTR-8/SVneo 41l i 7£
RE S T 5598 48 h; K& +miR-151 inhibitor 2H ,
%t miR-151 inhibitor i HTR-8/ SVneo 4i it 78 i
AT FR 48 he 5 4 40 M85 55 48 h ) BT e 4k
LioRUILS

1.5 RT-qPCR ## M 240 = Ja 16 & 40 % A= m o o
miR-151 & & A+ B2 40 77 10 i £ 4 24 R 40 i
A3 A TRIzol i 571 24 i W $2 BUS RNA, SR 4
JEOGBE I E S RNA & & . s TagMan miRNA
S 5% AR R B U B B B RNA RS S cDNA, R
H TagMan miRNA #& & PCR 0 & 17 PCR Y3
R SIFH . miR-151 FiF514 5'-CGCCTA-
GACTGAAGCTCCT-3', miR-151 T ¥ 31 ¥
5-GTGCAGGGTCCGAGGT-3"; U6 (NZ) Iiif
514 5-GCTTCGGCAGCACATATACTAAAA-
T-3', U6 (NZ) FiE514 5-CGCTTCACGA-
ATTTGCGTGTCAT-3'. KB 4. 94 CA: Pk
5s, 62°CiB A 30s, 72 CHEA 10 s, P 1475
40 . LU6HNZ, R 2 2%kt H miR-151
FkIK -,

1.6 MTT:#&mEMmpbAEER BOHEUERY
M, R A R VR R B N R T X107
FE T T 96 FLAH ML BE TR AR, LA 100 pL, F
A Kk 80 % Al A G /- LA B, B E SAE
fL, FEEES A4, F37°C. 5% CO, %M T
H48h, FALIMA 10 pL 0.5% MTTHEW, Ak
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F4h, B.OF BEESLINA 100 pL DMSO, #
PR EAGHE IR 10 min, WML, RO
490 nm P K AR KE I A FLI WO (A) fE, 54l
ARG, AN R= (LRHAAHE—=A4
AME) / (FRRAABE-—FAAAE) X100% .
1.7 Transwell 4 & 5 B4 B X 48 40 Jou 32 45 49 o &
FoizZmpa  Transwell/DE FEMAE 10% M
M RPMI-1640 85 32 56, B A 100 pL 41 i &
W (2T IX104900), F37°C. 5% CO, K
FEFP R IR 24 h, IRk BRI, A 800 pL
[ %€ 30 min, FFEEHEE, A 800 pL 0. 5% 4f i %€
WYL 0, 30 min, PBS 28 mrifg bt i i 3 vk s B fL
B, BT E R, TR N ESABELIES (<X 200)
THEGT R 20 M. 240 A= 28 55 56 75 #F Matrigel FE 5
MEFERTTE 4 CRE @Ak, F Transwell /NE [ F K
#B 3 I A 100 pL B B JS (19 Matrigel 5 B 8
(1g-L™"), 37°CIRE 5 hIE MR, J5Les 4
] 4 B e A8 S0 80, 3 5 T BRI 5 A4 Bl ML AR BT
(X200) B2 ANMEEL .

1.8 Western blotting B 7] &40 48 fe. ¥ & & 1) it
# 44 (epithelial-mesenchymal transition, EMT) 48
E2EOEAARFE WAHMBEICTE, NAE YK
LR RIPA 24 W, UK ¥ 30 min #F 47 78 70 2L i |
12 000 g B0 5 min, W L3RI SR AW, il
FHBG AR AW 2 B W B . BUE FIFE S SDS-
PAGE HLUk & 1 EAEZE sl ly 4 = 109 b 9 i A7 1R
A), T KB A PE 10 min, EREZESE 90 V IH TR
PEATHL YK 40 min, R 120 V H K HL 9k 80 min, ¥
PVDF &, TBST # W PEMRE 2K, A 5% B W)
3 b AN = R PR R P 1 h, K RS A
FeZ A8, AR A —H MMP-2 50/ (1 :1000) .
MMP-9Fifk (1:1000), E4ASFHEAPUA (1:1000),
NAFEAPUA (1:1000), PIEEADUA (1:1000)
Al B-actinFifk (M2, 1:1000), F4°CKMHETH
K. WH, TBSTHEWERBL 3, A ZHt
(1:10000) =WFEIKRFFE L h, TBST i W1k %
3, TG RR AL A2 kOB (ECL), JU# 2 min
Ji FE B BUAR FR G8 h UL EEHA IR . A T Image T 3k 44:
AT KB S, IR HMEAREKTE. BMEA
FE X R K K V= H 19 8 1 454 K B {H /B-actin 2
F IR BE AR .

1.9 RAAE M4 E& F KR4 RA miR-151 4 ¥e
EABH X F miRDB ( http: //mirdb.org/) .

TargetScan7. 1 (https: //www. targetscan. org/vert _
71/) FimirDIP (http://ophid. utoronto. ca/mirDIP/)
GAEL AT miR-151 () F e 3L 1, HOH L [R]
HOEL MR B R . % R P/ A String
(https: //cn. string-db. org/) Bl EHITHEH-HH
HAE (protein-protein interaction, PPI1) & 434,
W E Y Fh o~ Homo sapiens, 3R B4 A3 1 409 A
HAEME R, B AR AR B 3806 R — A~
SR, S E SRR S Y, e
(EAFEE=0.9) i 0919 s4E S PPT R 2% v i) ¢ B
HEAR

1.10 %3t #F 454 R SPSS 22. 05 i Ak k47
GEitas oM. 24077 iR S AL SUR 40 A Hh miR-151
FARIKOE, 5 20 20 A B AE TS R 3T S AN A AN
% 28 4 B % MMP-2, MMP-9, E-%5 %5 & 11 .
N-45 26 245 H DL I 2 3R 8 7K 7 1 il A TE 25 1
O3, Phads For, £ aAEA BB 3R R
PRI D7 26 0 B, 4L 18] 7 G 8ok ) SNK-g #6256
PA P<<0. 05 0 257 A ittt 8 L.

2 & B

2.1 247 &EMAE P miR-151 k& KF  HIiE
W (1.00£0.02) b, T ATIHA ™ kA A
ZUh miR-151 B K F (7.96+0.54) B 8 7+ &
(P<<0.001).

2.2 &% HTR-8/SVneo 8 & P miR-151 & i5 K
P SIE 4 HTR-8/SVneo 40 M T 4% AN % 480 15 55 1
] A5 miR-151 A 7KF- 8 A A B B T s (P<<
0.001), HFE#&EMLARH K, HTR-8/SVneo
YA h miR-151 kK F B i T, (HER TS
MY (P>0.05), WHE 1,

2.3 Bamped miR-151 £ &2 K+ HEH4Y
(1.0040.01) #linhibitor NC 20 (1.0040.02) It
%, inhibitor 41 HTR-8/SVneo 4 i ff miR-151 %
kKO (0.1240.04) B REML (P<<0.001). 5
Xp R (1.00+£0.01) Ho#&, K4 41 HTR-8/
SVneo 4 il ' miR-151 KB KF (8.01£0.47) W]
I E (P<<0.001) ; SMRAH LR, KA+
inhibitor 41 HTR-8/SVneo 41l it miR-151 £ ik 7k *F
(0.46£0.12) B & F& % (P<<0.00D) , 1 fik &
~+inhibitor NC 44 HTR-8/SVneo 41 jifi # miR-151
FKIEKFE (7.99 & 0.43) 2R EGEIH¥E X
(P>0.05).

2.4 %A HTR-8/SVneo A #EFE SxIHRAH
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Expression level of miR-151

"P<C0.001 compared with normoxia group.

B 1 %4 HTR-8/SVneo # miR-151 F kK I
Fig. 1 Expression level of miR-151 in HTR-8/SVneo

in various groups

(1.00£0.00) o4&, k% 2H HTR-8/SVneo 4l Jifg
A% (0.3840.12) BB FFEAL (P<<0.001); 5
ik 4 40 %, {4 +inhibitor 21 HTR-8/SVneo 4
JfLAE % % (0.820.08) BB JHE (P<<0.001),
117 % 4 + inhibitor NC ZH HTR-8/SVneo 41 i 77 1% %
(0.3640.10) ZRIGit=E L (P>0.05),
2.5 %% HTR-8/SVneo %8 ot i 4 28 o 3% o 42
@it SR, LAY HTR-8/SVneo
4 i e S RS 20 B ARORT 4R 2% 4 AT R AR (P<
0.001) 5 5 ik & 4 b %, ik % +inhibitor 41
HTR-8/SVneo 4 il i i 7% 41 Jfd %5 A 4= 22 20 i 2501
W Ik E (P<<0.001) , T1fi fik % +inhibitor NC 41
HTR-8/SVneo 4 Jitl i £ 4H i 50FN 12 52 41 i £k 22
SRGIHEL (P>0.05), WHE 2% 1,

W N
#‘:—x
¥ 4

ALE: Control group;B,F: Hypoxia group; C,G: Hypoxia—+ inhibitor NC group; D,H: Hypoxia+ inhibitor group.

B2 %4 HTR-8/SVneoiE# (A~D)FEE(E~H)FEH(X200)
Fig. 2 Migration(A—D) and invasion(E—H) of HTR-8/SVneo in various groups(X 200)

2.6 A4 HTR-8/SVneo P EMT A% % & & &K
T S5xFEEA b E, AL HTR-8/SVneo 41 i
MMP-2, MMP-9. N-45%5 & H A B & H &k K
A R (P<<0.001), E-45%h 2 H % ik K F 1
B I (P<0.001) ; SARAHE, A+
inhibitor £ 48 g P MMP-2, MMP-9, N-45 % & 14
OB | A Rk KE BB I s (P<<0.001) ,
E-46 25 2 1 2 8 KF B & AR (P<<0.001), iifi
% +inhibitor NC 4 HTR-8/SVneo 4 it | iR 155 22
SERG I FE L (P>0.05), WK 3.

2.7 miR-151 #% £ L BFALER miR-151 15

miR-151-5p M miR-151-3p, TargetScan7. 1, miRDB
FmirDIP 7E L HAF 0 M 45 28 7R . miR-151 T i Ay
114, 220 A 159 A M E SO B, i = & LA
SAMNVEFERE L s PPIMZS K 7t 45 R o - 48
CCCH-# 548 E & 1 1 (ring finger CCCH-
RC3H1) .
B BV 4 7 2C2  (eukaryotic translation
initiation factor 2C subunit 2, AGOZ2) . F & #iFik
Ih A F 2C3 (eukaryotic translation initiation factor
2C subunit 3, AGO3) . Matk XAHXHEH 1 (fragile
X-associated protein 1 , FXR1) Al % fb A 1 2B

type zinc finger protein domain protein 1,
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1 Transwell/NEZBRMZH HTR-8/SVneo 4RI T
45 241 M0 0 0 4R 2 4 M
Tab. 1 Numbers of migration and invasion HTR-8/SVneo

cells in various groups detected by Transwell chamber assay

(n=4,x=%s)
Number of Number of
Group . ) . .
migration cells invasion cells
Control 182.00£7.72 90.00+4.93
Hypoxia 59.0042.89" 16.00-+2.06"
Hypoxia—+inhibitor NC 62.00£3.70 17.00+2.87
Hypoxia+inhibitor 99.0044.99~ 51.00+3.70"

"P<C0.001 compared with control group; “P<C0.001 compared
with hypoxia group.

(conversion factor 2B, TRA2B) 45 # 3 F & {5 B
e, A PPIRIZS i A2 O 88 R, AT BB BT 7E
AL DL 4,

30 #®

2R F T 28 4 R LA S — A~ JE e 55 A
W, TR AT R B A A LRSI .
I JZ AW 2 5 0 B8 BRI GE R 1 OE W 4E
TONG % " BEFEIA A« RS SR Y30 55 )2 4 i A=
Yroeds W RSl R TR AT e EE N R
FC RS KON A R T RAE SRR T, SRR
ARG A | RZEFE R RE I B, 5 UK Aok i
B, SIRTRRAETI . NI, AW ST HE I G SR = 20
8 A 0y 2 A D X 8 T R TS 04 e LR B iR
JPRORA ERE Lo AW RE B 3 HTR-8/

1 2 3 4 Mr
MMP-2 - e . o 74 000
b=
MMP-9 — e — 78 000 %
=
—
E-cadherin e e s s 120 000 =
N-cadherin  sw— e s e 130 000 g
Vimentin W e e — 54 000 Lda-

practin S G W W (2 (00

A

SVneo, &R 87~ LA H ZE K, HTR-8/
SVneo H' miR-151 i kKPR 2 b, W& T
1E# HTR-8/SVneo, 5 ¥ A W & 3 i & 41 41
miR-151 FIAZ5 R — 3, #HEW miR-151 5 K [
1) B HE R R AEAE AR S

miR-151 1E #9112 i T 5., X 22 20 i 11
AW AT b kR E B0 E AR T
ZHANG % " 58 7R« miR-151 i ik o] 38 i #0
] LBl 25 19 45 5 2 1 3 AR B A A R G A L T
B2, HUANG % " 58 o M miR-
151-3p % 1k LU 9 MEX-3 RNA 45 &4 % i W i C
(MEX3 RNA binding protein family C, MEX3C)
Feak, AT B O S A M A G B . GRS MR 2R R
1o [FIEF, miR-151 78 ¥ A 01 8 35 i A1 2 &2
F s Y, H H AT Y R W miR-151 X 3R 2
0 M A AT R B RS o AS B 5 B i O AR B
%N HTR-8/SVneo 4l il b miR-151 1y ik, 45
KR T mR-151 RETRIFMAKZHET
HTR-8/SVneo 347 . 72T RE

EMT 1y 20 3T 7% A2 28 0 56 B 25 0%, #F
FUT R MR FAREY (R R N-E5 3R
F) B ERATES EMT, bR b &Y E-45%0 &
FC4n i =2 28 3060 00 ) A9 b 38 ol il EMT.
MMPs Xf 4% 7% 2 4 M i 2 22 e I WA 1ER,
MMP-2 Fl MM P-9 i 35 X 4 Jifd 41 32 J5 114 [ £ DA 177 52
R - R 1 Al B NP o 8 N1 I3
FRZ NG T . AR 28 AT B BE I BRI, MMP-2
A MMP-9 # [ &k K P pEAL, H EMT i 72 #

B3 Control E3 Hypoxiatinhibitor NC
B Hypoxia O Hypoxia+inhibitor

I

MMP-9  E-cadherin  N-cadherin

Vimentin

B

Lane 1: Control group; Lane 2: Hypoxia group; Lane 3: Hypoxia+inhibitor NC group; Lane 4: Hypoxia+inhibitor group. "P<<0.001

compared with control group; “P<0.001 compared with hypoxia group.

B3 KHAHTR-8/SVneo FEMTHXEAREBEKE(A)MELE(B)

Fig. 3

groups

Electrophoregram (A) and histogram (B) of expressions of EMT-related proteins in HTR-8/SVneo in various
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A': Online database prediction of downstream target genes of miR-151-3p; B: STRING website for PPI analysis.
B4 miR-151-3p T ¥E0 5 ik

Fig. 4 Screening of downstream target genes of miR-151-3p
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