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Research of miR — 508 —3p involvement in ovarian cancer progression by regulating
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1.29 £0.95 45124 E 2 F WA G E L (¥ P <0.01), NC mimic 4],
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Abstract: Objective
(miR -508 —3p) in epithelial ovarian cancer (EOC) tissue, its impact

To investigate the expression of microRNA —508 —3p

on the migration and invasion of ovarian cancer cells, and its regulatory
relationship with zine - finger E - box — binding homeobox 1 (ZEB1).
Methods

adjacent normal tissues were collected. SKOV3 cells were divided into

The surgical resection of EOC cancer tissues and paired

the NC mimic group ( transfected with NC mimic) ,miR —508 —3p mimic
group ( transfected with miR - 508 - 3p mimic ), si — NC group
(transfected with si —=NC ), si — ZEBI group ( transfected with
si = ZEB1) and co - transfection group ( co — transfected with si — ZEB1
and miR =508 —3p mimic). The mRNA expression levels of miR —508 —3p
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and ZEB1 in EOC cancer tissues, adjacent normal tissues and five groups of cells were measured by real — time
quantitative polymerase chain reaction. The Transwell assay was used to detect the cell migration and invasion abilities.
Results

and 1. 07 £ 0. 40, the relative expression levels of ZEB1 mRNA in EOC tissues and adjacent normal tissues were

The relative expression levels of miR — 508 —3p in EOC tissues and adjacent normal tissues were 0. 77 £0. 36

2.10 £1.21 and 1.29 £ 0.95, and the differences were statistically significant (all P <0.01). The migration cell
number of the NC mimic,miR - 508 —3p mimic,si — NC,si — ZEBI and co — transfection groups was 633. 00 £32. 49,
319.20 + 19.89, 650.40 + 25.85, 375.00 = 17.25 and 129.40 + 17.10;
527.20 +25.01,288. 60 +16. 68,520. 00 +25. 83,293.40 +18. 37 and 76. 60 +8. 76 ; the relative expression levels of
miR —508 —3p were 1.05 £0.37,3.94 +1.21,1.01 £0.21,1.26 +0.34 and 3.40 +0.41; the relative expression
levels of ZEB1 mRNA were 1. 00 £0. 04,0. 58 £0.05,1. 00 0. 08,0. 54 +0. 07 and 0. 29 +0. 03, respectively. The

above indicators showed statistically significant differences between the miR —508 —3p mimic group and the NC mimic

the invasion cell number was

group, between the si — NC group and the co — transfection group (P <0.01,P <0.05). Conclusion MiR —508 -3p
is lowly expressed in EOC cancer tissue, and it may inhibit the migration and invasion of ovarian cancer cells by
targeting ZEB1 expression.
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RALRIXE ' R W Bk miR — 508 - 3p B4
(miR - 508 —3p mimic) J JIPEX IR (NC mimic) , ¥
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BEYLL] F2 I8 Lipofectamine 3000 i B 5 #E17 44, 43
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KW E S, B R 2.5 x 10° cell - mL™", 7E
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# X
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miR - 508 —3p 7 EOC J L 2 h A X 23k 7K Ay
0.77 0. 36, 1 I T8 55 19 4219 1. 07 £ 0.40,
ZEB1 mRNA 7E EOC & 41 21w A XJ 3% ik K
2.10 £1.21, B 3w T 57 B 420 1.29 £0.95,
g L ERMASIT¥E L (B P <0.01),
EOC i 41 41 HmiR - 508 —=3p 5 ZEB1 mRNA %t 3%
AR FA(r = -0.62,P <0.01),
2 ZBAMKEIR.REEINLEE

ekt Yo ] JLHE Y i — ZEB1 + miR - 508 - 3p
mimic,si — ZEB1ZH#E Y% si — ZEB1 ,NC mimic ZH %5 Y [H
PEXF BB 45 B4, miR - 508 — 3p mimic 4] %% e
miR — 508 —3p mimic,si — NC 4#54% si - NC,

NC mimic 4], miR - 508 — 3p mimic 4], si — NC
4 \si — ZEB1 21 F0 6 55 Yo 4 119 3 55 40 i 50y 1 Ry
(633.00 £32.49) . (319.20 = 19.89) , (650.40 +25.85) .
(375.00 +17.25) F1(129. 40 = 17.10) />, {2 22 4 g %k
A3 Sk (527.20 + 25.01) ., (288.60 + 16.68) .
(520.00 +25. 83) .(293.40 +18.37) F1(76. 60 +8.76) 4~
miR —-508 —3p mimic ZH 1) FiAFEHR5 NC mimic 21 [t
BOEG S R ARIFERE L (¥ P <0.01);
si — ZEBLZHHY FiRTEbR S si — NC 21 HLE YL 4,
G 2R GITFE L (P <0.01), 45
E N
3 &AMAE miR -508 -3p HIFRILER

NC mimic 4] . miR - 508 — 3p mimic £, si — NC
2l \si - ZEBL ZH FIFLAL YL 21 1) miR — 508 - 3p AH X}
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Migration ( I ) and invasion ( Il ) of 5 groups of ovarian cancer cells

A :NC mimic group, NC mimic transfected SKOV3 cells; B:miR —508 —3p mimic group,miR —508 —3p mimic transfected SKOV3 cells; C;si — NC group,
si — NC transfected SKOV3 cells; D:si — ZEB1 group,si — ZEBI transfected SKOV3 cells; E:co — transfection group,SKOV3 cells transfected with si — ZEB1

and miR - 508 —3p mimic.

A4 1.05 £0.37 3.94 +1.21 1.01 £0. 21,
1.26 +0.34 #13.40 +0. 41, ZEBl mRNA %321k 7k
SE4R 5 1,00 £ 0.04,0.58 +0.05,1.00 + 0.08,
0.54 0. 07H10.29 +0.03, miR —508 —3p mimic 4]
i FiRdgFrS NC mimic 4 AR, TEG it 2¢ E 271
HE 28 L (P <0.05,P <0.01), si—ZEBI 41
miR —508 —3p X KKK si - NC 4 i, 7E48
5 LSRG E L (P >0.05) ;si - ZEB1 211
miR — 508 —3p FXFFik K- 5 IAL Y] AL e it
2 PR G2E L (P <0.01);si — ZEBL 411
ZEB1 mRNA FHXT 335K -5 si - NC gL FIILFE L2 L
BOEGI S 2SI SR (P <0.01),
4 FAMH ZEBl EARIEKFHLLE

NC mimic 4], miR - 508 — 3p mimic £, si — NC
4 \si — ZEB1 4URNSEEE YL 2L 1Y) ZEBI AHXT 387K
Wk 100 + 0.11,0.69 = 0.04, 0.96 = 0.08,
0.61 +0. 10F10.22 0. 11, miR - 508 - 3p mimic 41
5 NC mimic 4] H 55, si — ZEB1 415 si - NC 4] St
P, ERIT¥ L EZR AR ¥E X (B
P<0.01), ZEHILE 2,

ZEBI1

A B c D E
B2 JHEEFENEERD S 400 m A b s E Bah G
HEH L(ZEBL) iR KKF
Figure 2  Protein expression levels of zinc finger E — box binding
protein 1 (ZEB1 ) in 5 groups of ovarian cancer cells were

measured by Western blot
A - E refer to figure 1.

5 miR -508 -3p 5 ZEB1 {3 £ &

Target Scan7. 2 ¥ & B, miR - 508 - 3p 5
ZEB fEAE HAMYREIESS 505, W 3, miR -508 -3p
mimic 20 3 4= B WT — ZEB1 fi 5% 3¢ 2 i A 0HE PN
0.69 +0. 08, fFE(XT NC mimic £H19 1. 00 £0. 09, 7551
¥ EERAGIFE L (P <0.01), miR -508 - 3p
mimicZ] il NC mimic 2 )57 R MUT - ZEB1 ¢ &K
it AT 143 3104 1. 01 0. 07 F10. 97 +0. 04, 75511
P EERLGEITFE X (P>0.05), X H#R
miR —508 - 3p#[n] &+ ZEBI1

WIZEB1  5-UAUUAGUUUUACAACUACAAUCA-3'

miR-508-3p  3-AGAUGAGGUUUUCCGAUGUUAGU-5'

MUT-ZEB!  5-UAUUAGUUUUACAACAUGUUAGU-3'
3 miR-508 -3p 5 ZEB1 [yl¥E LA
Figure 3  The regulatory relationship between miR - 508 — 3p
and ZEB1
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S R R PR BE A ) fe it R P E 8, A5 2 5 b )
Jii#5 4k ( epithelial — mesenchymal transition, EMT) i< 7%
A% FEN . GUO M BF5E & BE, miR — 508 - 3p 7
YN SR S AR TR 55 1R A 2, 2 0P L
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