Chin J Clin Pharmacol

3083

Vol. 41 No. 21 November 2025 ( Serial No. 443)

F B2 B i 3 4= miR - 128 - 3p/NEK?2 {5 S5
it B 5572 2 Al b BT 18] ou &% 4K B 9 Jo Y T

A= =i

A=A 2

Clinical and Basic
Bridging Research

7 S B 40 AEL R T %2 Ml B BF 33

Research of paeonol influences the epithelial — mesenchymal transition in ovarian

cancer cells and endoplasmic reticulum stress — induced apoptosis by regulating the
miR —128 —3p/NEK2 signaling axis

(L TBETARERE a. 0 E;b. JHE, wdk
& 054000)

ZHAO Bei — bei', HUA Tian"
WANG Rui — min",
WANG Xiao — hui"*

’

(1. a. Fourth Gynaecology Department
b. Fifth  Gynaecology
Xingtai People > s Hospital
054000, Hebei Province, China)

Department ,

Xingtai

ERER K ILII(1990 - ), %, FVREEIN, 24
A B fi g O T Y il PR A
W5

BIEEE R, FAEEIN, LA S0
MP 13931941630
E — mail : zbb4423@ 163. com

FE BN WEFHE M (PAE) i P840/ RNA - 128 - 3p(miR - 128 -3p)/
T 22y BT A A 56 B 2(NEK2)Eﬁﬁlﬂwﬂﬁfémﬁiilﬂﬁ%ﬂc
(hMl)&Wﬁ%Hr“b%fzﬁ%E‘fE’Jfﬂiﬂ@ﬂtﬂﬁﬂfﬂﬁo FiE % SKOV3 404
SKOV34H (IE# 555 ) PAE 41 (4 mmol - L' PAE 4bBH) inhibitor - NC 4 (%% 4
miR — 128 —3p inhibitor BEXTAE) miR — 128 —3p inhibitor 4 (%% miR - 128 - 3p
inhibitor) si — NC 2H ($54¢ si — NEK2 BAPERXFHE) si — NEK2 2H (554 si — NEK2) |
PAE + inhibitor - NC 2 ( 3£F PAE 41, % 4% miR — 128 — 3p inhibitor [ % iR ) |
PAE + miR - 128 - 3p inhibitor 2 (3£ F PAE 2, %5 4% miR - 128 - 3p inhibitor) |
PAE + miR - 128 —3p inhibitor + si - NC 4 (JF PAE 4, H:3 4L miR - 128 - 3p
inhibitor F1 si — NEK2 FH{4: %} 8 ) 1 PAE + miR — 128 - 3p inhibitor + si - NEK2 2
(H:F PAE 41, 365444 miR — 128 - 3p inhibitor 1 si - NEK2) . F S a¢ 62 &
RABEEE SN (PCR) A mRNA FHRE 3R 35 7K -5 I S 29 e kel NEK2 25 1
PR BRI 2 5 R 10 0 B 30 32 A T A DG B 1 I A X R GA K, 5 5R SKOV3
2 .PAE 4, PAE + inhibitor - NC £ #1 PAE + miR - 128 - 3p inhibitor &4 f¥
miR =128 = 3pAHXf ik 7K 435 R 1.00 +0.12.2.34 +0.27.2.30 +0.29
1.19+0.21, NEK2 mRNA #f X} % i5 /K 43 %] 4 1.00 +0.13,0.58 +0.09,
0.61 +0. 1210.93 =0. 18, NEK2 f#J B335 40 %1 1. 00 £0.11.0.29 0. 05,
0.31 +0.06 A1 0.94 0. 17;SKOV3 4] .PAE 4] PAE + inhibitor — NC 4] .PAE +
miR - 128 - 3p inhibitor 24 ,PAE + miR — 128 - 3p inhibitor + si — NC 2| F1 PAE +
miR - 128 —3p inhibitor + si — NEK2 2H {J E - 555 H (E - cadherin) mRNA #{
FFFEik K E 4> 1,00 £ 0.12,2.25 +0.29,2.27 = 0.34,1.30 = 0.21,
1.32 +0.20712.03 +0. 35, N - §525 285 [ (N — cadherin) mRNA H%F 3 357K 43
4 1.00+£0.14.0.60 + 0.09,0.63 +0.12,0.92 + 0.17,0.94 + 0.18 F
0.67 0. 13, J5 T& % 11 ( Vimentin) mRNA #H %F 3235 K 4> 514 1.00 £0. 13,
0.62 +0.09.0.66 £0.11.0.90 +0.17.0.92 £0. 18 f10. 71 +0. 13, # i M T
4( ATF4) % A A X2 K KB435 24 1,00 + 0. 11.,3.22 +0.57.3.31 £0.60,

1.51 £0.24 1.49 +0.21F12. 97 0. 44, CAAT [X/ #8887 45 4 % 19 ( C/EBP) [l
P52 11 (CHOP) Af 5t 25 35 7K 43 Bk 1.00 +0. 14 .3.85 +0.47 .3.62 = 0.41 ,
1.31+£0.17.1.28 £ 0. 17 F1 3.26 + 0. 57, 4] %) %I 2 bk K & B - 3 ( Cleaved -
caspase —3) 2 [ HHXT F A K F 43052 1.00 £0.13.,4.52 £0.67 .4.61 +0.71,

1.67 +0.26 .1.69 +0.31 4. 11 +0.76, PAE 411 & 45455 SKOV3 4] %5,

PAE + miR - 128 — 3p inhibitor ZH /1) | & 5§45 5 PAE + inhibitor — NC 2 bk %5 ;
PAE + miR - 128 - 3p inhibitor + si — NEK2 4 f¢) [-iR4545 5 PAE + miR - 128 - 3p
inhibitor +si - NC 4] L4, R ¥ L EZ R A HITH R L (B P <0.05),
516 PAE XTOP 5Ly A M6 EMT, 42 3 P 5 9 5 8075 5 00 2e M T i 7E A
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Abstract: Objective To investigate the effect of paeonol (PAE) on epithelial — mesenchymal transition (EMT) and
endoplasmic reticulum stress — induced apoptosis in ovarian cancer cells by regulating the microRNA - 128 — 3p
(miR — 128 —3p)/ never in mitosis gene A —related kinase 2 (NEK2) signaling axis. Methods SKOV3 cells were
divided into the following groups: SKOV3 group ( normal culture), PAE group (4 mmol - L.”' PAE treatment) ,
inhibitor — NC group ( transfected with miR — 128 — 3p inhibitor negative control ) , miR — 128 — 3p inhibitor group
(transfected with miR — 128 —3p inhibitor) , si — NC group (transfected with si — NEK2 negative control) , si — NEK2
group (transfected with si — NEK2), PAE + inhibitor — NC group ( based on the PAE group, transfected with
miR — 128 —3p inhibitor negative control ), PAE + miR — 128 — 3p inhibitor group ( based on the PAE group,
transfected with miR - 128 —3p inhibitor) , PAE + miR — 128 —3p inhibitor + si — NC group ( based on the PAE group,
co — transfected with miR - 128 —3p inhibitor and si - NEK2 negative control) and PAE + miR - 128 - 3p inhibitor +
si — NEK2 group (based on the PAE group, co — transfected with miR - 128 — 3p inhibitor and si — NEK2) .
Quantitative real — time polymerase chain reaction (PCR) was used to detect the relative expression levels of mRNA ;
immunofluorescence was used to detect the positive expression of NEK2 protein; Western blot was used to detect the
relative expression levels of related proteins. Results The relative expression levels of miR — 128 — 3p in SKOV3
group, PAE group, PAE + inhibitor — NC group and PAE + miR — 128 - 3p inhibitor group were 1.00 = 0. 12,
2.34£0.27, 2.30 £ 0.29 and 1.19 = 0.21, respectively; the relative expression levels of NEK2 mRNA were
1.00 £0. 13, 0.58 = 0.09, 0.61 £0.12 and 0.93 +0. 18, respectively; the positive expression of NEK2 was
1.00 £0.11, 0.29 £0.05, 0.31 £0. 06 and 0. 94 +0. 17, respectively; the relative expression levels of E — cadherin
mRNA in SKOV3 group, PAE group, PAE + inhibitor - NC group, PAE + miR - 128 - 3p inhibitor group, PAE +
miR - 128 —3p inhibitor + si — NC group and PAE + miR - 128 - 3p inhibitor + si — NEK2 group were 1. 00 £0. 12,
2.25+0.29, 2.27 £0.34, 1.30 £0. 21, 1. 32 £0. 20 and 2. 03 +£0. 35, respectively; the relative expression levels of
N - cadherin mRNA were 1.00 £0. 14, 0.60 £0.09, 0.63 £0.12, 0.92 £0.17, 0.94 £0. 18 and 0. 67 0. 13,
respectively; the relative expression levels of Vimentin mRNA were 1.00 £ 0.13, 0.62 £0.09, 0.66 +0.11,
0.90 £0.17, 0.92 £0.18 and 0.71 0. 13, respectively; the relative expression levels of activating transcription
factor 4 (ATF4) protein were 1. 00 0. 11, 3.22 +£0.57, 3.31 £0.60, 1.51 £0.24, 1.49 +0. 21 and 2. 97 £0. 44,
respectively; the relative expression levels of CCAAT/ enhancer binding protein ( C/EBP) homologous protein
(CHOP) were 1.00 0. 14, 3.85 £0.47, 3.62 £0.41, 1.31 £0.17, 1.28 £0. 17 and 3. 26 +0. 57, respectively;
the relative expression levels of cleaved — caspase —3 were 1.00 0. 13, 4.52 +0.67, 4.61 +0.71, 1.67 0. 26,
1.69 +£0.31 and 4. 11 +0. 76, respectively. The differences in the above indicators were statistically significant when
comparing PAE group with SKOV3 group, PAE + miR - 128 —3p inhibitor group with PAE + inhibitor - NC group and
PAE + miR - 128 - 3p inhibitor + si — NEK2 group with PAE + miR — 128 - 3p inhibitor + si — NC group (all
P <0.05). Conclusion PAE suppresses EMT and promotes endoplasmic reticulum stress — induced apoptosis in
ovarian cancer cells, potentially by upregulating miR — 128 —-3p to inhibit NEK2 expression.

Key words : paeonol ; micro ribonucleicacid — 128 —3p; never in mitosis gene A - related kinase 2; ovarian cancer;

epithelial — mesenchymal transition; endoplasmic reticulum stress
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S5, REA LB SR AN A A S L T R
JEE LA A AN A P i i)y RNA - 128 — 3p (micro ribonu-
cleicacid —128 - 3p,miR — 128 - 3p) ik B T i,
Hoh FRRE S A 1598 A0 8 T2, JF xR 28 LT R R 3
THIRCR o KB 225 FIE I A FHEL I 2 (never
in mitosis gene A —related kinase 2 ,NEK2) 5 I S5 11
iR 2 A 5%, ) e H v 2k s 15 O B0 J8 2 U A
RAKN, {H miR - 128 - 3p 5 NEK2 JE )76 59 40
TR ik 5 2 — 2 WF 5T, A ST B 1270 B PAE X
miR 128 —3p/NEK2 {5 SRl 45 , DL HAE P 50
AP RV T, U D B B9 I PRIG Y 7 S L RIS
HEAi

RIS %

1 ##

R A\ IEH NS E R A (TOSE80) Fil A B 8
R (SKOV3) , ¥y 8 w3 i BB AR P 8 R AT FR
ol

a5 A  PAE, 4l :99.97% , HLA%: B
20 mg,it5: G2027075, Fifg R T A AL RHE B A
FRA R A5 NEK2 —Ht IS H0 0 —Ht 0S4 ¢ A
-4 (activating transcription factor 4, ATF4 ) —#4ii \CAAT
X/H8 58 7 45 & % H ( CCAAT/enhancer binding
protein, C/EBP) [d] i % H ( C/EBP homologous
protein, CHOP ) | Y] | B > Bk K 24 fifi — 3 ( cleaved —
caspase —3 ) FHUR L S ALY B FR 10 19 — 50, K0 B 3¢
FEIFERR R IR B A s RPMI - 1640 58 415574k, |
TR S A PR BR 2 W) A 77 Trizol £ RNA 42
B Ao 2 8 A MR Ry A BN W A 7 0
ARG, EHEEOLRIRN A fr Bk A R W) A2 7 SYBR
Green I &, b & BHE 5 BHECA BR 2 | A4 77
5 - ORI -2 - AR (5 - ethynyl =2 — deoxyuri-
dine , EdU) 170 &, )7 M 17 80 17 A= W0 FBH A BR 24 7
A s sk R AR 1 R &, B RR Sl
AR A A e RO R & Jb o i B R
FA PR 7 A2 77 5 miR — 128 = 3p 4 ] 5] (inhibitor ) |
miR — 128 = 3p 15 1 ¥ ( mimics ) K H B 4 %F B8
(inhibitor — NC , mimics — NC) . siRNA & % f1 5| ¥ JF
G, 0 B E i 2R A FRA ]

IX28 MCO - 15AC gHfuE #5244 , HAS SANYO 24
w77 it ; Synergy TM HT R4, 22 [E BIO TEK /23]
it s FM = 600 8] 5 2% Wi ge, Bl Pt AU A
PR\ 7] 77 il 5 StepOne Puls 525 i 1 585 i 4% [

B ( quantitative real — time polymerase chain reaction,
qRT - PCR) 1%, 25 [# ABI /A @] = i ; Tetra Cell Hi jk
1, 5[ BIO RAD 22 R]7™ o

2 KWHE

2.1 #paiEs"

FH RPMI - 1640 5353 (10% 64 M3 1% & -
HHR), TR PSR, 52908 LA IR E R
FHAE T X B8 K R 20
2.2 WESESHHHE"

T0SE80 £ : TOSE80 4l Jifd 1F 5 15 #7 , A MU E: o] b
P, SKOV3 44y SKOV3 41 (1F % 55 3% , A i ]
HbFR) s PAE 4 (4 mmol - L™" PAE £b#f) ;inhibitor — NC
4 (% Y miR - 128 - 3p inhibitor B ¥ X 1) ;
miR - 128 -3p inhibitor £ ( %4 J* miR - 128 - 3p
inhibitor) ;si — NC 20 (%% J¢ si — NEK2 [ ¥ %) B 5
si — NEK2 #f (%% 44 si — NEK2) ; PAE + inhibitor - NC
20 (KT PAE 4, ¥54% miR — 128 —3p inhibitor [ 4%}
M) ;PAE + miR - 128 - 3p inhibitor 41 (5T PAE 41,
FYL miR - 128 - 3p inhibitor) ; PAE + miR - 128 - 3p
inhibitor +si — NC 41 (LT PAE 4, $:44 % miR - 128 - 3p
inhibitor 1 si — NEK2 [H # X B8 ); PAE +
miR — 128 —3p inhibitor + si — NEK2 2 ( & F PAE 4,
HEEEYE miR — 128 - 3p inhibitor il si - NEK2) . siRNA
FEHNT si — NC.:5' — GACCACUCCAGGAGUAAUATT -3/,
si — NEK2.5" - CUUUGGGCUAGCUAGAAUAUU -3’
293T 2 ML BE ML 53 A 4 41, #% NEK2 — B A4 7 (wild
type, WT) NEK2 — 2& 7% 5l ( mutant type, MUT) /351 5
mimics — NC Fl miR — 128 - 3p mimics FL45 4L 5 293T
il
2.3 qRT - PCR % # M miR - 128 - 3p, NEK2
mRNA F1 _E & 18] it # 4k, ( epithelial - mesenchymal
transition, EMT ) 48 5¢ [ F &) mRNA 7k F*

HEAT RNA S, 3 5 300 9% A5 3] cDNA R4 1,
LA GAPDH F1 U6 N2, H 1) mRNA AR F KK P-4
27NN BIESIIN R, miR - 128 - 3p |- Jif:
5" = TGCGGCAGTGGTTTTACCCTATG -3', T iiE:5 -
CCAGTGCAGGGTCCGAGGT - 3'; NEK2 | .5 -
TGCTTCGTGAACTGAAACATCC -3', FiiE:5" — CCA-
GAGTCAACTGAGTCATCACT - 3'; E — 4% & %
( E -cadherin ) F Ji#: 5 - CGAGAGCTACACGT-
TCACGG - 3', Fii#:5" - GGGTGTCGAGGGAAAAAT-
AGG - 3"y N- 4545 8% 1 (N - cadherin) FiF:5" -
TCAGGCGTCTGTAGAGGCTT -3', N if#:5" — ATGCA-
CATCCTTCGATAAGACTG — 37 ; ¢ I 78 1 ( Vimentin )
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FJi#:5" - GACAATGCGTCTCTGGCACGTCTT -3', |
#i#:5" — TCCTCCGCCTCCTGCAGGTTCTT - 3'; U6 I
Ii#:5" — GCTTCGGCAGCACATATACTAAAAT -3’
i :5" — CGATTCACGAATTTGCGTGTCAT - 3'; GAPDH
.5 - CGCTCTCTGCTCCTCCTGTTC - 3', Fiif:5’
— ATCCGTTGACTCCGACCTTCAC -3’
2.4 NN EBEEWIE miR - 128 - 3p F1 NEK2 §Y
wEER"

FH GEPIA 2 (http://gepia2. cancer — pku. cn ) £ & FE
F TargetScan ( https ://www. targetscan. org/vert _80/) %X
P24y M miR — 128 —3p Fl NEK2 Z [Al K £, 3T
2 B4 G Py # i NEK2 - WT fil NEK2 — MUT =&
HRL, R EEZH FORL S ) S miR ~ 128 —3p mimics F]
mimics — NC FL[a]#5 44 3 293T 4L, 45 48 h B53:,
FEXF A IO G R BTG AT E o
2.5 EdU 3E0M4A 24 h f9EsmiER

25 A AN MIFEERNTE 24 FLAR, 35 9% 24 h 5, A 2
EdU 128, #% EAU 20 i 384 FER 0 1250) S A5 4i iy EdU
PR
2.6 SREVOLERD NEK2 BEHRERE"

FH & E 4R ,0. 1 % Triton X — 100 535 240 i
JE, A NEK2 —471(1:500) ,4 Cid 6, Y, i %
HR1:1 000 Pl fis B ) — 40, 8 F 2 h,4”° ,6 - —Jik
Bk -2 - FREEM R QA TR SO0 WA N IR AR
%
2.7 FEHREDEE % ( Western blot, WB) & il 4 &z W
FSHEAEARBTEANRE

T SRR 2R ik 200 i, 42 B R o, 3 A ok
frEst, WEH 60 pg BAE, WK FEE, 055
ATF4 —31 .CHOP #1 Cleaved — caspase — 3 ( 141:500) ,
4 Cit . PRk, BInF AR 1: 1 x 10" B s e 1y —
PUIEE 2 he B3, KEE I HTH] Tmage J 3R1F AT
3 GritFAmE

JH SPSS 26. 0 B A4 #4758 11 43 Bt , 11 5 B R
X 53RN o LHIA] U ST REAS ¢ K25

# R

1 miR -128 -3p #1 NEK2 7E D & h i R %

FH GEPIA 2 %4 Fil TargetScan B R G 2s & 20,
NEK2 7551 S 98 2l 4 3 23k, H miR - 128 - 3p Al
NEK2 177E4E 4005, WK 1., T0SES0 45 SKOV3 4]
) miR — 128 —3p FAX}F2IK7KF- 43 54 1. 00 £0. 13 ]
0.56 = 0.08, NEK2 mRNA i A %f & ik 7K 5F 43 51
1.00 £0. 15 F13.17 0. 42 fE 5532 F 2= W H 5t
E (¥ P<0.001),

2 NEK2 2 miR -128 -3p py#i &

miR - 128 - 3p mimics ZH Y miR — 128 — 3p A%t
FIk K V- AH B F mimies — NC 4 & 3 T} 5, NEK2
mRNAAHXF KB K P BEREK (Y P <0.001), 5
mimics — NC 210 I, NEK2 - WT 5 miR - 128 - 3p
mimics H % G4 20 vf 5 G R TG MR AR (3
P <0.001) ,ifif NEK2 = MUT 5 miR - 128 - 3p mimics
YL g R WS PETE S 112 22 R LGt
BEY(P>0.05), W1,

3 miR -128 -3p inhibitor F0 si —- NEK2 £33 & 1)

inhibitor - NC 4] 5 miR - 128 - 3p inhibitor ZH f{]
miR — 128 - 3p FHXFFKIE K415 4 1.00 £0. 11 F
0.48 £ 0.07, ZEG it L 2 RAFHIH# E X
(P<0.001), si—NC 205 si — NEK2 41/ NEK2 mRNA
FERT R4 R H 1. 00 £0. 13 F10.41 £0.08, 7EG5 1
¥ EESAGIEE L (P <0.001),

NEK2 3'UTR 5" ...UUUGUGAAAAUUCAUCACUGUGA. 3

hsa-miR-128-3p UUUCUCUGGCCAAGUGACACU 5

1 miR -128 -3p 57K B4 2253 30E K A(NIMA ) FH il
2(NEK2) (8w 5 &
Figure 1  Binding site relationship between miR — 128 —3p and

never in mitosis gene A - related kinase 2 ( NEK2)

R1 KM miR - 128 -3p FK A 225 ZBE N A RGO 2 (VEK2) mRNA AR X35 26 /K- K %2 51t 3 T AR X 3 18 ) e 4

(x +5)

Table 1 Comparision of relative expression levels of miR — 128 —3p and never in mitosis gene A — related kinase 2 ( NEK2) mRNA, and

relative luciferase activity in the different cell groups (x *s)

Group n miR - 128 -3p NEK2 mRNA NEK2 - WT NEK2 - MUT
mimics — NC 8 1.00 £0. 10 1.00 +0. 12 1.00 £0. 11 1.00 £0.09
miR - 128 - 3p mimics 8 4.49 £0.57** " 0.45+£0.08* ** 0.53£0.12* " " 0.98 £0. 12

mimics — NC:miR - 128 —3p mimics negative control transfected into SKOV3 cells;miR — 128 — 3p mimics: miR - 128 - 3p mimics transfected into SKOV3

cells; Compared with mimics — NC group: * * * P <0. 001.
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4 PAE j&T 84 miR —128 - 3p ] &) P 5 9% 4 A HY
18H

SKOV3 4. PAE 4] .PAE + inhibitor — NC 4] I
PAE +miR — 128 — 3p inhibitor £ f*) 4 Jifg 384 5 5% 43 51|
o (38.74 = 4.53)% . (20.68 = 2.41 )% .
(18.95 £2.43) % F1(34.17 +5.59) % , 5 SKOV3 4
AHLG, PAE 21 (1) 240 A3 5 % g 2598/ (P < 0.001) 5 55
PAE 414, PAE + inhibitor — NC 41 [1%) 48 J{g 34 5 % 7
gttt LR TG E L (P >0.05); 5 PAE +
inhibitor — NC £ 4#f [t., PAE + miR - 128 — 3p inhibitor
ZH () 20 B i R R 3 (P <0..001)
5 PAE @it 8 miR - 128 -3p )4 NEK2 ik

SKOV3 4. PAE 4. PAE + inhibitor — NC 4] I
PAE + miR - 128 - 3p inhibitor 41/ miR - 128 - 3p #H
XF 3255 K4 Bk 1.00 + 0.12,2.34 + 0.27,
2.30 +0.29F11.19 +0. 21, NEK2 mRNA #f X} 23k 7K
AR5k 1,00 £0.13.,0.58 £0.09.0.61 +0.12 F
0.93 +0. 18, NEK2 [ FH 223443 %k 1.00 0. 11,
0.29 £0.05.0.31 +0.06 f10.94 £0. 17, PAE 411 I
R$EHR S SKOV3 4H 4%, PAE + miR - 128 —3p inhibitor

4114 FR48FR 5 PAE + inhibitor — NC 41 [ 858, 7E 46 i1
bR A G (3 P <0.001) WK 2,
6 PAE @it 8 miR —128 - 3p 4} 5 NEK2 05 5p
Hym4MAa bR e RN

SKOV3 4 .PAE 4 PAE + inhibitor — NC 4| .PAE +
miR - 128 - 3p inhibitor #{, PAE + miR - 128 - 3p
inhibitor +si — NC 4] 1 PAE + miR — 128 - 3p inhibitor +
si — NEK24H 1 E — cadherin mRNA FH %} 3235 7K 43 51
J1.00 = 0.12, 2.25 + 0.29, 2.27 + 0.34,
1.30 £0.21.1.32 +0.20 F12.03 £0.35,N — cadherin
mRNA A X £ 3K K OF 43 Bl S 1.00 £ 0.14,
0.60 £0.09 .0.63 £0.12.0.92 +0. 17 .0. 94 +0. 18 FI
0.67 + 0. 13, Vimentin mRNA # XF %2 ik 7K 5 43 %1 K
1.00+0.13.0.62 £0.09.0.66 +0.11.0.90 +0.17 .
0.92+0.18 F10.71 =0.13; PAE 219 FiR5r 5
SKOV3 4 [t4%, PAE + miR — 128 — 3p inhibitor ZH 1 |
R ¥8 b5 5 PAE + inhibitor — NC 41 H %5, PAE +
miR - 128 - 3p inhibitor + si — NEK2 4 ) FiRT5Hr 5
PAE + miR — 128 - 3p inhibitor + si - NC 4 [V 4%, 7E 4%
e B SR G R X (¥ P <0.05) , L% 3,

=2 BN miR - 128 —3p fIl NEK2 mRNA J% NEK2 FHE: T 57K (% £5)
Table 2 Relative expression levels of miR — 128 —3p, NEK2 mRNA and NEK2 protein in different cell groups(x +s)

Group n miR - 128 -3p NEK2 mRNA NEK2 protein
SKOV3 8 1.00 £0. 12 1.00 £0. 13 1.00 0. 11
PAE 8 2.34+0.27" " 0.58 £0.09 " * * 0.29+0.05" "
PAE + inhibitor - NC 8 2.30 +0.29 0.61 0. 12 0.31 =0. 06
PAE + miR - 128 -3p inhibitor 8 1.19 0. 21%# 0.93 0. 18" 0.94 0. 17%#

SKOV3 group:SKOV3 cells under normal culture conditions; PAE group:SKOV3 cells treated with 4 mmol - L =" PAE ; PAE + inhibitor — NC group : Based on
the PAE group,miR — 128 —3p inhibitor negative control was transfected; PAE + miR — 128 - 3p inhibitor group: Based on the PAE group, miR - 128 - 3p
inhibitor was transfected ; Compared with SKOV3 group: * * * P <0. 001 ; Compared with PAE + inhibitor — NC group: **P <0. 001.

R3AHMM L BT AL (EMT) A5 5 mRNA FAX 2R (x £55)

Table 3 Relative expression levels of epithelial — mesenchymal transition (EMT) — related factors mRNA in different cell groups(x +s)

Group n E - cadherin N - cadherin Vimentin
SKOV3 8 1.00 £0. 12 1.00 £0. 14 1.00 0. 13
PAE 8 2.25+0.29*** 0.60 +0.09* * * 0.62 £0.09 * * *
PAE + inhibitor - NC 8 2.27 +0. 34 0.63 +0.12 0.66 +0.11
PAE + miR - 128 - 3p inhibitor 8 1.30 +0. 21 ## 0.92 +0. 17" 0.90 +0. 17"
PAE +miR - 128 —3p inhibitor + si — NC 8 1.32 +£0.20 0.94 +0.18 0.92+0.18
PAE + miR — 128 - 3p inhibitor + si - NEK2 8 2.03 £0.35444 0.67 £0. 13244 0.71 £0.13%

PAE + miR - 128 —3p inhibitor + si — NC goup : Based on the PAE group, co — transfected with miR — 128 - 3p inhibitor and si - NEK2 negative control ; PAE +
miR — 128 —3p inhibitor + si — NEK2 group:Based on the PAE group, co — transfected with miR — 128 — 3p inhibitor and si — NEK2 ; Compared with SKOV3
group, * * * P <0. 001 ; Compared with PAE + inhibitor — NC group,® P < 0.01,"* P <0. 001 ; Compared with PAE + miR - 128 - 3p inhibitor + si — NC
group, “ P <0.05,24 P <0.01,224P <0.001.
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si - NC group; F: PAE + miR — 128 —3p inhibitor + si — NEK2 group.
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