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IncRNA MALAT1 i i3 i% 28 % Bt miRNA - 141 -3p
¥ Wnt/B — catenin (€ iH P EEAE K NKER

W E BH# OIS KEEI4IS RNA MALATI (IncRNA MALATI) 76 59 S0 h B /E T OB ZERLE] . FiE S 2OtE B R
4 W 4 [ V7 (real — time quantitative polymerase chain reaction, RT — qPCR) ¥l MALATI 75 A IE % 0 8 | fz 41 ifg & 10SE80 2 A bl
ﬁﬁéﬂiﬂ@% SKOV3 ,0VCA429 F1 HO - 8910PM 1 {3k , B SKOV3 K HO - 8910PM 4 i it 17 )5 255 ., FIF siRNA F 3 SK-
OV3 1 HO - 8910PM 4 h MALATI 35, CCK — 8 ¥ K6 I 40 o 3 58 , R JR K Transwell /N3 K I 40 i 5 4% B A2 22 6E 1, 338 i
Western blot B K | f — [6] 38 5t 4% 1k ( epithelial — mesenchymal transformation, EMT) #f1 &8 45 E - cadherin N - cadherin {3 i
FIF AW (5 B % 28 MALAT1 5 miRNA - 141 - 3p E‘ﬁﬁfﬁl%%JT’*'JFHXX%?‘E?T&’*%UB@% MALATI @ ff& % miRNA -
141 = 3p 30 700 3% [7 1 I 408, 4G T % SKOV3 B HO - 8910PM 4il fid 3% 4 1= 28 T 3T 8 (W 5 i, 138 5f Western blot 2 43 #7 Hi X
Wnt/B - catenin {5 il S A CHE B RKME, &R SAEHR Eﬂ%iﬁéﬁiﬂ’@% TOSE80 L #¢ , b 5L 40 il % 9 MALATI K ik
Bl EJH (P <0.05) ;M 7E SKOV3 & HO - 8910PM 1 F i MALATI 33k, 41 iRl (22808 & EMT 52 304 | [7 i miRNA —
141 =3p Kk L (P <0.05) , XWHEGEK B & 5 K 45 R UE W] MALATL Al miRNA - 141 - 3p ﬁ?ﬁ%ﬁfﬁu‘t%\o M #E K4 MALATI

FIA MY [ A miRNA - 141 - 3p #0460 500, W AT 386 5% T 98 MALATL 18 J97 77 A= I 40 i 248 (P < 0. 05) *ﬁmﬁﬁﬁ&n MAL-
AT1/miRNA - 141 - 3p %l 7] BB i3 W45 Wnt/B - catenin {55 38 B 52 W U0 SL0 F 8, 4538 MALATL W) 5858 i3 V3 248 T miRNA —

141 =3 M IH$E Wnt/B - catenin 5% W 5P $L9 19 & 2L TR J&
KEEiE  UPELE  IncRNA mALATI miRNA - 141 -3p  Wnt/B - catenin 3458
hESES  R737.3 XERARIRAED A DOI 10.11969/j. issn. 1673-548X.2024. 04. 022

IncRNA MALAT1 Regulates Wnt/3 — catenin by Sponge Adsorption of MiRNA - 141 - 3p to Promote the Growth and Metastasis of Ovarian
Cancer. JIN Ye. Department of Oncology, Women's Hospital, School of Medicine, Zhejiang University, Zhejiang 310006, China

Abstract Objective To study the role and regulatory mechanism of long non — coding RNA MALAT1 in ovarian cancer. Methods
Real - time quantitative polymerase chain reaction ( RT — qPCR) was used to detect the expression of MALATI in human normal ovarian
epithelial cell line IOSE80 and human ovarian cancer cell line SKOV3, OVCA429 and HO - 8910PM. SKOV3 and HO - 8910PM cells
were selected for the next study. The expression of MALATI in SKOV3 and HO —8910PM cells were interfered with siRNA, the cell pro-
liferation was detectd by CCK -8 method, the cell migration and invasion were detectd by scratche and Transwell assay respectively, and
the expression of epithelial — mesenchymal transformation ( EMT) - related indicators E — cadherin and N — cadherin were detected by
Western blot. The targeting relationship between MALAT1 and miRNA - 141 —3p was analyzed by bioinformatics, and was verified by du-
al luciferase reporter. MALATI1 knockdown and miRNA - 141 —3p inhibitor were treated the SKOV3 and HO —8910PM cells at the same
time, then the cell proliferation, invasion and migration were detected, Western blot was used to detect the expression of Wnt/f — catenin
signaling pathway related proteins. Results Compared with human normal ovarian epithelial cell line IOSE80, the expression of MALATI
in ovarian cancer cell line was significantly up — regulated (P <0.05). When the expression of MALAT1 in SKOV3 and HO - 8910PM
was down — regulated, the cell proliferation, invasion, migration and EMT were inhibited (P <0.05). At the same time, the expression
of miRNA - 141 —3p was up — regulated (P <0.05), and the results of dual luciferase reporter proved that there was a targeting relation-
ship between MALATI and miRNA - 141 -3p. However, the inhibitory effect of MALAT1down — regulation in the cells can be reversed
by miRNA - 141 - 3p inhibitor (P <0.05). Further studies had found that the MALAT1/miRNA - 141 - 3p axis may influence the pro-
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gression of ovarian cancer by regulating the Wnt/ — catenin signaling pathway. Conclusion MALAT1may influence the occurrence and

development of ovarian cancer by sponge adsorption of miRNA — 141 -3 via regulating Wnt/p — catenin.

Key words Ovarian cancer; LncRNA MALATI1; MiRNA - 141 -3p; Wnt/B - catenin; Proliferation
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B HAET, O HLE A 9T T B LLAMREF AR DL
PLEHZE S T WAL 25 W Ik SR o7 o 32 H B 1 S
HEAERASEAR, 5 L EAERAL30% 2. PR, 4 A 1Y
HATR 1) PR B I6 97 T B ny I & 55 AF 58475 02 2 e B B
IR AR A R

K 5% 9F 4 #% RNA (long non — coding RNA, In-
cRNA) & — 256 S i 200 A% 4 IR (1) A 4% 4 1
AT RNAD AR Ok B Z 1 052 £ B In-
cRNA 5[ I S A e JRE S VDA O, I Ine RNA 4 42
IE I R G ik DAL A 2 s) B i s T b A 7 TS M 45 B
45 IncRNA MALATI ( MALATIL) 42 — &5 Ji {§: 5F 19
IncRNA , HCTE 200 M98 |5 s9U08 | L I 88 I 45 o o 55
i Jgg v 24 4 AR T AT DA R A0 i ) 4= 28
TR R MALATL X 51 5598 1 76 FH b 2 47 42
i, P40 MALATI 75 51 S8 v 57 0k, l 42 F B 5L
IR 0 L ) S B O B K AR YT T 25 {H MALATL X B
SRR Y U 43 T B R R B 0. IncRNA A 4Rl
—Fl 5% 4 N PR RNA ( competing endogenous RNA
ceRNA) W [ff i 7> RNA ( microRNA , miRNA) , £ 5 #¢
BEPR B A I N R & R R R AR BESE
& 7E U £ 9% 5 W i MALAT1 4% miRNA - 141 - 3p
FR A TR 31 BILT S B9 588 B2 13 W RE B9 AR W 2 B A
/R INEEE YN

MH57H %

LRF A NIE 1 8L 1 B2 40 il &% T0SESO B A B
HLF 4L 7 SKOV3 . 0VCA429 1 HO - 8910PM 4 !
MY A b E R e B b AR YR AE S A A e T
FEHT . AR B R AR A UM Y =55 2 A Tran-
swell /NZE W H 3£ [E Corning A H] ; CCK -8 W B X%
AR () By A RS W 5 Trizol W B 83K KA
JRBHE (B ED AT R F] s miRNA - 141 - 3p i 57 &%
Xof B¢ 't 2R il i A ke DR JBORE X g v 5 L A
B2 2 B R A A BR A W 5 —$E (E - cadherin \N - cade-
rin B — catenin ,Cyclin D1 ¢ — Myc .GAPDH) ¥l § 3%
[ Abcam 23 Hl , il FIVE BE S 1: 1000 ; W32 3K i 4 15
S ) ANEE TS| Promega N o
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2. Y0 RE IR R g . A LTE S 10% iR 4 1T Y
RPIM1640 #5573 f |8 F 37°C, & 5% CO, 41 L7
T EESE L YA A R IR B 90% B, ) JEE B 1k
ARKEF%, 4 %% Y2 WA A Lipofectamine™ 2000 %%
el 30 42 Ul B 45, 43 3 4% Y siNC IR [A] siMALATI,
HJ siNC,siMALAT1 — #1 1 siMALAT1 - #1 2 f% 4L
X FRAEEAL I Al miRNA — 141 = 3p B4Ry, B X I8 A5 401
Y4 F miRNA — 141 - 3p B4 .

3. 2t 49 R A K 2 i DL 5000 A/ L % R 4 R
T 96 LN, 4% or H AT 5 Qe B B, T QL 5 1Y
0.24 48 72h, TERFLININA CCK -8 iXH] 101, 4k 22
T FRAANIEE 3h, {1 B bR K 450nm &b 1
JERE(A)H

4. SR 9E 56 2 B PCR (gRT - PCR) : F] ] Trizol
S4 1 20 0 42 B RNA, >R Al Prime Script™ RT Reagent
Kit with a gDNA Eraser X fir 1§ RNA #F47 & 5%,
TaqMan™ MicroRNA Reverse Transcription Kit #F 17
miRNA S 5%, PrimeScript RT Reagent Kit #f17 mR-
NA S 5%, 1T SYBR i ) K ) 25 PR R 3k 7K F-, U6 2y
miRNA § &, GAPDH 4 mRNA W&, FI¥FE5 K.
MALATL L5 #.5 - CCTGCGGTGTCTTTGCTT-
GAC - 3', F 5 #.:5 - CATACCCAGAGCCTT-
TAGAAC -3'; miRNA - 141 = 3p L5 #.5" - AT-
GGTTCGTGCGTAACACTGTCTGGTAAA - 3', F ii# 51
.5 - GCAGGGTCCGAGGTATTC - 3'; U6 I i 51
¥ .5 - CTCGCTTCGGCAGCACA -3', FHf51#y.5" -
AACGCTTCACGAATTTGCGT —3'; GAPDH L {i# 5149 .
5" — ACAACTTTGGTATCGTGGAAGG -3, FiiF5| ¥ .
5" — GCCATCACGCCACAGTTTC -3,

5.5t g S RN &R YR B 2E T
MALATI $EREH Fr Be, ¥ 24 m) A LY MALATL B 4=
A (MALATI — wt) K R ZE AL ( MALAT1 — mut) #§ & 3%
7], BL &% miRNA — 141 - 3p #2304 #] A Lipo-
fectamine'" 2000 JL#% Yt & SKOV3 & HO - 8910PM
MM, TGS 48h  WOAR 4 i 24 A | Fic e 25 i PR
S5 T A% G 00 A XoF 2 ' 2R Tl O A

6. 4t i A% - K] S0 I S 56 A A0 Bf AT S g
A5 ALK A M B A T 6 L AR P I E AT AH N A 3 7
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W% Ak 3G 3% 24h, R 0 G0B 40 B SR DR S
K 24h 5 4 M R A AR B0 ) T 40 R G #S
Re 1.

7. 41128 ) A Matrigel 19 24 fLAR tran-
swell /NE FE EEPINA B A 2 x 10* /4> 20 Jd 1) I 1fi
IR SL 2000, FEMA T 10% FBS 1L 1) 5 77
o WigE 48h 5 B =M LR AR 22 AN, OF
FF 52 [ 52 JEE 0 40 B, T 0. 5% 4% S5 e {0, i i B
IR SR AN MR 22 0L

8. Western blot ¥ & W . ¥ & 47 & (1 B 40 ) 7
(9 RIPA % fift W 24 ffk 40 Ji JF 250 WO 4 40 L 4= 25 1,
ERJE A A 10% SDS - PAGE i85 B & 1, & 5%
i F A, A S M — Bt 4°C IR B L, R i
AP tric b I ERWTE, B2 E RGN
Ag .

9. it )7 i FI U Prime 6 $E4T 45304, B
ORI AR + AR 22 (w +5) R, DILIE] HLER FH o«
K5, 22 2 1a) L 3R B IR 28 07 22 43 i, LA P < 0..05
REFAGRIFE L,

& ®

1. MALAT1 751 550 240 i vh 3k B . 5 26, #
FH qRT - PCR K0 A IE % B 35 | 57 40 il &2 T0SE80 &
B 559 40 il 22 SKOV3 ,0VCA429 F1 HO - 8910PM
YL N MALATL B9 338 K F, 45 1 & 8L, MALATI
7 9P S P i 28 B IR R T OE R A, FE S 2
PEHL SKOV3 K& HO - 8910PM 4 Jifd ¥k 1 Jg BF 58 %F 42
(K1),

N 58]
T 1

MALAT1 mRNAAHX}F kG

=]

1 qRT -PCR# MALAT1 EIEERE FF
M50 EmMmath MALATL &Ri%
5 TOSES0 4 il He %, " P <0.05, " P <0.01

2. MALAT!L (ARG H00 i) B9 S5 908 20 i A9 A2 K M 56 %%
it — 2 PE M MALATL X 5P 59 40 M 09 52 Wi, 2834
PG T P 4% R MALATL 7K 5F (% 7 F 3 RNA
(siRNA) ,#:4L % SKOV3 & HO — 8910PM 4l il [N , #&
DG Bl A % 3%, 45 SR & B, B 4% siRNA ¥y 0T i fi%
MALAT1 /K- (B 2A) , WFFE BE 88 T Al (IR 550C% B & 19
si MALATI - #2 #F47 5 e 52, A A CCK - 8 A&
A MALATL Ji5 40 it 3% 5% 68 71l LA & #E, MALATI
w0 AT 3 R e 4 A 3 A (B 2B) o X Al G A
K AR ZBBE 3 A6 AT WL, MALATL R 8 400 ) 410 g 1 1T
BRI (2% C. D), K EMT 76 40 g
RERTBE P EEEZEEM, B —HKH0T
EMT A H8 b5, K BRI MALAT1 KF T FHE E -
cadherin, JF% N - cadherin B & ik K F, DL 45
VLA AR MALATL 7K SF 0] 30 i 51 52 958 240 M 9 A=
K ZEMITE,

3. miRNA — 141 - 3p J& MALATI f4#03E [H  #50F
i MALAT1 5 miRNA - 141 - 3p 45 & 17 45 W 1A
3A WG FR Tl 5 A S 5 45 R SR W], miRNA -
141 = 3p ALY B 5% Y 0 2 I MALATL — wt 26
Z WIS M A MALATI — mut 2% 5% 2 B % 4 JLTF
¥ (K 3B) ., qRT — PCR K i ik MALATIL 40 il 4
miRNA - 141 - 3p LKA UL, 5 siNC 4 L3,
MALATI FA% )5 , miRNA — 141 - 3p /K 45 2] B i T+
L ERA SR (K 3C),, B RS R R,
MALAT1 ] G # [m] £ 4% miRNA - 141 - 3p [ K ik
KA,

4. MALATI i i 7 45 W B miRNA - 141 - 3p 3
Wi P B8 A2 K S i 88 O T itk — 2B IR B MALATI 5
i W B miRNA - 141 = 3p MG A K T8 & F
2 WF5E M8 F miRNA — 141 = 3p I F 3647 T, 5
Xof BB 40 be A, 76 # A% MALAT1 A9 [R5, ffi ] miRNA -
141 = 3p #PHI5A, AT DL 5% Gl MALATL XF B 5898 4=
K EBREIHKIME (K 4 35 A ~C), Western blot
A E - cadherin & N — cadherin 2% 35 1 [7) £ i B
miRNA - 141 - 3p Ml 57 3% % T siMALAT1 #91E H
(E D), #E— U0 T MALAT1 #] 38 i 5 45 0 Fff
miRNA - 141 - 3p, ¥ miRNA - 141 - 3p /KFifi 5
M) P S s 0

5. MALAT1/miRNA - 141 - 3p 438 i ¥ # Wat/
B - catenin 521 G 519 i & . O T i — L 5T MAL-
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= ® 1.5} =siIMALAT1-#2 1.5} =siIMALAT1-#2
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BB S 00 5 €. J0 9 S 6 A6 I Ik MALATI X 40 i 3T 8 fiE /1 5% 0 3 D. Transwell K3 55l MALATI X 411 42 28 E J1 52 W ; E. Western blot
AR AL E - cadherin \N — cadherin F 357K ¥, 5 siNC L4, " P <0.01

AT1/miRNA - 141 - 3p fli 98 4% B9 5198 A= K LB 1
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Wnt/B - catenin {5 538 % , 1 75 Il miRNA - 141 - 3p )
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B — catenin 5% i B 519 i JiE
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