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LncRNA EPB41L4A-AS1 8 miR-30e-5p
X ONEEMAAIEE IR REZNEZI
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[BZE] BH B ¥k%44E%A RNA(LncRNA) EPB41L4A-ASIT 8 3¥ # > RNA-30e-5p(miR-30e-5p) *F 97 £ J& 4
Mg it ARG e, FiE A qRT-PCR &40 9P £ 5 9 8 % (SKOV3,A2780 OVCAR3.SW626 ,HO-89100) =
2848 F LncRNA EPB41L4A-AS] .miR-30e-5p /K -F; A R 3% kX B4 A B £ 340 LncRNA EPB41L4A-AS]1 5 miR-
30e5p W4 A% %4 OVCARS %m el 5 4 Control 28, pcDNA-NC #8 , pcDNA-EPB41L4A-AS1 41, pcDNA EPB41L4A-
AS1+miR-NC 2 ,pcDNA-EPB41L4A-AS1 +miR-30e-5p-mimics 28 ;4% A Edu., X] & & 4, Transwell 52 % # # OVCARS
MR it F RS, AR ERBRAMNMEF O RE, MABMAE F B BKIE LncRNA EPB41L4A-AS] 3t §p
$HRAKG YR, ZR LHIPLBEFHLEILE,FEME P LncRNA EPB41L4A-AST & & K F B 4K, miR-30e-5p & ik K
F I+ % (P <C0.05), StarBase # ¥ & M 2 7= ,LncRNA EPB41L4A-AS] 5 miR-30e-5p A 4 445 &, 5 peDNA-NC 41
P35, pcDNA-EPB411L4A-AS] 41 Edu Fa bk £ | fe iE 4% 2 48 £ @ J 20 T B, miR-30e-5p, CDK1, MMP-2, MMP-9, N-

Cadherin. Vimentin % i %{% , LncRNA EPB41L4A-AS1 . E-Cadherin & i K F 9 % (P <0.05); 5 pcDNA-EPB41L4A-
AS1+miR-NC 48 1t 4%, pcDNA-EPB41L4A-AS1 + miR-30e-5p-mimics 28 Edu Fa b % o & B & . B 2 @&t 5,
miR-30e-5p,CDK1,MMP-2, MMP-9, N-Cadherin, Vimentin % i& 4 % , E-Cadherin % i & F B4& (P <<0. 05), pcDNA-
EPBA41L4A-AS] 280 55 4k #2 . & % 1t pcDNA-NC 28>, LncRNA EPB41L4A-AS] % ik ¥ pecDNA-NC 48 % , miR-30e-5p
#3516 pcDNA-NC £84& (P <0.05), #1& LncRNA EPB41L4A-ASI i¥ & i i it $o 8 miR-30e-5p #7 4] 97 £ 5% 2 i 32
MEB BREEFTRANFHFA,

(i) 9P L% K463 % RNA EPBA1L4A-AS]; #% /s RNA-30e-5p; B A M FATH
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Effects of LncRNA EPB411.4A-AS1 on the malignant biological behaviors of
ovarian cancer cells by targeting miR-30e-5p

WU Sha, WANG Li, LI Yue, XING Xuan
(Department of Pathology, Shijiazhuang Fourth Hospital , Shijiazhuang 050011, China)

[Abstract] Objective To probe the effect of long chain non-coding RNA (LncRNA) EPB41L4A-ASI regulating
microRNA-30e-5p (miR-30e-5p) on ovarian cancer cell proliferation, migration, and invasion. Methods QRT-PCR was
used to detect the levels of LncRNA EPB411.4A-AS1 and miR-30e-5p in ovarian cancer cell lines (SKOV3, A2780,
OVCAR3, SW626, HO-89100) and tissues. The dual luciferase reporter gene assay was applied to detect the binding re-
lationship between LncRNA EPB411.4 A-AS1 and miR-30e-5p. OVCARS3 cells were assigned into Control group, pcDNA-
NC group, pcDNA-EPB41LL4A-AS1 group, pcDNA-EPB411L4A-AS1+ miR-NC group, and pcDNA-EPB41L4A-ASI1 +
miR-30e-5p-mimics group. Edu, scratch healing and Transwell experiments were applied to detect the proliferation, mi-
gration, and invasion ability of OVCAR3 cells. Immunoblotting experiment was applied to detect the expression of rele-
vant proteins. The nude mouse transplant tumor experiment was applied to verify the effect of LncRNA EPB41L4A-AS1
on the growth of ovarian cancer. Results The expression level of LncRNA EPB411.4A-AS1 was decreased and the ex-

pression level of miR-30e-5p was increased in ovarian cancer tissues and ovarian cancer cell lines (P<C0. 05). StarBase da-
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tabase prediction showed that LncRNA EPB411.4 A-AS1 had binding sites with miR-30e-5p. Compared with the pcDNA-
NC group., the positive rate of Edu, number of cell migration, and number of invasive cells decreased in the pcDNA-
EPB411L4A-AS1 group, the expression of miR-30e-5p, CDK1, MMP-2, MMP-9, N-Cadherin, and Vimentin decreased,
while the expression levels of LncRNA EPB411.4A-AS1 and E-Cadherin increased (P<0.05). Compared with the pcD-
NA-EPB41L4A-AS1+miR-NC group, the positive rate of Edu, number of cell migration, and number of invasive cells
increased in the pcDNA-EPB411.4A-AS1 + miR-30e-5p-mimics group, the expression of miR-30e-5p, CDK1, MMP-2,
MMP-9, N-Cadherin, and Vimentin increased, while the expression levels of E-Cadherin decreased (P<<0. 05). The tumor vol-
ume and weight of the pcDNA-EPB411.4 A-ASl1 group were smaller than those of the pcDNA-NC group, the expression of
LncRNA EPB41L4A-AS]1 was higher than that of the pcDNA-NC group, and the expression of miR-30e-5p was lower
than that of the pcDNA-NC group (P<C0.05). Conclusion Overexpression of LncRNA EPB411.4 A-AS1 inhibits malig-

nant biological behaviors of ovarian cancer cells, such as proliferation, migration, and invasion, by targeting miR-30e-5p.
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Gl E 98 (Ovarian cancer, OC) 2 & % UL A9 1A Bl 9w
JiE 22— o R R S 2 A B R D0 R e I
SR R PRI N R e AR KR . B
B B 98 A X 0 R P B L 24 70 960 B B TR IR B 2
Wr, WA R, 3 m s T4, B0 88 M I R IB T &
B S g VIR JE AT 3 kAR T 245 0 ok 1 I
SR AR AR . AR VR YT AR 4R ) A2 B it 24
PEFN 259 BIAE B 52 ), R, SR A R IR
SPORME A 7 A B ok B E WS . K AR D
RNA (Long non-coding RNA, LncRNA) B A 58 K #)
BRI EE . 2 5 2l B AL BEGS AR  1E  E OF R
R EEEAEHY . LncRNA EPB41L4A-AS1 7£ Jif
Jed ARG G B OB T2 i R 28 Tk Mg o ) v HL A R Y
RE 1 T REAE R RE TR YT I A RO AL R R B, Ln-
cRNA EPBA1LAA-AS] B+ 877 T i miRNA M
117 9845 5 98 E % s LncRNA EPB41L4A-ASI 78 5 i
AR, 3 6 35 LncRNA EPB41LAA-ASL i & % 40
FfL B4 3% 1, 177 %K LncRNA EPB41L4A-AS] fi 3 i
AL VLR EPBA1LAA-ASL A3 F) T 40 o 34 8 L 1T 7%
27225, SR LncRNA EPBA1LAA-ASL X 5 &9
FGVE AR W) AT AN R L AR S B S
miRNA i % P I 25 4 mRNA [ 3'-UTR, M ifi #7
223K 85 SRR . miRNA &8 585 8 S 3 7
DX i R 4 DX 5 5 ok T S L W T e L 7R O
S0 0 VR 20 b, B/ RNA-30e-5p (microRNA-
30e-5p,miR-30e-3p) I ik, LncRNA MEG3 i i
PHE miR-30e-3p B AN T LAMA4 il 35, i 1
OC 4 i B AT 0T AR A Al 0 3 2 A= 1 8
0T & B miR-30e-3p 5 LncRNA EPB41L4A-AS1
Z A 454 A 5L 3] LnecRNA EPB41LAA-AS] 5
miR-30e-3p A REAF 7R 7] P # 0C &R . I AR BF5E 4
R % LncRNA EPB41L4A-ASL. miR-30e-3p 7 B
FURDOG AW 24T T A AL
1 #MRE5FZE

1.1 MR BALB/C /NG SE TAh B K230
SEE G, PR AT IE S SCXK (6) 2021-0009, A 5P &
JE AL AR SKOV3(A2728) . A2780(1.0088) .OVCAR3
(SY4390) W F I ifg il WF A6 W) B A BR A A) s SW626
(HT-X2555), HO-8910 (HTX1819C) g A A Ml 1 5%
Hu AL A RN ECA RS W) s NTE B0 S B R 40 M (hu-
man ovarian surface epithelial cells, HOSEpiC) Iy 3L
T b 1 A 4 9 2\ 7] 5 peDNA-NC ., pcDNA-LncRNA
EPB41L4A-AS1. miR-NC, miR-30e-5p-mimics Jii i
Tl M BB A Y A\ 3K s LncRNA EPB41L4A-
AS1.miR-30e-5p, U6, GAPDH 5| ¥ /¥ % T . K {8 {5
AW 08 A W 3K s XU Ot 3R A BRI O ) &
(MH1057-100T) 4 3 F#i 1.4 AR A BRA #
Edu 40 i 38 78 4 3 77 & (40 825 (FNCK112) 11y
ETFTRMNERAEYFH AR A A R CDKI
(BM0027) ,MMP-2 (A00286) , MMP-9 (BA0573) , N-
Cadherin(A01577-3) . Vimentin(BM4029) . E-Cadher-
in(M00063-5) FL AR T s -84 Y A Al

1.2 Jii&

1.2.1 ERFRA W 28 FI7E A Be i i2 IF #5230
7Y b P O SR BB VR D WS g, H v SR P e
14 151, FBPEE 14 1], 2 TR U Bk O 5595 20 2R 55
UL, — 80 CHM N, AT S A KL M E B
EHLZE B & A T % (L5 20230122)  UE AR A
5 TR B 7RV IRl R A5 128, O LR R AR A T
LR AT A AR ZATFIRYT .

1.2.2 ZHME s = b o HOSEpiC, SKOV3,
A2780,SW626, OVCAR3, HO-89100 41 ig #£ 17 48 h
HOAL S IR, 40 0l B2 B ZE B b RNAL £l LncRNA
EPB41L4A-ASI ., miR-30e-5p /K ¥, PEHS HOSEp-
iC 40 ffg A7 It LncRNA EPB41L4A-AS1. miR-30e-5p
FEIKF 2 BB KR H OVCARS 41 i/ R BF 58 0 £
# OVCARS 4f il i #1L 5> 7 Control 4. pcDNA-NC
4 . pcDNA-EPB41L4A-AS1 4. pcDNA-EPB41L4A-
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ASI + miR-NC 4. pcDNA-EPB41L4A-AS1 + miR-
30e-5p-mimics ZH , Control ZH [~ . H & 2H 55 YL A0 v o
ki 48 h, PR 2L588 .

1.2.3  qRT-PCR # il LncRNA EPB41L4A-ASI,
miR-30e-5p ik K FEHCAH 2. 4 f 1 RNA, ¥
RNA 55 R cDNA, LI cDNA 5 4, 175
#, LncRNA EPB41L4A-ASI, miR-30e-5p 43 % LA
GAPDH.U6 E N Z, 519 )5 5 40 F I 7% : LncRNA
EPB41L4A-AS1 iE 1] 5'-CCTGGTTTTATTTTCGT
CA-3", & 11l 3'-ATCCATCTTCCACCTGTAG-5';
miR-30e-5p iE [ 5'-GGGTGTAAACATCCTTGAC-
3" i 3'-TGCGTGTCGTGGAGTC-5"; U6 iF [ 5'-
CTCGCTTCGGCAGCACA-3", [z il 3'-AACGCT-
TCACGAATTTGCGT-5"; GAPDH iF [f] 5'-AGGTC
GGTGTGAACGGATTTG-3", & I 3'-GGGGTCGT
TGATGGCAACA-5"; Jil 2 2% ¥ i B LncRNA
EPB41L4A-AS1 . miR-30e-5p M X} Fik K,

124 WPOCHEMR A N LB R H
Starbase %4 78 48 Wil LncRNA EPB41L4A-ASI
5 miR-30e5p Z b M9 45 & 1 &, W # LncRNA
EPB41L4A-AS1 ¥ 4= /) (EPB41L4A-AS1I-WT) 5 %
AF R (EPBA1LAA-ASI-MUT) 4K, ¥ | iR 2% 14 43 )
5 miR-NC.miR-30e-5p mimics 254 OVCARS3 41
Jit2 .48 h S5 43 AT A G O I 1

1.2.5 40 36 5 0 PE AR I A S AR
OVCARS3 #iffi 2 96 fLE5 524, 24 h 555, R Edu
15 R LA S i O3 S N 5 = O O T U
LA L G MR,

1.2.6 #MERae il i Yn OVCARS 4
L4 R AE 6 FLAR N, HI A% W 4 46 Sk X0 IR 40 B L o 3% 5%
R FAR ERS BB IR St A R,
1.2.7 qiERZERNDKEN HHEYREH OVCARS
MR T %, T FBS #5555 ,24 h 1598, 5
FHZ B P RE [ ZE 15 min, Z5 i 5 %4 4 30 min, WM
WM, Geit =225 H .

1.2.8 HEARKKW P44 OVCARS 4, H
20 i SR i R Ak B, B IBCAN B S B 1, BCA 5 G I 28 1
B LUK oY B R L IR % 2 PVDFE B, 5% B AR 4 1%
FHA m CDK1(1:2 000) \MMP-2(1:2 000) , MMP-9
(1:2000), N-Cadherin (1 : 2 000), Vimentin (1 :
2 000) \E-Cadherin(1:2 000) —#i .4 C it % W& .
ZY0,37 TR L REOG R A 4T BE A KA .
1.2.9 AR FTR Y sh-NC 3 sh-LncRNA
EPB41L4A-AS1 & OVCARS 4 ffi 1, 38 % OVCAR3
20 M v B S L T S AE /D R AT . /s BB P43 4

(sh-NC 4 .sh-EPBA1L4A-AS1 41).6 H/4H, 35 d /b
R SR B 4 IR 58 42 43 B3 05, R A0 Sk BRHE AR
Jib g A= 4 ih S, A 9 20 8L rh LncRNA EPB41L4A-
AS1.miR-30e-5p #ik /K,

1.3 Sitb=aor M RHA SPSS 25.0 #E17 4 it 24 4%
B R L (o =) Fom, 4110 22 55 B3R A
SEREAS ¢ R B, BRI R T 2 AT I 2 AR 2 R
SNK-¢ K56 Fb B Z 4 0] 22 57, P<<0. 05 N ERAH LT
2 #R

2.1 LncRNA EPB41L4A-AS1,miR-30e-5p 7 b i
A MBS RE SIS R mA
41k LncRNA EPB41L4A-ASI 33k K FE A%, miR-
30e-5p #ik K FEFF i (P <0.05); 5 HOSEpiC 41 il
Foo#e, B9 OH O 4 &2 SKOV3. A2780, SW626,
OVCAR3.HO-89100 1 LncRNA EPB41L4A-AS] %
KK SF B BE AL, miR-30e-5p F ik K FH EFH (P <
0.05); i 7E OVCARS 4ii Jifd /', LncRNA EPB411LAA-
AST R IEIK - H5 R miR-30e-5p 38 K P I AL, P
¥ OVCARS /E AR XS 4, W% 1.3 2.,

% 1 LncRNA EPB41L4A-AS1.miR-30e-5p 7E B0 AR BB R iX (x
*s,n=28)
Table 1 Expression of LncRNA EPB411.4A-AS1 and miR-30e-5p in o-

varian cancer tissues

2090 LncRNA EPB411L4A-ASI miR-30e-5p

Jitt 2 4L 21 1.01+0. 12 1.00£0. 11

VEE S 0.56+0.07 1.78+0. 21
‘ 17. 140 17. 410
P <0. 001 <0. 001

% 2 L% LncRNA EPB41L4A-AS1.miR-30e-5p 7E B & /& 40 A v R 3%
KFE(x*+s.n=6)

Table 2 Comparison of LncRNA EPB41L4A-AS1 and miR-30e-5p ex-
pression levels in ovarian cancer cells
21 51 LncRNA EPB41L4A-AS1 miR-30e-5p
HOSEpiC 1.02+0.13 1.01+0. 10
OVCAR3 0.32+0.04% 2.57+0. 280
A2780 0.45+0.05% 2.3640. 250
SW626 0.5840.06% 2.05+0. 220
HO-89100 0. 66+0. 08D 1. 69+0. 199
SKOV3 0.7840. 099 1.46+0. 159
F 56.412 47.503
P <0. 001 <0. 001

5 HOSEpiC 4 i b4 . @ P<<0. 05,

2.2 LncRNA EPB41L4A-ASl 5 miR-30e-5p iy #
M4 UF  StarBase T & 7% . LncRNA EPB4114A-AS1
5 miR-30e-5p #1125 4. 5 LncRNA EPB41L4A-ASI-
WT + miR-NC I %i, LncRNA EPB411L4A- AS1-WT +
miR-30e-5p mimics 76 % i 4 T & (P <<0. 05) , ILIA]
1.5 3,
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miRNA GenelD

hsa-miR-30e-5p° ENSG00000224032 |EPB41L4A- IncRNA

Search Search Search Search Search

GeneName GeneType TargetSite

chr5:112161091-
AS1 112161112[+] 18l

Alignment

Target: 5' GCUUC-GUCGAUUUGUGUUUACA 3'
(R ARRRR N

miRNA AGGUCAGUU-CCUACAAAUGU 5'

Search

1 LncRNA EPB41L4A-AS1 5 miR-30e-5p & & i =
Figure 1 Binding site of LncRNA EPB41L4A-AS1 to miR-30e-5p

% 3 LncRNA EPB411L4A-AS1 5 miR-30e-5p $B[5 £ R Z R (x £5)
Table 3  Detection results of targeting relationship between LncRNA

EPB41L4A-AS1 and miR-30e-5p

% 4 & LncRNA EPB4114A-ASI .miR-30e-5p K i% 7k F L8 (x £5,1=6)
Table 4 Comparison of LncRNA EPB411.4A-AS1 and miR-30e-5p ex-

pression levels among different groups

2553 9 3R AR X O T
EPB41L4A-AS1I-WT+miR-NC 0.86%0.09
EPB41L4A-AS1-WT+miR-30e-5p mimics 0.4540. 059
EPB41L4A-AS1-MUT+miR-NC 0.87%0.09
EPB41L4A-AS1-MUT+ miR-30e-5p mimics 0.85+0. 08

1.5 EPB41L4A-ASI-WT+miR-NC F# , D P<0. 05,

2.3 K44 OVCARS 40l LncRNA EPB41LAA-
AS1 .miR-30e-5p Fik/KF 5 pcDNA-NC 4 3,
pcDNA-EPB41LAA-AS] 20 LncRNA EPB41L4A-ASI
F3KKF-FF i, miR-30e-5p FiE K AL (P <0. 05);
5 pcDNA-EPB4114A-AS] + miR-NC 4 F %8 . pcDNA-
EPB41L4A-ASI + miR-30e-5p-mimics 2 miR-30e-5p %
IRIKSE TR (P<<0. 05), W& 4,

2.4 LncRNAEPB41L4A-AS1### miR-30¢-5p X b
SRR TE I BN 5 pcDNA-NCH It
Edu

Control#d

pcDNA-NC#

pcDNA-EPB41L4A-AS14H

pcDNA-EPB41L4A-AS1+
miR-NC4H

pcDNA-EPB41L4A-AS1+
miR-30e-5p-mimics4l

251 EpéﬁiiX\AS] miR-30e-5p

Control £ 1.02+0. 10 1.01+0. 11
pecDNA-NC 4 1.00+0. 11 1.0240.12
pcDNA-EPB41L4A-AS1 4H 1. 8540. 200 0.46+0. 050
pcDNA-EPB41L4A-AS1+miR-NC £ 1.83+0. 19 0. 44+0. 04
pcDNA-EPBAILAA-AST+miR- 1.8240. 19 0.73+0. 082
30e-5p-mimics 2

F 40. 009 56. 988

P <0.001 <0. 001

5 peDNA-NC A %, O P<<0.05; 5 pcDNA-EPB41L4A-ASI +
miR-NC 4 4, @ P<0. 05,

i, pcDNA-EPB41L4A-ASI 40 Edu MR 40T
B.oREA MR R % (P <0.05); 5 pcDNA-
EPB411L4A-AS1+ miR-NC 4 [t ¢, pcDNA-EPB4114A-
AS]1+miR-30e-5p-mimics 41 Edu FH M3 40 103 55 54 .
% 28 40 i KB TH s (P <<0. 05) W45 S ILIK 2~4 . 5,

DAPI

Merge

B 2 &40 OVCAR3 45 1% 5 (200 X)

Figure 2 Proliferation of OVCAR3 cells in each group
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pcDNA-EPB41L4A-AS1+ pcDNA-EPB41L4A-AS1+
Control#l pcDNA—NC?H pcDNA EPB41L4A ASlﬁ’H Ncéﬁ miR-30e-5p- mlmlcséﬂ
S LG ¢ PR ) & n.‘qr ,,.,‘w e

2 ﬁ%”' > e
\,%ﬁ vm{‘“

B3 &4 OVCAR3 HAFERIE R (200X)
Figure 3 Migration of OVCAR3 cells in each group

pcDNA-EPB41L4A-AS1+ PpcDNA-EPB41L4A-ASI+
Control4d pcDNA -NC4l pcDNA-EPB41L4A- AS14H _miR-NC#41 m1R 30e-5p- mlmlcsf’ﬂ
D e s b . =g whyw A - - ,

4 &4 OVCARS3 {2 E 1% (200X)
Figure 4 Invasion of OVCAR3 cells in each group

x5 BB A OVCARS HiLE FT% BR8N (xts,n=6)

Table 5 Comparison of proliferation, migration and invasion abilities of OVCAR3 cells in different groups

20 51 Edu FHHEZ Y0 2 i 3T B £ () % 28 40 i A (1)
Control 4 54.73%5. 59 161.46+17. 63 156. 75+16. 32
pcDNA-NC 44 53.25+5. 64 159.57416.59 153. 98416. 47
pcDNA-EPBA41L4A-ASIT 41 27.32+2. 969 82.05+8. 420 86.58+8. 87V
pcDNA-EPB41L4A-AS1+miR-NC 4 28. 64+3.01 81.49+8.53 87.62+9.03
pcDNA-EPB41L4 A-AS1+miR-30e-5p-mimics 41 38.37+4. 129 120. 13+£13. 279 116.25+12. 169

F 46. 131 45. 202 36. 558
P <0. 001 <0. 001 <0. 001

5 pcDNA-NC 4 4, O P<0. 0555 pcDNA-EPB41L4A-AS1+miR-NC 4 b4, @ P<0. 05,

2.5 LncRNA EPBA1LAA-ASI i # miR-30e-5p %t
OB A A S B R IB I 5 pcDNA-NC 4

[ I —

I %, pcDNA-EPB41L4A-AS1 21 CDK1, MMP-2, MMP-2 D G s cses S
MMP-9 .N-Cadherin. Vimentin 3 ik [§ 1% , E-Cadherin MMP-9 Gl G s w—

FkAKOETFE (P <<0. 05) 55 pcDNA-EPB4114A-AS] +

g -Cadherin we— pr—
miR-NC 41 . . pcDNA-EPB41L4A-AS1 + miR-30e- E-Cadherin (S s GHED D S

5p-mimics 21 CDKI1., MMP-2, MMP-9, N-Cadherin, N-Cadherin S-S G_————
Vimentin 3 ik 7+ i . E-Cadherin ik K FEFFEME (P < Vimentin Gl Gl G SIS GED

0.05), 25 WK 5.5 6,
2.6 LncRNA EPB41L4A-AS1 X #4588 A K 19 5% i)
5 peDNA-NC 41 % . pcDNA-EPB41L4A-AS1 41

B-actin WD GHED GNED GNED SN
A B C D E

i A R/, B B8 /D, LncRNA EPB41L4A-AS] 5 RMEARE

%‘%ﬁﬂ'%} s miR*BOe*Sp %%ji‘l: l}% (P <0.05), m lz] 6~ Figure 5 Detection of protein expression

7 %:{ 7 - A. Control 2 ; B. pcDNA-NC 41 ; C. pcDNA-EPB41L4A-AS1 41 ; D.
3 _N__i@ pcDNA-EPB41L4A-ASI + miR-NC 41; E. pcDNA-EPB411L4A-AS1 +

miR-30e-5p-mimics 4 ,

AT, B9 5598 K J 0 i BLRIATY S8 R A0, AT 6E 2
R ZE N S0, 45 L 5 A 7 0, 75 WY 44 L 9 R R 9 R IR ) 2R W P O B L DL RO
S B S R e B R R MR LW 4y b MEVRE R BRI L P U K 2 U0 M 2 R ok
PEOD HL9 AL AR = O RO OP B TR AR . O & R RO A M AR T T 24 1 A . 4 A e K R
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Figure 6 Growth of transplanted tumors in mice

5 peDNA-NC 4 %, D P<<0. 05,
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t @ @ ¢ & &
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Q & ¢ 3 &

E7 BEEER

Figure 7 Transplanted tumor image

£6 EBEMEOVCARI AMEEAREER (x £5.n=6)

Table 6 Comparison of protein expression in OVCAR3 cells among different groups

2 51 CDK1 MMP-2 MMP-9 E-Cadherin N-Cadherin Vimentin
Control 21 1.08+0.12 1.26+0. 14 1.1440.12 0.3940. 04 0.86+0. 09 0.95+0. 10
pecDNA-NC 41 1.06+0. 11 1.24+0.13 1.16+0.13 0.37+0.04 0.87+0.09 0.934+0.09
pecDNA-EPB41L4A-AST 41 0.534+0.06%9  0.65+0.07Y  0.46+0.05Y  0.8540.09%  0.35+0.030  0.58+0.06%
pcDNA-EPB41L4A-AS1+miR-NC 4 0.5440.06 0.66+0.07 0.47+0.05 0.8640. 09 0.3740. 04 0.5740. 06
pcDNA-EPB41L4A-ASI+miR-30e-5p-mimics 21 0.7340.07%9  0.89+0.09%  0.68+0.079  0.5640.06% 0.61+0.062 0.78+0.07%

F 49,702 43. 361 77. 290 65.575 75. 554 27. 874
P <<0. 001 <£0. 001 <20. 001 <£0. 001 <0.001 <0.001

5 peDNA-NC 41 4, O P<<0. 05; 5 pcDNA-EPB41L4A-AS1+miR-NC 41 [ 4% , @ P<<0. 05,

% 7 LncRNA EPB41L4A-AS1 X} # 45 5& & LncRNA EPB41L4A-AS1 . miR-30e-5p Rix K FB M (x £5.n=6)
Table 7 Effects of LncRNA EPB41L4A-AS1 on transplanted tumors and the expression levels of LncRNA EPB41L4A-AS1 and miR-30e-5p

21 51 i 98 5t i (@) fit 98 1A AL (mm®) LncRNA EPB41L4A-AS1 miR-30e-5p
pcDNA-NC 41 0.58+0. 06 804. 12+85. 41 1.02+0. 11 1.01+0. 11
pcDNA-EPB41L4A-AS1 4 0.294+0.03 325.69+33.72 1.67+0.18 0.64+0.07

t 10. 589 12.762 7.548 6.951
P <<0. 001 <<0. 001 <<0. 001 <20. 001
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