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FYIFIE . AWFFE B AERITLINCO2 16348 [A) miR-338-3p X 7L Jea 40 i 4 4 Ejzﬁﬁ%’m%ﬁ ik BB ARE
B20204F 1 H—2021429 A Weif 1Y o FLIRIE B & 1 LRI A 2 R BE 2 em MY s34 4UREAR | il i SE 56 8 i R A Tl
HE 7 W (real-time fluorescence quantitative polymerase chain reaction, RTFQ-PCR ) il QE #Zﬁ NIEH FLIR - K2 40
% (MCF-10A) FIFLIEAMZE (MCFE-7, BT-20, MDA-MB-231, T47D ) FFLINC02163A9% 5. KMDA-MB-2314 K
controlZ . sh-NC#H . sh-LINC02163%H . sh-LINC02163-+inhibitor-NCZH Flsh-LINC02163+miR-338-3p inhibitorZH, F/MTT
% transwell 3258 KRR 2643 BIREIMDA-MB-23 1476 71 . 1RZB KT AE S . RATEFRENLETE (Western blot ) K
MIMDA-MB-2314ffic-Myc, JEFi4: )8 & M ( matrix metalloproteinase, MMP ) 2. MMP9, BE-#545% ( E-cadherin ) JZN-
R E (N-cadherin ) 8 MYFRIE o 3T O BT FEF L5 0 AT LINC02163 5 miR-338-3p Ay HHL11] E & . ;Teﬁﬁ{zt:dqﬁiz
Je LB RN BALB/ R ERIMR AR R d it . SR F e Uk KR N RS AR L 8 Ki-6 T B T 5. &R Sigss
AU, LINCO21637EFLIE ALV i #8 BB TS (P<<0.05) . S5MCFE-10AZ0E4A L, LINC021637EMCF-7. BT-20.
MDA-MB-231 M T47DA i ih YRk B THE, I HHAEMDA-MB-23140)1 b @b B3 (P<<0.05) . control4
b, sh-LINCO2163ZHLINCO021633ik . AIAFIG % . (Z2BAMEGTRE R . c-Myc. MMP2, MMP9, N-cadhering&ik . fif
JEARFR S Ei B | Ki-6THE AU PR, miR-338-3p. E-cadherinik B THis (P<<0.05) . H5sh-LINCO21634H4H1, sh-
LINC02163+miR-338-3p inhibitorZl LINC021633Ri5T0 i E 25k (P>0.05) , AMAEIE 5. REMBEATRE R c-Myc,
MMP2, MMP9 . N-cadherinZéik . AR K T . Ki-67HFHFEE W4, miR-338-3p. E-cadherinZéik L E AL (P<
0.05) . 7EFLIRRETHLINC02163 5 miR-338-3p A EMSAEMHL M C R . 518 PIBRLINC021633%5A 1M i i #F miR-338-3pFK ik ok
T FLARE A R 5 | (R8T
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[ Abstract ] Background and purpose: Long non-coding RNA (IncRNA) has been found to be dysregulated in breast cancer and
is closely related to the malignant behavior of tumors. This study aimed to explore the effects of LINC02163 targeting miR-338-
3p on the proliferation, invasion and migration of breast cancer cells. Methods: Breast cancer tissue samples and the adjacent tissue
samples (2 cm to cancer tissue) were collected from 9 female breast cancer patients admitted to People’s Hospital of Zhengzhou from
January 2020 to September 2021. Real-time fluorescence quantitative polymerase chain reaction (RTFQ-PCR) was used to detect

the expression of LINC02163 in tissue samples, human normal breast epithelial cell line (MCF-10A) and breast cancer cell lines
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(MCF-7, BT-20, MDA-MB-231, T47D). MDA-MB-231 was divided into control group, sh-NC group, sh-LINC02163 group, sh-
LINCO02163+inhibitor-NC group and sh-LINC02163+miR-338-3p inhibitor group. MTT method, transwell test and scratch test were
used to detect the MDA-MB-231 cell viability, invasion and migration ability. Western blot was used to detect the protein expression
of c-Myc, matrix metalloproteinase (MMP) 2, MMP9, E-cadherin and N-cadherin in MDA-MB-231 cells. Dual luciferase reporter

gene was used to detect the targeting relationship between LINC02163 and miR-338-3p. In vivo tumor formation experiment was

used to detect tumor volume and weight in nude mice. Immunohistochemical method was used to detect the Ki-67 proliferation index
in tumor tissues of BALB/c nude mice. Results: Compared with adjacent tissues, the expression of LINC02163 in breast cancer
tissues was significantly higher (P<<0.05). Compared with MCF-10A cells, the expression of LINC02163 in MCF-7, BT-20, MDA-
MB-231 and T47D cells was significantly higher, and it increased most significantly in MDA-MB-231 cells (P<<0.05). Compared
with the control group, the LINC02163 expression, cell survival rate, number of invasive cells, migration rate, expressions of c-Myc,
MMP2, MMP9 and N-cadherin, tumor volume and weight, and Ki-67 proliferation index were significantly reduced in the sh-
LINCO02163 group, while the expressions of miR-338-3p and E-cadherin were significantly increased (P<<0.05). Compared with the
sh-LINCO02163 group, the expression of LINC02163 in the sh-LINC02163+miR-338-3p inhibitor group did not change significantly
(P>0.05), the cell survival rate, number of invasive cells, migration rate, expressions of c-Myc, MMP2, MMP9 and N-cadherin,
tumor volume and weight, and Ki-67 proliferation index were significantly increased, while the expressions of miR-338-3p and
E-cadherin were significantly reduced (P<<0.05). LINC02163 had a potential targeting relationship with miR-338-3p in breast cancer.
Conclusion: Silencing the expression of LINC02163 can inhibit the proliferation, invasion and migration of breast cancer cells by
promoting the expression of miR-338-3p.

[ Key words ] LINC02163;miR-338-3p; Breast cancer; Proliferation; Invasion; Migration
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&, HEEPRRH LIRS AWE, Hi, 1 MEATT 3
Fetg et MR FHIET- ) EE AN Z —, KM
BRI TUT A L, A T ELE SR 11 SRR

RS HLR X 3 R R B mEAE

EZMASRNA (non-coding RNA, ncRNA ) ffF
K #EncRNA (long ncRNA, IncRNA) i/
RNA (micro RNA, miRNA ) 4%, IncRNATH]
YEImiRNAG 4R IR G 3Rk, WAL
MAEZLIR T R, 5 R s A Y2t o B
A HEYA M ) LINC021638% & BL7EFLIR
i S D A S LR, R
W AT 0 LN AR M AT o Y, BT T
HAEFUIIE P AR SN BT I e . A wEgT
IESE, miR-338-3p7EFl il 4Urh 2 AR AR
A, Ml H R A AT e R LR A i ( MCF 7.

HCC1937) AR 8 MARZEM L -0 58 B i
ft ( epithelial-mesenchymal transition, EMT ) i
o LINCO2163 % | s 20 Ml A= 1747 o Y
i 2 75 5 LA i R 5 miR-338-3p Rk A7 XA
FHRTE, I, ABFEE I RITLINC021634L i)
miR-338-3p X LR A M FE | 228 JME R 5

A AIAT B 48 S5 56 B ) O I SE 25 HL6 JE
WBALB/cH#/NE [ 19~22 g, JoHs 5 IR A
('specific pathogen free, SPF) 2% | THlF& T 14F
12 W RIS T7 d, FATHiES . SCXK
(%) 2017—0001,

1.2 RFIFEE

MCF-10A,. MCF-7, BT-20, MDA -
MB-231. T47D#4/fi % ( A2789. SG2226.
A2874, ATCC-Y2455, SY4472) W H |-ty g
PR ABR/A ], sh-NC. sh-LINC02163,
inhibitor-NC, miR-338-3p inhibitorlJ H ) N 17
Bith A YR A BR 2 A, Lipofectamine' 2000
Transfection Reagent ( 11668-019) I H I
AR A RA R, DMEME; 3 5
(PM150210) M H R a5 T A W FHA PR
A, T2 ATl ( bicinchoninic acid, BCA ) ¥
HEKIELF A (mIE3254 ) W H IR AEY)
BHEA R AR, WHEOE R BRI & ( Omt-



820 SKRE, & LINCO216388@miR-338-3pI0SLIREARISE. RENTH

03) W At BAMES R AR A BRA R, R
PiB-actin, c-Myc. E-#5442 ( E-cadherin) .
N-F5 452 ( N-cadherin ) . &4 & & H i
( matrix metalloproteinase, MMP ) 2, MMP9
PUK . EPiRBPEERE NG H&L [ BRI Ak
Yl (horseradish peroxidase, HRP ) #ric |
(ab8227. ab32072. ab40772. ab18203 .,
ab37150. ab38898. ab6721) Iy [ H[E Abcam/y
A, MTTHRENH & . SO 6 & (M1020-
500, RP1105) M H AL REERHEABRA A,
Mk A & (G1210) WA Fig&RHE
BHEARA A, RIEHIAKI-67 (100 pg. 0.8~
1.04 mg/mL, ab15580) W [ % [EAbcam/Aw], 5%
P98 e 5 R A H§EE [V ( real-time fluorescence
quantitative polymerase chain reaction, RTFQ-
PCR) X7 4 (QPG-020~QPG-023) Wy [ [-iff
FI 25 E R A PR/ FE], Gentier 48E/48R RTFQ-
PCREGINZ S (FQD-96A ) W A 1% KEFH A
FRA T, SH-5208EME AR R Gul A BTN B AERHEL
AR
1.3 XWHZE
131 e RALBAEAKIR

W AE SN A B B B220204F 1 H —20214F9 H it
6 19181 Lo M L g A8 I L s A 2 SR s 2
212 cmfMIFE S HBIREAR, BH AR 40~60%
VI (45.681+3.05) % . AMFFEEFIMANRE
B £ 3 23 51 24t ok H B 3 T o ¥4 4% 38 A1 )
B, #iIRTFQ-PCRAGIAIZIH [ LINC02163
Fik,
132 i

TEDMEM 5 3 i\ IE 5 2L L iz 4 g
% (MCF-10A) FizLivmaife & (MCF-7, BT-
20, MDA-MB-231. T47D) , T37 °C. CO &k
TR B R 5% ) BG40 Th i 77 2 A il 5 B
$180%.
133 AR EES

PI2 X 10°/FL K- MDA -MB-23 1 4 Jifd 32 Fir
fefLiH, T37 ClHEERFR24 hig, KH
AcontrolZH . sh-NC41. sh-LINC021634H . sh-
LINCO02163+inhibitor-NCZH Fish-LINC02163+miR-

338-3p inhibitorZH, f# FiLipofectamine"'2000ix
F & B+sh-NC ., sh-LINC02163 ., inhibitor-NCHl
miR-338-3p inhibitor4y il % 4+ 2 AH L 41 MDA -
MB-23140 /i, 48 hJ5 K FHRTFQ-PCRA:
LINC02163 &xmiR-338-3p#ik.
1.3.4 MR K FBEIRE LR EEHHLINC02163
5miR—338—3pty fer % &

¥ HstarBase2. 0/ 41k F i LINC02163 5 miR-
338-3pMIE A ; $HILINC02163 5 miR-
338-3pZE A B, i ApmirGLOZR{A&: a4k
HP A RILINCO2163-wtfithi; R B R AR H AR
XA G AT RS, MHERASARILINC02163-
mutffiki, EFMDA-MB-23 1402453 A LINC02163-
wt+miR-338-3p mimicsZl . LINC02163-wt+miR-
NC4 . LINC02163-mut+miR-338-3p mimicsZH Fll
LINC02163-mut+miR-NC41, ¥miR-NC. miR-
338-3p mimics. LINC02163-wtFILINC02163-mut
Ay S LEE YL ZE MDA-MB-23 141, 24 hi5 46
R R K MR BHE, 1A MDA-MB-2314
LA AR 9 R S
1.3.5 RTFQ-PCR#&MLINC02163%miR —338—
3pkik

i FH TR Iz o 1k 1) 42 B L A i 41 ZURE AR Je
MCEF-10A. MCF-7, BT-20. MDA-MB-231,
T47DANAEERNA, % 5k i cDNAJG1TRTFQ-
PCRY" 4% ( GAPDHAE HLINC02163N%, U6tk
MmiR-338-3pNZ ) , BIYILEL, FH2™ 5
LINC02163 KmiR-338-3pf ik /K (n=5)
1.3.6 MTTHAMMDA-MB—-23148 k7% 5

WS44I MDA-MB-23 1 41 if13%2.5 X 10> /4L
HRh 96 FLAR T, 48 hiF+420 puL/ALE NS mg/mL
MTTIHFWRIRE4 h, WEREFRBE A Z T
i ( dimethyl sulfoxide, DMSO ) (150 uL) ¥
VTR, TrasimiH 5 FBER O 22 40 2490 nm
AR R (D) E, AU R (%) = [ (5
W DIE-25 HADME ) / (XTHRADE-2 4D
i) ] X100%, #EE5L.
1.3.7 Transwell £ B4 M MDA-MB—231%8 iz

)jg{

ff FAMatrigel 3 5 8 4% I % U 24 h
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*1 RTFQ-PCR35|#)
Tab.1 RTFQ-PCR primers

Gene Upstream primer (5'-3") Downstream primer (5'-3")
miR-338-3p GGGGTACCGAATCTTCCCAGTAGGCG TTGCGGCCGCAAAGGAGAAGGGCCAAAC
U6 GCGCGTCGTGAAGCGTTC GTGCAGGGTCCGAGGT
GAPDH GACAGTCAGCCGCATCTTCT GCGCCCAATACGACCAAATC
LINC02163 TGCATGCTGTTTAGAAGGCAG TGCTACTGGTTGCAGGATTT

Ji, T EEEMSHAMDA-MB-23 141 il &%
(1X10°4/4L) , FTEIFMDMEM K % ki
500 uL, 53748 himFligeks, MR
ECRGEM AL, TERMRST 2R
VRIS 2 Jo HEATAS RS A (30 min) , 7EEI'E
WAREE T AL S LEY , 0 2 I A gk A 7
HE (n=5) .
1.3.8  XIJRFE A MMDA-MB—231%8 IfLiE 5

WHEMDA-MB-23 141 fifg 4 F 75 6 FL A
(2X10°4/4L) , KE5724 h, HIRWAR W
(200 pL) TofLARNIEHRINIE, HIBERRSE rhih i
7 ( phosphate-buffered saline, PBS) &1, &
KPR, i2Md,,, 24 hfEfUdlEmEEg, 12k
doyy, WHIEBR= (d),~dy,) /dy, ] X100%,
#HRS5L,
1.3.9 Western blot#& M MDA-MB—-231%1
f.c—Myc. MMP2, MMP9, E—cadherin#f=
N-—cadherin® & %9 & ik

K JHRIPA L 2L i MDA-MB-23 14 fitg
JEIRBUSEN, @it BCAREE BN E AWK
FE, 2 b ke B R B 3R TN T Y 5 G H ik
( sodium dodecylsulphate polyacrylamide gel
electrophoresis, SDS-PAGE ) J& ¥ Fr 4 & )
AP PVDFMEE b, M2 b5 Rt
c-Myc. B-actin, MMP2, MMP9, E-cadherin#ll
N-cadherinftf& (1 :1000) , ¥R FIREFE®H
JEEIM=Ht (1:3000) A2 h, HAFEROL
(‘electrochemical luminescence, ECL) A,
B RS0, 8 c-Myc., MMP2, MMP9
E-cadherinflIN-cadherinff F1HJFR1A (n=5) .
1.3.10 AR R I8 %5

TEBALB/cH#/IN UM T 43 31 55 45 HMDA -

MB-23 140 (2X1074>) , AEJEME 1R MR
AR (mm®) =0.5 X P e KA X i i Je 42,
T5E30 dfFARSEHY N, BUBIATFRRE (n=5) .
{4 N IR S B 2 KB N R R BE AR 3L B A1
1.3.11 IR 22405 A AR s UM 5 227 6%
Ki—673§ 7435 3%

B3 1009 ied 20 LR AT 0 A 10 R il
1B, Bt FokKAbfE, Wn3%mH,0,LL KBk A
Ve it SR AL I, AR R 2% o R N L S R A T
PMEE T EA (A IMIE A& ) 20 min, Ki-67
—HiREL h, WBEEWRFICH P30 min,
KR T — BB K % ( diaminobenzidine,
DAB) W4 ts . TaARKERE YL, HCIOME . K
B R WAL (X200) , Ki-67HM:4IE LA
(n=5) ,
1.4 itz 4AbE

K HISPSS 23.0%8 44 i, fi Hx £ sk
1T, RHOne-way ANOVATTZ 41 [a] 54 L
B, RHSNK-gfguit—LPm e, P<0.05%
ERAGITFE X

2 4 B

2.1 LINCO21637E IR m R E N ESHLA B
FikLbi
Sss 4V L, LINCO02163 753 I 41 41
H 335 B TS (1.00£0.06 vs 1.92+0.20)
(n=9, =13.218, P<0.05, K1) .
2.2 LINCO2163EAEEAR EEHAMEER
(MCF-10A ) FnZL iR R (MCF-7, BT-
20. MDA-MB-231, T47D ) IR ZEKFELLE
5MCF-10A41f (1.01+0.09) #f
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[t,, LINCO21637EMCF-7. BT-20. MDA-
MB-23 1 A1 T4 7D 4 il b i R I8 2 & T+,
Ayl 1.4040.11, 1.62+0.24, 2.06+0.32F
1.51£0.16, I HIHLAEMDA-MB-23 141l H 55
M RE (P<0.05) , HILIMDA-MB-2314
WA T e LS5

Sy

-e- Adjacent tissue

1 2 3 4 5 6 7 8 9

-=- Breast cancer tissue
L L L L

Relative expression
of LINC02163

0.0

BE1 LINCO21637EFLARHE K AR R 55 A B A L AR
Fig.1 Comparison of the expression of LINC02163 in breast

cancer and corresponding adjacent tissues

2.3 LINC021635miR-338-3p#R[a) 3= & HI&IF
K HlstarBase [ hiE fit Il LINC02163 5 miR-
338-3plEfFFELS G A, TEWEI2, WHOCEREE
R LR SR 45 R R, 5 LINC02163-wt+miR-
NCZHAH L, MDA-MB-23 1 4 it %% J: 2 Jifg 15
FELINCO02163-wt+miR-338-3p mimicsH H il #
REA (0.8940.09 vs 0.414+0.05, P<0.05) ,
MAELINC02163-mut+miR-338-3p mimicsZ .
LINCO02163-mut+miR-NCZ ' i & 75 1k
(0.87£0.09 vs 0.88+0.10, P>0.05)

5"cacUAGAAGCA  AAUGCUGGu 3’

3" guuGUUUUAGUGACUACGACCU 5

Target:

miRNA :

E2 LINC021635miR-338-3p&&Efirm
Fig. 2 Binding site of LINC02163 and miR-338-3p

2.4 £&EMDA-MB-2314HLINC02163%
miR-338-3pFkiA7KFHILL i

Scontrol AL, LINC02163 KzmiR-338-
3pFRiLFEsh-NCH H L B &4k (P>0.05) ,
sh-LINCO021634HLINC02163 335 i E A%,
miR-338-3pEE B E S (P<0.05) . Ysh-
LINCO2163414H 1, LINC02163 &2 miR-338-
3p#ikfEsh-LINC02163+inhibitor-NCZH i ¢
BEAR ML (P>0.05) , sh-LINC02163+miR-

338-3p inhibitor#I LINC02163 % ik JC i & 78
£ (P>0.05), miR-338-3pF ik i EF %
(P<0.05, F3) .

N
1

The expression level of
LINC02163 and miR-338-3p

LINCO02163

miR-338-3p

[ sh-NC
[J sh-LINC02163+inhibitor-NC
[ sh-LINC02163+miR-338-3p inhibitor

[l Control
[ sh-LINC02163

E3 &HMDA-MB-2314HLINC02163 K% miR-338-3p3kik
KT
Fig.3 Comparison of LINC02163 and miR-338-3p expression
levels in MDA-MB-231 cells in each group

*: P<<0.05, compared with control group; #: P<<0.05, compared with
sh-LINC02163 group.

2.5 HHAMDA-MB-231Mp1FiERHILLEL
ScontrolZH A ., MDA-MB-23 140 i 47 15%
FAEsh-NCA P L F42 4k (P>0.05) , 7
sh-LINCO0216341 1 i %ML (P<0.05) . 5
sh-LINCO021632H4H ., MDA-MB-23 1 4fi i {715
Z7Esh-LINC02163+inhibitor-NC4 1 ¢ i 745
ft, (P>0.05) , {Esh-LINC02163+miR-338-3p
inhibitord] HH I 3N (P<<0.05, Kl4) .

150

100

survival/%

MDA-MB-231 cell
W
S

B4 &HAMDA-MB-2314MfEE R LR
Fig.4 Comparison of MDA-MB-231 cell survival rate in each group

*: P<<0.05, compared with control group; #: P<<0.05, compared with
sh-LINC02163 group.
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2.6 &HMDA-MB-2314H{2ZERE THILLE
ScontrolZH A, MDA-MB-2314i i

= 2B M BCAEsh-NC 4 b e B % 81k (P>

0.05) , fEsh-LINCO0216341h & &% (P<

Control

sh-NC

sh-LINC02163

0.05) . 5sh-LINCO2163ZHAH L, 127240 %k
7Esh-LINC02163+inhibitor-NC4H 1 g i 25 1k,
(P>0.05), f£sh-LINC02163+miR-338-3p
inhibitorZH FP B G (P<<0.05, &l5) .

. . B (AN ] _(/) 200-
! e el > T T
/ t L #
3 . 5 150
Sl e e ‘A
NG Eah g |
Py, e £ 100
b MER < *
It L
. 2 50
sh-LINC02163+ sh-LINC02163+ miR- =]
inhibitor-NC 338-3p inhibitor >
yo R T T e Z 0
% S 5 A\ < > X .
S ! S S 3 &
e b 066 V’é @,\ W\béo x‘&'i@&
o S T SEE®
:. v.l‘.‘ £ i ; N \)& \_&\0\ OQ“’\G)Q&
o N\ Y
A RS o
T 12 TS
¥

E5 &EAMDA-MB-23140812 &4 HHIELE:
Fig. 5 Comparison of the invasion ability of MDA-MB-231 cells in each group
*: P<<0.05, compared with control group; #: P<<0.05, compared with sh-LINC02163 group.

2.7 &ZHAMDA-MB-2314HRERAE STHILL B 5 sh-LINCO2163 214t , 40 flif %% % fEsh-
Hcontrol4l b, MDA-MB-23141f{giF  LINC02163+inhibitor-NCZ] 1 JC & &2k (P>

R AEsh-NCALp & . 3 44k (P>0.05) 0.05) , 7Esh-LINC02163+miR-338-3p inhibitorZi

#£sh-LINCO021634H H i %A% ( P<0.05) . H i SR (P<<0.05, &l6) .

100
Control shNC  sh-LINCO2163  SN-LINCO2163+ Sh;rlﬁggsoégﬁpy 80
inhibitor-NC L
inhibitor

60|
40

Mobility rate/%

20

El6 &AMDA-MB-23148R1E % 4E 1R L
Fig. 6 Comparison of MDA-MB-231 cell migration ability in each group
*: P<<0.05, compared with control group; #: P<<0.05, compared with sh-LINC02163 group.

2.8 &AMDA-MB-2314c-Myc., MMP2, Whn (P<<0.05) . S5sh-LINCO2163414H L,
MMP9. E-cadherinfiN-cadherin& Bk F &) c-Myc. MMP2, MMP9 . E-cadherinFIN-cadherin
P JKF-7Esh-LINC02163+inhibitor-NCZL 1 7 i %

Seontrol LA, MDA-MB-23141M0 00 (po (o5 c-Myc. MMP2. MMPYF

c-Myc, MMP2, MMP9 . E-cadherinflIN-cadherin ' .

B K 7ESh-NCALHIE 5 75k ( P>0.05) N-cadherinZK F-7Esh-LINC02163+miR-338-3p

c-Myc. MMP2. MMP9FIN-cadherinZk F-7Esh-  inhibitorZl s i E38/0, E-cadherin/K-¥- 2 & F# I
(P<0.05, %2, K7) .

LINCO021632H " i %1%, E-cadherin/K - i 3%
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*2 KHEAMDA-MB-23140fc-Myc, MMP2, MMP9. E-cadherin, N-cadherin® B &£ L%
Tab.2 Compare of c-Myc, MMP2, MMP9, E-cadherin, and N-cadherin protein expression in each group of MDA-MB-231 cells

Group MMPY/B-actin MMP2/B-actin c-Myc/B-actinc ~ N-cadherin/B-actin  E-cadherin/B-actin
Control 1.62+0.22 1.23+0.17 1.50 +0.25 1.04+0.10 0.43 +0.06
sh-NC 1.61+£0.25 1.22+0.18 1.49 +0.23 1.03 +0.09 0.42 +0.08
sh-LINC02163 0.68 £0.03" 0.33£0.06° 0.52£0.08 0.21£0.05" 1.40+0.217
sh-LINC02163+inhibitor-NC 0.67 +0.05 0.34+0.05 0.53 +0.07 0.20 +0.03 1.41+0.25
sh-LINC02163+miR-338-3p inhibitor 1.28 £0.12° 1.15£0.10° 1.40 £ 0.22° 0.89 + 0.08" 0.70 £0.11%

*#: P<<0.05, compared with control group; *: P<<0.05, compared with sh-LINC02163 group.

MMP9 ~
MMP2 *“
N-cadherin (N S s
E-cadherin *
B-actin ”

A B C D E
E7 &%MDA-MB-2314/%E H/KFHIELE:
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A: Control; B: sh-NC; C: sh-LINC02163; D: sh-LINC02163+inhibitor-
NC; E: sh-LINC02163+miR-338-3p inhibitor.
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P<0.05, compared with sh-LINC02163 group.
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