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# E: BR WA RNAmMIR)-371a-5p ¥e &) 845 55 R840 4% fF 78 ) B -F 2(LZTS2) A = B4 $UIZ & (TNBC) 48 e
Y3l it A AR E A b E A A RE(EMT) 8% 0m ik E202258 A ~2024 8 A A 2 B i la iR IR AR
BT AR89 604 TNBC B #4F A4 AT 7 57 %, M 45 TNBC 28 22 A AR 35 64 3E I 95 SUAR 4R 4%, 52 B 3% 6 2 ¥ PCR(QRT-PCR) #
Ak Y B SUIR 4L 4R | TNBC 28 4% fm ASE 5 LA MCF-10A 48 e, TNBC 28 2 & % LZTS2 mRNA #4948 5 & ik 7K F . 4% MDA-
MB-231 28 it A A P40 LZTS2 2 H A A48, LZTS2 i & A 28, miR-371a-5p MM A FE 20 . miR-371a-5p A£ A4 28 . miR-
371a-5p B4k 4h +LZTS2 it & A 40, qRT-PCR # ) &-£0 LZTS2 mRNA F= miR-371a-5p 48 %7 & ik K P 2 e+t $X 7] & -8
(CCK-8). X J A4 52 3o Transwell 52 3 2 #] #0) &-20 MDA-MB-231 48 i3 74 | it #5 Fo iz 42 ; & & i 97 i (Western blotting)
SEA ) LZTS2 A= EMT A8 % & & ik ; 38 8 Z BEdR 5 A B 35 #A miR-371a-5p 55 LZTS2 Z Al 69 Yo %k % ; R R TP 45
ALY 9 5= B A /)y AR A miR-371a-5p #F LZTS2 mRNA & ik e it 78 £ Ko m ER  5EM B IR L E, TNBC
2822 LZTS2 mRNA(0.33 £0.05 vs 1.00 + 0.04) & A K-F B F AL, £ 7 B A %3+ 5 & L (=81.051, P<0.05); 55 MCF-
10A 2 st 45, HCC-1937 28 .. MDA-MB-231 21 i, MDA-MB-436 21 i, MDA-MB-468 21 i, 7 LZTS2 mRNA(0.44 +0.05
0.35+0.04, 0.38£0.05. 0.53£0.07 vs 1.00+0.05) & & K F B F KAk, £ F LA %t F & L(=15454~28.712, ¥
P <0.05); EMDA-MB-231 4 e, LZTS2 mRNA F A K -F 4K, # ik MDA-MB-231 %0 JiLi% 47 )& 45 52 3b . 5 AT BB 284 LZTS2
=H LA, LZTS2E A K40 LZTS2 mRNA . LZTS2%% & | E-cadherin & & A RK-F REFAFH, ZFALARITFEL
(@ s220=25.034 13.598 ., 11.714; 1150 s 050=23.493 . 11.993 10.190, 35 P < 0.05), 20L& 5 XIRASF 42 Lm0 T .
N-cadherin & & | Vimentin & & | Twist & & £ A KT R FEAL, 27 LA LT FFE L (@una=9.416~13.894, G\ yror s s mmm
=10.850 ~ 15.309, 3 P < 0.05), miR-371a-5 At 45 4% F ML ¥e.151 LZTS2 mRNA 3°- JE &35 K F 49 45 545 %, 5 miR-371a-5p 1
AR 2H B4R, miR-37 1a-Sp AL 45 20 miR-371a-5p. 20 JL & 7  XIJR A & & 45 & 4a JL 4L F N-cadherin & & . Vimentin & & |
Twist & & &k KF B EI+%(g=9.034 ~ 19.579), LZTS2 mRNA . LZTS2 % & . E-cadherin & & & i /K -F 2 2 KAk (g=21.400.,
15.757.9.617), £ B A % F &L ()P <0.05); 5 miR-371a-5p BEbAH 21 125, miR-371a-5Sp A3 4h +LZTS2 it £ ik 40
mMpLTEH R AA R AF £ AL E | N-cadherin & & | Vimentin % & . Twist & & &k K F B F KK (g=2.648 ~ 10.124),
LZTS2 mRNA .LZTS2% & .E-cadherin & & & ik /K-F 2 %7+ #(g=11.200,17.258 .4.909), £ F LA 43t 5 E X3 P<0.05).
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LZTS2 & k423 TNBC @n 3§ 74 | it £ 47 £ 42 EMT,
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MiR-371a-5p Targeted Inhibition of LZTS2 Promoted the Proliferation,
Migration, Invasion and Epithelial Mesenchymal Transition of Triple-
Negative Breast Cancer Cells
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Abstract: Objective To explore the effects of miR-371a-5p targeting leucine zipper tumor suppressor 2 (LZTS2) on prolifera-
tion, migration, invasion and epithelial-mesenchymal transition (EMT) in triple-negative breast cancer (TNBC) cells. Methods
TNBC tissues and adjacent non-tumor breast tissues of 60 patients with TNBC who underwent radical surgery in Qinhuangdao
Maternal and Child Health Hospital from August 2022 to August 2024 were collected. Real-time quantitative fluorescent PCR
(RT-qPCR) was used to detect the relative expression level of LZTS2 messenger RNA (mRNA) in non-tumor breast tissue,
TNBC tissue and human normal breast MCF-10A cells and TNBC cell lines. MDA-MB-231 cells were divided into control
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group, LZTS2 empty vector plasmid group, LZTS2 overexpression group, miR-371a-5p negative control group, miR-371a-5p
mimics group, miR-371a-5p mimics+LZTS2 overexpression group. The relative expression levels of LZTS2 mRNA and miR-
371a-5p were detected by RT-qPCR. Cell proliferation, migration and invasion of MDA-MB-231 cells were detected by Cell
Counting Kit-8 (CCK-8), scratch healing experiment and Transwell assay, respectively. The expression of LZTS2 and EMT-relat-
ed proteins was detected by Western blotting. A dual luciferase reporter assay was used to confirm the targeting relationship be-
tween miR-371a-5p and LZTS2. The effects of miR-371a-5p on LZTS2 mRNA expression and tumor growth were detected using
nude mouse xenograft tumor models. Results Compared with non-tumor breast tissue, LZTS2 mRNA (0.33 +0.05 vs
1.00 £ 0.04) levels in TNBC tissue were significantly decreased (=81.051, P<0.05). Compared with MCF-10A cells, LZTS2
mRNA (0.44 +0.05, 0.35 +0.04, 0.38 + 0.05, 0.53 + 0.07 vs 1.00 + 0.05) levels in HCC-1937, MDA-MB-231, MDA-MB-436,
and MDA-MB-468 cells were significantly decreased (1=15.454 ~ 28.712, all P<0.05). MDA-MB-231 cells exhibited the lowest
LZTS2 mRNA level, thus selected for subsequent experiments. Compared with control group and LZTS2 empty vector group,
the levels of LZTS2 mRNA, LZTS2 protein and E-cadherin protein in the LZTS2 overexpression group were significantly in-
creased, with statistically significant differences (Geontrot group=25.034, 13.598, 11.714, Gy 715 empty plasmia grop=23-493 + 11.993 | 10.190,
all P<0.05). Cell viability, scratch healing rate, invasive cell count, and expression levels of N-cadherin, Vimentin and Twist pro-
teins were significantly decreased, with statistically significant differences (Geontrot group=9-416~13.894, 1 7753 empty plasmia group=10.850 ~
15.309, all P<0.05). MiR-371a-5 can specifically target the binding site in the 3’-untranslated region of LZTS2 mRNA. Com-
pared with miR-371a-5p negative control group, the miR-371a-5p mimic group showed significantly increased levels of miR-
371a-5p, cell viability, scratch healing rate, invasive cell number, N-cadherin protein, Vimentin protein and Twist protein expres-
sion levels (¢=9.034 ~ 19.579, all P<0.05), while the levels of LZTS2 mRNA, LZTS2 protein and E-cadherin protein were
significantly decreased (¢=21.400, 15.757, 9.617, all P<0.05). Compared with the miR-371a-5p mimics group, cell viability,
scratch healing rate, invasive cell count, N-cadherin protein, Vimentin protein and Twist protein expression levels in the miR-
371a-5p mimics + LZTS2 overexpression group were significantly decreased (¢=2.648 ~ 10.124, all P<0.05), while the levels of
LZTS2 mRNA, LZTS2 protein and E-cadherin protein were significantly increased (¢=11.200, 17.258, 4.909, all P<0.05). Over-
expression of miR-371a-5p can promote TNBC tumor growth in nude mice by inhibiting LZTS2 mRNA. Conclusions MiR-
371a-5p may promote TNBC cell proliferation, migration, invasion and EMT through targeted-inhibition of LZTS2 expression.
Keywords: microRNA-371a-5p; leucine zipper tumor suppressor 2; triple-negative breast cancer; proliferation;
migration; invasion; epithelial mesenchymal transition
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1.1.2 SCS A M. A GE & FLIR 40 ffd MCF-10A (It 5
YS1230C), TNBC 4iififf 2 HCC-1937 (L5 YS1466C),
MDA-MB-231({#t 5 YS3897C). MDA-MB-436(4lt 5
YS2219C), MDA-MB-468({t 5 YS193C) (I ¥
YR D,

1.1.3 52568 . Witk BALB/c R BL(4 8IS, SPF4,
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IR 12 ~ 15g, W g B 3ie v Seak SCIR s ) A FR A
"), s rE 4 A E S SCXK(#1)2024-0009, # 5L
T 7 T J0 9 R AR S 56 % (RH G 42% ~ 48%, Il J&E
20°C ~25%C ),

12 MELXA RPMI-1640 5555 (G5 A46171),
Trizol i FI(HL 5 A33254). 21 M 11 %03k 7 & -8(cell
counting kit-8, CCK-8) i /| (it 5 D12492). % s 25 Y
6 W5 D16583), B — i £ #5 IE(PVDF, it 5
M50168), 4t B —Prit 5 M53259) [ it 50)
AR T LZTS2 25 3R (L5 YLR605), T
2 LZTS2 JFi ki (5 YLR608), miR-371a-5p B4 X i
JRL(HE 5 YLR203), miR-371a-5p 155 481 4 Ji ki (4L 5
YLR217). Lipofectamine 3000 %4 Y47 (L5 YLR 144)
(i M 223 B A PR A FD) 5 cDNA A R 3R S Gt
2 WL01572), PCRI (It 5 WL01531), 3 5 f (Gt
7 WL01528). RIPA 24 fif: 2% #h i (41t 5 WL01643), 1k
27 6 W R & (5 WL01689) (Tk FH 3 28 A= Wy
BHE A FD; BRIRLZTS2(HE 5 FNab04918), E- 5%
14 (E-cadherin) (it 5 FNab02618). N-45 %k 8 14 (N-cad-
herin) (fit. %5 FNab05569). % J& & 11 (Vimentin) (41t 5
FNab09408). 5 1 #2 Jie 24 822 g % 5% [ - (Twist) (it 5
FNab09117). B -WLah & (B -actin) (41t 5 FNab08563)
PR REBTAAR L WU O 2R I i 4 35 DR A I 4k 7 4 Gtk
5 FNab06158) (i I AE B AE MR /A F]) ; Emos-Gene
400A 5L B} 5% Y 52 & PCR(real time fluorescence quanti-
tative PCR, qRT-PCR) 1 . Gemini XPS Fhri % ( [ 78
WAEYRHE AT ; ME5S3-N 535 . 3415 Transwell /s
(M RA YR A F]) 5 Universal Hood 25 H %
LI SR AL AR A FD

13 F&

1.3.1 ZHfi5 57 54040 11l : MCF-10A 4 il f1 TNBC
40 fifs 22 (HCC-1937 . MDA-MB-231 . MDA-MB-436 Fl
MDA-MB-468) 4E47E RPMI-1640 3552 £ 10%(v/
V) IR 17 37°C, 5%(vv)CO, IR IR R R,

IFE 8 FATHE . qQRT-PCR AR Ahysg FLARZH 1 |
TNBC £H 21 F1 45 41 Jifl ' LZTS2 mRNA #H %} 2 ik 7K
-, BRI L 1.3.2,

¢ K MDA-MB-231 44 fifl 43 o~ % B8 207
RPMI-1640 £ 5 ¥ # L 15 78 MDA-MB-231 41 i),
LZTS2 25 %%, i ki 2 (5] MDA-MB-231 41 Jift] % 4t
LZTS2 %5 8% Jfi ki, 2R J5 F RPMI-1640 55 35 i 55 7).
LZTS2 33 FE 1k 20 (i) MDA-MB-23 1 41 Jiftd v 7 e 55 240
LZTS2 J5oki , 4K J5 F RPMI-1640 35 72 W 35 3%) FH T-0F
58 LZTS2 £ TNBC 1 (1) U fig . F-UCH MDA-MB-231
Y8534 miR-371a-5p B XS BB 41 (7] MDA-MB-231
411 5% Y miR-371a-5p B 4 X B8 Rz, 4K )5
RPMI-1640 1% F# W 55 3%) . miR-371a-5p #4014 41 (1a]
MDA-MB-231 Ziiffd FP %% 4 miR-371a-5p B4LL 4 ik,
SR J5 FH RPMI-1640 3% 37 i 1% #7) . miR-371a-5p 15 451
) +LZTS2 3 72 35 26 (i) MDA-MB-231 4 Jifd w2k [
Y miR-371a-5p B AN EE 41 LZTS2 ik, SR J5 H
RPMI-1640 1% 57 W 15 3%) F T W 58 LZTS2 7 TNBC
W AE AL . A Y54 B8 Lipofectamine 3000 5% 4%
AU BT R U, R E 8 FATAE, K557 48h
J& T LURBFSE
1.3.2 qQRT-PCR 41| LZTS2 mRNA FmiR-371a-5p #H
X IR < A FH Trizol 3857 ZH 21 sl 40 it Hh $ BB
RNA, i i H %M DNA(complementary DNA, cDNA)
A R & 25 cDNA L FE 28 28 1 PCR R 48 I A
M PCRIXFNE AR RIEATY 3 51 W ek ) 3 HE
HEYEARE RS "SGR, 51975 L1,
LZTS2 L) B -actinfE A NS, miR-371a-5p LA U6
YE R N2 R 6 S 7 A4 2R 40pl s 17l 9 PCR it 71
RAERR, I RIS 945 1501, 4ulf cDNA, 16pl
HIRGEIK 3 B S5 97°C 1708, SRJG HEAT 45 M
(94°C 19s, 74°C 17s, 78°C 14s) i 12 22144
LZTS2 mRNA FlmiR-371a-5p BT 257K .

* 1 514F 5
#A TES 1Y e
LZTS2 5’-GCTTCATCCACCCAGACATCAA-3’ 57-CGACAGTTAGACACATCATCCG-3’
p-actin 5-TGGCACCCAGCACAATGAATCCATG-3’ 5’-CTAAGTCATAGTCCGCCTAGAAGCA-3’
miR-371a-5p 5’-ACACTCCAGCTGGGTAGCTTATCAGACTGATG-3’ 5"-CTCAACTGGTGTCGTGGATTCAGCTTACCGAT-3’
U6 5"-CTCGCTTCGGCAGCACACTA-3’ 5"-AACGCTTCACGAATTTGCGT-3’

1.3.3 CCK-8 72 Az i) 241 it 34 %8 - H% %% Y& J5 ) MDA-
MB-23 1 41 Jitd £ F 51 96 FL M 1 (3 x 10° 4~/ L), 37°C.
K597 48h, K A LAY i L 5 10ul CCK-8 17—
S ET 2h, PR RS ASCRT 0 I S B (A4) R, 115340 B i )

1.3.4 KRR A A YR 40T RS - K5 U Js i MDA-
MB-231 41 g 422 Fh 75 6 FL AR H (5 x 10° 4~/ 4L), 5 41 g
A FE AT 90% Bt , {87 TG B et R VA I S B3 P
JE AN FH S A8 43 A B2 Oh T 48h S5 Y LS, il
WA AP R AL A5 YR AL A% =(0h KR A
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1 —48h KIJR I AX)/Oh RIJR AL x 100%.

1.3.5 Transwell SCH RGN A AR 28« F4 5% U4 1)) MDA-
MB-23 1 48 17 16 TG ML OB FR 0 b T e A e g
A I Transwell /NE FZEHQ2 x 1074 /4L), T4
T 600l E AR FEWR, 48h 5 R 2 4i i i B s
I 2 J 45 A 2R e 0 o i i 1 P 08 B RS 2 i, B
PR 6 M EF R 22 A M I TR
1.3.6 & [ 5 B[l 338 (Westerm blot) 5l LZTS2 FIEMT
AT AR« i RIPA S5 25 wh i 42 2 i
FE TR, R A SO LS | Jl R B R T 53 S
EAFGERBR R R WO L, fE=ER T
5%(v/v) RS2 3 B 2h, B 5 LZTS2(1 ¢ 1 700).
E-cadherin(1 : 1 500). N-cadherin(1 : 1 500). Vimen-
tin(1 : 1 300), Twist(1 : 1 300) F1 P 2 B -actin(1 :
2100) —HLFEA4CFIEE &, R Hm A :
3 600) I & 2h, AR PEIL 2= RGP AR G 2 AR
BAL P B R AT A

1.3.7 WU 56 2 Tl e 45 28 R A . & 0 & A B 2R
RI(WT) 5% 2€ 28 K1 (MUT)miR-371a-5p 45 & 7 25 1
LZTS2 3’-UTR ki B, I ¥ H 4fi A pGL3 & 1.
LZTS2 WT { LZTS2 MUT & 41 J& ki Fl miR-371a-
Sp A 181 4) 8 miR-371a-5p B 1 X B o e e 4 e &
MDA-MB-231 4l fifd, 15 & 8~ F-47 4, 48h )5, 4% [
TR G UL I E AR 9 RGP

1.3.8 PRI AR A=K 525 . 10 HfEPE BALB/c ## B
BN SRS AT IR AR R R BE AL 53R W 20 (R4
5 50, 43 A AN [ A RS 7 44 miR-371a-5p BAPEXT
HE A (R BRU B M X BB 41) F miR-37 1a-5p B 48147 J5
HL(HR Bl miR-371a-5p & &35 4H) Y MDA-MB-231 4
HE(5 x 10° 4~/ H) o 30 KJG#i U2 ARAE, 431 e 21
20 2 g R BRI EE 5 qRT-PCR 32 K 45 Ji 9
ZH 2R miR-371a-5p A1 LZTS2 mRNA A 7K ¥,

1.4 %itFob R SPSS 26.0 F A7 K4 4

B, THE TR AR + ARl 2 R +s) Rm BT A IE
AO0A0), WELH IR FE AR FH e K 565 2220 1) L dse R 4
R 2 7 2500, 3 — 2 WA EE 388 R SNK-g 46 565
P<0.05 AEFHAGIE L,

2 &R

2.1 LZTS2 mRNA /£ TNBC 41 2% #= 45 JitL P 64 & ik K
T SR bR LR 4 241,00 £ 0.04) H %, TNBCZH 21
HLZTS2 mRNA 22 35 7K 3033 +0.05) & & P& 1K, 22 5
B A 432 3 X(E=81051, P<0001), 5 MCFE-10A 2
Jit5(1.00 £005) Lt %, HCC-1937 4 Jifi(044 + 0.05), MDA-
MB-231 4] if1(0.35 + 0.04), MDA-MB-436 41l J}f1(0.38 + 0.05).
MDA-MB-468 411 {f5(0.53 + 0.07) "' LZTS2 mRNA # k7K -
TEEFRIR, 225 A G4 (222,400, 28712, 24.800.
15454, ¥JP<0001); H MDAMB-23141 il "' LZTS2
MRNA Fk K5 IR, #5655 MDA-MB-231 1A M55
GRS

2.2 LZTS2id % ik T #7 4 MDA-MB-231 4m JiL 38 74 |
T AR EAEMT L2, X 41 LZTS2 mRNA .
YA . RS R R R M LZTS2 R
[ . E-cadherin 25 [ . N-cadherin 2 [ . Vimentin 2 [ .
Twist 2 (kK5 LZTS2 a8 s ki 4 L i, 2%
TGt L(g=1.114. 3.284. 0.988. 1.182. 1.325.
1.330, 1.131. 1.449. 0.920, #J P> 0.05); 5 X% R4
FILZTS2 25 R Uk 4 HL 8¢, LZTS2 3 3284 LZTS2
mRNA |, LZTS2 & [ . E-cadherin % 4 5 /K F i 3%
11.7145 uyrsos om0 0 =23.493, 11.993, 10.190, 4P
< 0.05); AMAEIE 7. R @& % AR 78 41 i i
N-cadherin 4% [ . Vimentin 4% [ . Twist 2K [ 2 3K /K
T AL, 25 BAGIE 8 X (quma=12.384.
13.894 , 13.544, 13.576. 9.416. 10.864, ¢\ 152 mmpa
=11.778. 15.060 . 15.309 . 14.667 . 12.000. 10.850,
P<0.05),

2 LZTS2 i$ RiE¥T MDA-MB-231 4B LZTS2 mRNA, &3, T, SN LZTS2 #1 EMT 8% EH
FKiIEHFM (X+s5, n=8)

WoH iR LZTS2 8 fikidd] IVANBUE LY Ff P
LZTS2 mRNA 1.00£0.03 1.030.07 2.79+0.20 550.445 < 0.001
A (%) 100.00£0.00 98.63+1.18 64.7148.06 144.543 < 0.001
TREEE (%) 52.23+5.25 49.80+4.16 22.3343.08 122.090 < 0.001
MM (1) 205.19+20.36 194.55+15.28 98.65+8.97 113.448 < 0.001
LZTS2 [ (/p-actin ) 0.48+0.04 0.51£0.05 0.910.08 123.962 < 0.001
E-cadherin 21 ( /p-actin ) 0.82+0.07 0.87+0.08 1.360.11 91316 < 0.001
N-cadherin [ ( /B-actin ) 0.56+0.04 0.54+0.03 0.320.03 125.176 < 0.001
Vimentin &[] ( /p-actin) 0.65+0.06 0.69+0.05 0.390.05 74.047 < 0.001
Twist & (/B-actin ) 0.7120.06 0.74+0.07 0.410.05 72,655 < 0.001
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2.3 miR-371a-5p 7 A 4% ¥& &) LZTS2 #9 3°-UTR 47
HILZTS2 &% A T #5758 LZTS2 7 TNBC 1 (1 1k
HIPLH, 15 o A Y15 B % (TargetScan , miRanda
A5) P LZTS2 i 3°-UTR & 78 Y 5 miR-371a-5p
LA B AME R A, LR B8 2 5 56 245

7R, 5 miR-371a-5p ] ¥ %t BRI LZTS2 WT 3 5%
Ye(1.06 £ 0.05) kb, miR-371a-5p A& 14 F1 LZTS2
WT At 4% 44 ) MDA-MB-23 1 41 g v AH X 5 % 2 il

R " mIRNA (bottom)
Position 454-460 of LZTS2 3' UTR 5" ... GGGOUCGGUUCCCAG-GUUUGAGC. . .

[111]
hsa-miR-371a-5p 3 UCACGGGGGUGUCAAACUCA

TEM0.36 £0.04) i EREL, 25 BARI2=E X
(+=30.921, P < 0.001); 5 miR-371a-5p B 14 X B A1
LZTS2 MUT 3£5£44(1.01 + 0.04) L%, miR-371a-5p
I A1 LZTS2 MUT 5% 4L iy MDA-MB-231 4 Jfd
AR X 986 E TS 1E(0.98 £ 0.08) 2 R LS i =
X (t=0.949, P=0.359) . ilF B miR-371a-5 fiE 1% 47 55 P
#115 LZTS2 mRNA 3’-UTR 45 407 45 .

(AT Zmerd B Soi0o 74 _0.02

m8

B 1 AE¥{EEFEHN LZTS2 mRNA 3’-UTR H1fJ miR-371a-5p SA L&

24 LZTS2:iE & ik 7T #] 33 miR-371a-5p % MDA-
MB-231 4@ fiet 38 78, it # | 1% £ = EMT &9 42 3 4
A L3, 5 miR-371a-5p FATEXF FE4H 4%, miR-
371a-5p B 2H miR-371a-5p . 4HMLE /7 . RIR AL &
K AZFZEM ML . N-cadherin 5 [ . Vimentin &5 [ .
Twist 8 R R KW ET &, ZRAEARIT¥E
X (g=19.579.9.034. 11.252.,10.225. 16.489, 13.408 .
14.577), LZTS2 mRNA ., LZTS2 % 4. E-cadherin &
26k 7K i 3 K (¢=21.400 ., 15.757. 9.617), %

S HA G E X (P < 0.05) . 5 miR-371a-5p 1
AMIAH FEHE, miR-371a-5p B4l 4 +LZTS2 i 2254
miR-371a-5p ik 7K V22 R TG 1T L (g=0.665,
P=0.517), 20075 77 WYR A5 % R 22 MU
N-cadherin 2§ [ . Vimentin & [ . Twist & [1 3 ik 7K
- R AR (g=2.648 . 5.184 . 6.179 . 10.124 . 7.878.
9.021), LZTS2 mRNA , LZTS2 #& |1 . E-cadherin 7& []
FIAAKOE B BT (9=11.200 . 17.258 . 4.909), 2% - EL
HEGiE L, P <0.05),

£ 3 LZTS2 RIETHIFE miR-371a-5p X MDA-MB-231 fAfiEsE, T8, S50 EMT BEHER (x+s5, n=8)

SE miR-371a-5p FIFERHIRA]  miR-371a-5p BERUAIA  miR-371a-Sp BEd4) +LZTS2 ekl FAY P
miR-371a-5p 1.00+0.06 3.05£0.29 2.96+0.25 214439 < 0.001
LZTS2 mRNA 1.00£0.07 0.39+0.04 0.780.09 156877 < 0.001
ARG (%) 100.000.00 162.19+19.47 137.85£17.23 34870 < 0.001
WREE% (%) 46.89+4.03 79.54£7.15 62.29+6.12 61.087 < 0.001
RAEHNAE (1) 179.36+18.52 286.48+23.13 220.36£19.52 55.686 < 0.001
LZTS2 %[ ( /p-actin ) 0.5120.05 0.210.02 0.43+0.03 152421 < 0.001
E-cadherin Z [ ( /p-actin ) 0.92+0.08 0.58+0.06 0.74£0.07 46.604 < 0.001
N-cadherin # [ ( /p-actin ) 0.48+0.04 0.95+0.07 0.62+0.06 138376 < 0.001
Vimentin [ (/-actin) 0.59+0.05 1.120.10 0.780.07 99.448 < 0.001
Twist & (/B-actin ) 0.68+0.05 1.3540.12 0.890.08 120961 < 0.001

2.5 miR-371a-5p it & & 7T #p 4] LZTS2 mRNA 4T it
AR A TNBC oI B A K ILEI2 4. 2550 0
7N, SER X R T, # B miR-371a-5p i &
IR R IR B IR S miR 3T asp e ‘ ~ o .
KOV B TH , LZTS2 mRNA 3k 7KOF SR, it
f%iﬁﬁgfj;i f sj 0'}22 Aﬁﬁ%‘;?;ﬂ mp||uu||1||n|||ulunu|||1||n|mqunumlu|umqun|n|quuuu|1|n||u|mm|uulu
p I FR 1A B B L m LR B 9 1
TNBC E@quﬁgﬁzﬁo ..J A ? o ? . 4 ' ? ' ? 1 .Y7 1 ? |Y|12|mm1
B2 #RERRMBZEMEERA

wten @ ® o @ »
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x4 miR-371a-5p it RIEFTHIHI LZTS2 mRNA {R# R R TNBC FIPE A (Xx+s, n=5)
TiH BRERBEXT BR AL HLE miR-371a-5p 3 Fikgl i Py
i AR (mm’) 215.36+20.39 658.58+58.65 15.961 < 0.001
iRt (g) 0.24+0.02 0.59+0.04 17.500 < 0.001
miR-371a-5p 1.00+0.04 2.45+0.15 20.885 < 0.001
LZTS2 mRNA 1.00£0.03 0.49+0.04 22.808 < 0.001
3 itig KA AT R TNBC 4i i Al 3858 | 3= i s 2

FLAR IR AE LA R vh JE A, T U &
PEAEERRE S TR BT R ih T S5 A it
J& , {H TNBC 4 1) A= A7 AT R A T 2 1 ok
18 22 (R IF 5 2 Y, g 410 o 5 AT 1) s el sl 25 2, X
TNBC [ % A ik il 35 8 5 B A L
W, T A i 40 ) 35 R 199 S Rk X TS B IR
JT R MG IS TNBC A TE B B2

LZTS2 J&F LZTS K% , 5% s A2 i Ja 109 4
H O, HnTVE N I L, 7B 1k B & PR 1 %
J7 R EEAE Y, XUSMRFSY & B, LZTS2
TE 40 98 £ 3 I AL 8L P IR , TS LZTS2
T T BB A% 410 T 98 40 A %4 5 AN B2 . DONG 451
3 o , 2 i 4 R A0 P LZTS2 7K P ] fefi H:
B RNEE RS BE ) U AR SR 4 S R B, LZTS2
mRNA 7E TNBC 21 21 Fl 4 Jig v 35 2 BAIL R 38, H
LZTS2 i ¢35 7] B {g I MDA-MB-231 4 Jifd 3% /7
VIR AR R 5 XU S as R —3L,
ZFBH LZTS2 7] A% TNBC 40 W A= )24 T 0 i
PP R G , 540 TNBC 20 (2 22 FiE R 1 G
HE 2 EMT &4, EMT 2900 4 i 3icq5 0] 78 i 55
RO AR, XoF o 20 A A S S A i S T 451
W | R dkik 55 1 EMT i b & AR
Al 2z — S8 I B A P AN B $5 9 2K, E-cadherin
FIN-cadherin /K FAE L 7E EMT rhe 25 CEE ;s 55
—J7 1, TEEMT & # t, B T Vimentin 5 20 Mok P
EEMEH, SERERMEARE S aRE
A, BN & A A U g R S
Twist 7] 3 118 H 3% 5 E-cadherin {E JH #1175 5 EMT
B e W AR R 2 AR B R, LZTS2 i ik 2 33K
MDA-MB-231 4 ifl o} E-cadherin 2 12835 7K 7 B 1
F}5, N-cadherin 7E [ . Vimentin 3K [ . Twist 75 |1 3%
TR ARG, 278 LZTS2 7] A i 40 ) EMT 4H
I S PR F I Feak ki i EMT 19 & A=, AT ik 3]
U5 TNBC 4 fbg e | 1258 422200 B IR

5% 7%, miRNA [ 5% 3R ik 5 TNBC /) &
A R IIA G, A BUE FE B miR-429 RE % 12 F
TNBC 4 Jifd 54 5 . 4= 22 F1EMT™; 41l i miR-33a-5p

T ERSELZTS2 AE AL, &4 W15 B 5 50 i
A I, miR-371a-5p A fig il i 5 LZTS2 19 3°-UTR &5
Ay RN, HE i B Z BIE S 2 Al fF
TEF HAE FH G &R b5 AR BF 58 & #L, MDA-MB-231

21 i %% G miR-37 1a-Sp A5E 40147 AT {3 110 il LZTS2

mRNA Fl 2 [ % 15, 7E MDA-MB-231 4 Jifi #' miR-

371a-5p AJ 4 1] £ 8 #52 LZTS2 7K F . A #3 & 30,

miR-371a-5p 5 JF Ji 0 vk A 2 1B AH DG, Hom

T {1 753 JF s 40 3 0 =2 28 T 38658 20 96

miR-371a-5pJ& 7% 2 5 TNBC & J&, AW 5% i i 78

MDA-MB-231 4 ity o 4% 4% miR-37 1a-5p B4 1 K BF

FREIEE, 45 R WoR, o Fik miR-371a-5p 7] B g {2

it MDA-MB-231 4l fg 34 58 . i£ 88 . (R 22 FIEMT, %

B miR-371a-5p 7E TNBC H & 44 iy 41 2 [K -+ 9 1

FH o i — 2 K FH miR-371a-5p #5400 9 F1 LZTS2 3ok %

KB G HE Y MDA-MB-231 400, & B LZTS2 3 %1k

A #4319 % miR-371a-Sp B4 4 % MDA-MB-231 4|

MO 3T 2R EMT VR RO | [ B S

FhALHE IiRE SCIOESE , miR-371a-5p i 63k Al A &

P iy A K, A6l LZTS2 mRNA Y1k, %

B miR-371a-5p 1] A8 38 1< ¥ ] 410 ] LZTS2 e 3A 42

TNBC # )&,

Zr LTk, AW E UGIEP] LZTS2 /& TNBC 41

Jid H miR-371a-5p B9 T JiF 5L ], Jf H miR-371a-5p 7]

it 18 2o 0 ) 4103 LZTS2 X TNBC 41 ifd #8 5 | 1 7% .

% 28 FIEMT & #% & #F 1F FH. miR-371a-5p/LZTS2
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