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(FEZE] BH KWRA miRNA-141-3p £ 537 5] B & (PCa) 20 038 75 Fo 42 22 P 09 4F A 2 £ 4 5 4L
W, FHix AR ERAEE PCR(QPCR) 547 33 #] PCa & Z M B4R 5 5B 544 A PCa 488 VCap #o i
% A 50 B 4m B RWPE-2 shak 4k F miRNA-141-3p &K K -F A A W & F70] 5 ok A W R b & Be k45 A | 5 15 5%
iE miRNA-141-3p 49 H34F A ¥ & ;58 i3 f5 R ARk 35 2 % % miRNA-141-3p inhibitor /T #2 (miRNA-141-3p inhib-
itor 28) F= A b - BE i 4 (1A PR 2T B 20) #2 A A PCa %8 e, VCap ¥, 5k A eEek 3 (MTT) . %48 i X J& , Transwell 42
B RB R A WA Sl 3 i iR AS AR AR 2 8 1 5 R A qPCR A= Western blot 431 4 VCap #= RWPE-2
om0 B A 4 4 am 0P B R e MRS SR AR E B & AR B 2(PHLPP2) (E-45 4% & (E-Cadherin) A B & &
(Vimentin) mRNA R &G kA KF, R  MWHBALIEIKRME mIRNA-141-3p Ak KPR G F 2500 B3¢
A (P<C0.05); VCap #8 i 9P ik /K R miRNA-141-3p % i K P 4.4 RWPE-2 48 i8] 2 3% s (P <0. 05) ; W &%
KA BIRE A A £ BIE % miRNA-141-3p #9 A B 4F A ¥ & 2 PHLPP2 X B, VCap % i P sh ik 4k R 1
PHLPP2.E-Cadherin mRNA & & & % ik K F4& F RWPE-2 %1 &, Vimentin mRNA &R & & & & K-F & F
RWPE-2 & Jit, 48 18] Yo 4% 2 F A %o it 5 & L(P<C0. 05) ;miR-141-3p inhibitor 48 9} & & % miR-141-3p. Vim-
entin mRNA & A K-F MTT 5 5 40 i3 78 % 5 | gm0 %) JR 55 35 32 4% 40 Mo 4L, Transwell 42 & 5 36 F JBE 20 L 44
BB BAy E TE,PHLPP2 mRNA . .E-Cadherin mRNA £ ix K-FEAMTRBAH 2 I, 28 08 rbik 2
FARTFEL(P<0.05, £ miR-141-3p T A m4E A T PHLPP2 42k A PCa 40 fo 3 58 it 45,
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The impact of miRNA-141-3p targeting the PHLPPZ gene on the

proliferation and invasion of prostate cancer”
GUO Hui,SUN Bo ,LIU Chuanhai ,SUN Jiage ,ZHANG Runze ,
YE Xuerong sLIU Dezhong , ZHANG Xiaoyi®
(Department of Urology »Rocket Force Characteristic Medical Center ,Beijing 100088 ,China )

[Abstract] Objective To investigate the role and biological mechanism of exosomal miRNA-141-3p in
inducing the proliferation and invasion of prostate cancer (PCa) cells. Methods The expression level of miR-
NA-141-3p in tumor tissues and adjacent tissues from 33 PCa patients,as well as in exosomes of human PCa
cells VCap and normal prostate cells RWPE-2,was analyzed using quantitative real-time PCR (qPCR). The di-
rect target of miRNA-141-3p was predicted through bioinformatic analysis and verified using a dual-luciferase
reporter gene assay. miRNA-141-3p inhibitor plasmid (miRNA-141-3p inhibitor group) and negative control
plasmid (negative control group) were transfected into human PCa cells VCap via lipofection. Cell prolifera-
tion, migration, and invasion abilities in the miRNA-141-3p inhibitor group and negative control group were
detected using MTT assay, wound healing assay, and Transwell assay, respectively, The mRNA expression
levels of PHLPP2, E-Cadherin, and Vimentin were measured by qPCR,and the protein expression levels by
Western blot,in VCap and RWPE-2 cells as well as in the miRNA-141-3p inhibitor group and negative control
group. Results The expression level of exosomal miRNA-141-3p in tumor tissues was significantly higher
than in adjacent tissues (P<C0. 05). Dual-luciferase reporter assay confirmed that PHLPP2 is the direct target
gene of miRNA-141-3p. The expression levels of exosomal PHLPP2, E-Cadherin mRNA and protein in VCap

cells were lower than in RWPE-2 cells, while the expression levels of Vimentin mRNA and protein were high-
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er than in RWPE-2 cells, with statistically significant intergroup differences (P =0. 012). In the miR-141-3p

inhibitor group.exosomal miR-141-3p, Vimentin mRNA expression level,cell proliferation rate (MTS assay) ,

migrating cell count (scratch assay),and transmembrane cell count (Transwell invasion assay) were signifi-

cantly decreased compared to the negative control group,while PHLPP2 mRNA and E-Cadherin mRNA ex-

pression levels were significantly increased, with statistically significant intergroup differences (P <C0. 05).

Conclusion miR-141-3p promotes proliferation and migration of human PCa cells by targeting PHLPP2.

[ Key words]

Hii 5 iR 965 (prostate cancer, PCa)/E N &4 5 P
o B UL A A R b9 2 — A2 W R T T I 2 E R Bk
. I T A AR A 5 P BT R (prostate-specific
antigen, PSA) K s PR B 9% 732 W, (H HAE 7
DR e AN /D o BE VR T 5 A AE R B, E 2
g PSA K I 9 5 S BE AN R L X A5 SR J2 AR A i e 1Y 1]
Y B Ah BB A T B AR A0 YT AR B R 4 R
I Ao R R B B M 2 SR BT 1 T S R (me-
tastatic castration resistant prostate cancer,
mCRPC) Ak T 1t B Be 19 f8 5 A7 15 R A%, 38 U 75 280
AR WG ITY ik

Wt & I 5T B IR W AIF 5% ¢ B0 A i A4 B 38
7 RNA (microRNA, miRNA) 7 41 fifg 8 i 1 1
FABIA N S b & kL & R G I ED Y, miR-
141-3p J& — A 7E PCa " 335 K I I 1) & JE 4/ 5F
miRNA, H 8 & 85 5 0% % Y1 &) . 7 PCa #f
8, miR-141-3p AR IKIK V-1 w15 9500 19 i PR 3 g
RIS R UG A7 56 . 8 3k #0 pi 40 ) 22 A B8 26
AR 5 308 s 01 0T Pk 38 200 L A 348 7 L A7 05 AR 28T L Tl
BFA WS s 76 B8 8 T miR-141-3p fE 8% 48 ) [
P/l s 5E 2 R S H A R B 2 (PH domain
leucine-rich repeat-containing protein phosphatase 2,
PHLPP2) i 1 40 il g (22 28 . SR L AR BF 52 B A
1T miR-141-3p X} PCa #4758 . i B A7 22 g J1 132
i) Je HCR] B AL
1 #REFE
L1 —# 4

HEHL 2022 4F 1 A = 2023 4F 12 F A B i JR o
B2 Y 33 1] PCa B ABFFEX 4. IADRUE: (D
AW 55~85 %5 (2) PCa i kR 45 32 S 901 Bl | 9B
TH L TCK W T 43T A 27 245 9 F0HE 0] 25 1) 2500 9T
OB ERFEZIRIT, H I i & B ¥ % (1) To ks
Pl B TR A . HEBR AR UE (1) A7 7E 3 5 91 A5
PRSI 5 (2) 17 78 A IR A 1 1 4 B8 Ah J Il 4 s 72
(DB IFIEALFE R 5 (O BT A <<6 A 5 5/ IF
PR I T RE R A L BE I AR G 2 B S H ™ N
DIRERR it s (6) 4 PCa LA AN Y FOA W M hojgg g . A<
5 © i ad A B e B & oo W it CFF it S
KY2025034) , 8 M1 R B2 5 AWM 5T .
1.2 @i 3R A 5 Ak

VCap . RWPE-2 #3419 7 2 [H ATCC 40 % .
Opti-MEM H; 3 3£ . DMEM 15 92 3£ 1 [ % [ Gibco

pus

o0

exosomes; miR-141-3p;prostate cancer;proliferation;invasion; PHLPP2

N -2 DY 2R Cethylenediaminetetraacetic
acid , EDTA) | Ji 47 IfiL 7 . WE M iE (thiazolyl blue tet-
razolium bromide, MTT) iR | & W B Jb 50 F 4 7 4=
YR A RS A L JC RNase 7K CRNA $2BUR &1 [
VLIRSt 28 2R W BB A BR A 7] RIPA 4 Jif 22
il W W) Y A ol R D] e R A BR 2 T IR TR
K BN S F) dUTP 8t 0 K 56 FR i 5 (terminal
deoxynucleotidyl transferase dUTP Nick-end labe-
ling, TUNEL) 41 Jitg 8 7~ 46 9 38 57 &5 | 55 i 28 Ot o &=
PCR(quantitative real-time PCR,qPCR) &5 & . B R
T A AL Y 1 (horseradish peroxidase, HRP) #3ic £ Pt
RYUERI B EWE = RAEYE ARG R A, w iR 2%
& (phosphate buffer saline, PBS) g H 2% [E Sigma
AF ,PHLPP2 $ii K E-45 % & H (E-cadherin) HiL 14,
I E A (Vimentin) L4 | B-actin HLAM B 3£ E Ab-
cam 2 A, Lipofectamine™ 2000 % Yk 71 Wy [ 5%
Thermo Fisher Scientific A A .
1.3 7%
1.3.1 ALK 325

FARPE 0.5 em X 0.5 em KNI LLLL, I F
P B MR A 210 % 2 em Kb DA [R] /N iR 55 41 41,
W bR A 25 w8 T A B AR T A 4 2L, VCap,
RWPE-2 4fi i A T25 3%, T 37 "C.5% CO, 4
I35 3246 Opti-MEM $5 32 5L 04T B 77, B H A 4 4
JHL A A RS LA B TN BE i T B A ORT G R
LA K Rl 8006 I, B B R EE 5% WOF T PBS
T P[] 15 R0 AR BE R & 37 (C Y 0. 2500 JBk
fi-EDTA ¥ WEAT 40 M 1. 75 20 M 2 B D
i DN T o A O N | e o 1 3 S S |
1. A ML R S B % 2 R0 B P, 800 r/min B
O 5 min 5, Fide B IE WOF E BT AR TR R S A
B ge b, P4 L) 43 B0 20 35 SR rh AR s 5 57
1.3.2 RRAZFHMEARNEHLET ABRE

Ml Target Scan P ¥4 Chttp://www. tar-
getscan. org) ¥ miR-141-3p A9 50 3L R HE 47 10000 49 #r
ZE WK miR-141-3p(3'-GCG GCG GTA ACA CTG
TCT GG-5) 5 PHLPP2 #§ 3'-UTR f£7E W 725 & i
Mo miR-141-3p X B #LHE A 3'-UTR fo st K Bt 3
e 90 5 A 9O R Tl A5 1) pmirGlo KPR
FpBF A PHLPP2-WT JFEAL; ¥ miR-141-3p Xf 1 #
S 3-UTR fr A5 fF 8 3 58 48 J5 4 g 58 A A
PHLPP2-MUT JFibi. K5 45 M Fh JSORL 20 51 5% 9 A
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VCap 4 i, [6 BB miR-141-3p mimics F1 B 14 %F 1E
(NC mimic) #FA7 Xl e gy, 4kZL35 5% 24 h J5 7L
KR  PBS vk 3 WG - B R A AL m A 400 pL
PLB Z il . FMR 551 T W E 15 min, U505 40 Hf 24 i
W . B JE SR XU G 2T X 300 6 A I 9 B R A ok
U TR B N N M SRR E T 96 FLAR L AL 20
p L BIAE AN R B SR FL P A 100 pL Luciferase As-
say Reagent [[i#], W4T 4] )5 A AR XA 560 nm
PR A I KR O 2R R R s AR AL A 100
pL Stop&-Glo Reagent i . B b5 X #E 450 nm
KA B 9 R B L B R SR AL 3 K.
PRI St 1 2 5 3R AR B AT 0 5, IR TR AR A X oK
DL 15 N
1.3.3 mppsfssum

R4 52 86 75 oR % 11 3 A # miR-141-3p inhibitor
JERE S FEBH M 6 BB R, o VCap 40 B T 50 & 8%
FREEPE B I 1 X 10° /L (% VCap 41 il & W I 42
FhE] 12 fLA ., B 25 pL Opti-MEM 5 % 30 A
1.5 plL Lipofectamine™ 2000 X #IE & . B B 25 el
Opti-MEM E5 323 A 1 g miR-141-3p inhibitor i
#i (inhibtor 41 a5 B4 X6 B BRL P X BRAD TR A 8%
FAREWRAE 1 1VIRA R EEMWE 5 min, M /5 %120
A 12 L4 b LI 5 pLL BEJS BT 37 ‘C.5%
CO, %M FakEERFR 48 h , A K E 70%~90 % flt & B
e WA A B A T A ARG IR AT T — 205,
1.3.4 SRzl E K7

K FH B 0 3 ML VCap Al RWPE-2 40 itg 55 7%
W B AN AR A A K RS B 2 5000, B R
ARG IV B 58 R FE 3L ARS8 55 9% 24 h 5 e 3
W, IEAE 4 CTF e DU T AT B0 B S 1 000 v/
min B 10 min, 3% 5 000 r/min B 10 min.2R)5
10 000 r/min B.L> 30 min, HZ 100 000 r/min &L
90 min DATTUE SR WA A . WS BE T UE O PBS & &, Jf
PR HEAT el 15 0 DL atE — B alifb b ik . e Jm . mA
100 pL PBS B i ATE B I T 4 CF&H.
1.3.5 gPCR # 7 miR-141-3p & & ik

WS bR | R 55 4 SURN B AE K T 45 41 VCap
YA, fiF TRIzol 257 & 42 HU4H 20 F 40 f 5L RNA,
FIF 235600 B2 3 46 00 RNA 4l B F vk B, ff F Taq-
man A7) & 17 /5 3k cDNA. DL cDNA h
Be . 2 IR H A BB W 20 pl AR R, RN 4 1
WA G BEE. 51FH T :miR-141-3p 1E7]
J5'-TGG TAG AAA TGG TCT GTC ACA-3', &
A 5'-GAG CCT GGG ACG TGA CC-3',PHLPP2
ER 5'-TGG AAG TGG TCC AGG AGT CG-3',
KA 5'-CAC ACC GAC ACT ACG ACC T-3',E-
Cadherin 1F [ 5-TCC AAA AAT CCT TTA CCC
GGA AA-3', 1} 5'-TCG GAG ACC TAT CTC
TTG CGT-3", Vimentin IE [ 5'-CAC AAG GAC
CAG CGA ACC G-3', J [ 2 5'-CAC ACA CCT
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CCA CGG TCC T-3'. KB & 1 F: TB Green
Premix Ex Taq [l 10.0 pL,IEX 5 ¥4 0.8 pl,
cDNA 2. 0 uL, ROX Reference Dye I 0.4 pl.JG
RNase 7K 6.0 pl, KW Z&MFANT .95 °C 30 s, fE¥H 1
%95 °C 55,60 C 30 s, FHH 40 K,

1.3.6 Western blot 4 & & &k K-F

BOWG B4 K9 45 41 VCap 4IHE A RIPA 411
S fire v L A 240 PR O B B 1 R EE I 5 X Load-
ing Buffer Fit & B EE HAE fib AT+ e L IR 4 SR N
)5 Bk 1 € JI HA, YK (sodium dodecyl sulfate polyacryl-
amide gel electrophoresis, SDS-PAGE) , ¥ Ji& )5 #% %
Z B W & K (polyvinylidene fluoride, PVDF) &,
5V LR A4 WA IR B HIMEE 2 h 5 A PHLPP2 $iik
(gL 12 5000, Vimentin PLR CRRELL 15 500) (E-
Cadherin FLER R EL 1 ¢ 1 000) Fl B-action (Hii B He
1:2 000 HUET 4 CHRIMTREFT LA, TBST ks
IMAZHFEIRTHE 1 h, TBST ¥ %5 A B4 5
1k 2% % 6 (enhanced chemiluminescence, ECL) #47
G, LA B-actin HNZ,

1.3.7 MTT k4 2 fe ¥4 54

B 84 K W 45 40 VCap 40 i & T 58 & 85 37
FErprE B AR 1< 10° /1L 1 41 i R R T 2R E) 96 FL
M, AL 100 L, 4 2 4 i g e (R i B 5 MR AL
BT 37 C.5% CO, 4B F= 4 h iy % . 78 0.12.24,
36.48 h By BT [E) &, 1) 96 fLAR 4B m A 20 pI MTT
W (5 mg/mL) . 4RZLHFF 2 h 5 #EANA 150 pL /Y
TR B DL R B R DT UE S 18 FH B AR AAE 490
nm P T IEWROCEELA (0, JH .

1.3.8 e R Ei

B BUE KA 441 VCap 4R & T 5¢ & 15 3%
B EE L AL 1< 10° /L f 40 i B i Jf 2 Fh 2] 6 1L
Mo BT 37 CL5% CO, 4 M0 85 3746 b 1 55 b 7k
5 0 B 00 B A K B 20 L W Sk 7 AL MR P R 4R O
FrdE AH A H PBS T8 3 KA & T35 9248 h 4k
SLEEFR.24 hE T8 T WA TG
1.3.9 Transwell 122 %%

B BUE K IA 4% 40 VCap 4010, B T 58 & 55 5%
FEE LRI 1< 10° /L Y40 i B F e Fh A A
Matrigel I ) Transwell /N ZE 8 F =, & fL 100
pL B TR M P RS 55 5% 24 h, B J5 M A PBS &
e M A RIS 2 T E MU, /LA 100
pl 4% %2 B EE[E E 30 min, F T BTG NA
0. 1% %5 4R e 4 20 min, FRKH PBS Uk L 2 K14
BEOFBET . TOUE T WL IR H4 g G 45 1, L IE#
5 A PL BT GE T 2 R 4 L4 .

1.4 %54

K] SPSS24. 0 BAFHATEAIR G I3 Hr. IES
S AT R UL o s Feon AR LR H o
K, 22 41 ) Lo A BF SR T80 IR 28 0 22 40 B, LA P <<
0.05 RmERAGIFE L,
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2 # R
2.1 MBS AP miRNA-141-3p &k K
F b g

RT-qPCR Z5 3 W7 . 598 55 A UL, i 9 4 41
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AN IR R E miRNA-141-3p FikKF Fil, % R%H
St E X (r=16.589,P<C0.001); 5 RWPE-2 4
M LA . VCap 21 M AN AR R miR-141-3p 3R ik K-
L ERAGIFEE S WA L,

b : |
251 81 " a .
L) L]
5 204 I B
H_ 71
< % 67
Ko X
e i)
¢ & 41
— 104 —
z R ?
0 T T 0

A BBz LR 4R 55 4Rn B VCap RWPE-2

A IR B bR 55 4 VAN IR TR P miR-141-3p R KK HL4K s B: VCap K& RWPE-2 401 i #h WA V5 miR-141-3p ik /K H & P<C0. 05,

1 PEAEEEAE VCap 5 RWPE-2 440 il TR 1 miR-141-3p FRiX

2.2 PHLPP2 A FH & miRNA-141-3p % A 41 A fe
BB E

il i3 Target Scan P 3 #0045 42 78 miR-141-3p
5 PHLPP2 fF7EWSTESS G A, WK 2A, XL R
il 4 5 2 N S g 45 S SR W], PHLPP2-WT 4 7, miR-
141-3p mimics FEH5 YL 20 A1 XF 48 NC mimics FoF5 4L 4
*ﬁﬁx;‘ﬁ?ﬁf“%ﬁﬁkﬁ@ <0.05), PHLPP2-MUT
ZHH . miR-141 3p mimics F& 55 YL 2 A X o a5 5
NC mimics LY 4 b %, 2 7 L8 iH 228 L (P>

PHLPP2 3’ UTR 1289-1295f

PHLPP2-WT:5’ —GCATCGCCGAG'|F(|5A|(|)/|\(.|-‘;GTA—3 ¢

miR-141-3p:3’ —GCGGCGGTAACACTGTCTGG-5"

PHLPP2-MUT:5’ —-GCTCGGATCTACAGTCCAGC-3’

A

& K53 4T

0.05), ILI& 2B,

2.3 VCap.RWPE-2 % e s} is 4k B £ PHLPP2. E-

Cadherin, Vimentin mRNA & & & & ik K -F rbg
qPCR & Western blot 45 3R 81, VCap 40 it

PHLPP2 .E-Cadherin mRNA & & 11 % i5 K F ¥ 4%
RWPE-2 4 Jfi (% 4k . Vimentin mRNA K& & 11 % 357K
P RWPE-2 4ifi Ft &, 2R A& 1H¥% 3 L (P <
0.05), LK 3,

Ml NC mimics
B miR-141-3p mimics

PHLPP2 WT PHLPP2 MUT

A:PHLPP2 5 miRNA-141-3p (454 i Sn 2 K ; B: PHLPP2-WT #l PHLPP2-MUT i b %% 4% VCap 41 i J5 X% % 2 W H% 45 52 56 A0 %) 28

W ¢ P<<0.05,

B 2 miRNA-141-3p {E B S M R EE
VCap RWPE-2 I VCapZHAf

B VCap4aff
I RWPE-24fE

= E-Cadher in

——

=
o
1

PHLPP2

mRNAZRIE 7K

B -actin

PHLPP2
A B

A:qPCR & 43#7 ; B: Western blot & ;C: Western blot &
B 3 VCap RWPE-2 4 i1 5pjilsfx f PHLPP2,E-Cadherin, Vimentin mRNA X% & B & i&

E-Cadherin Vimentin

a Vimentin
1.5+ a
1519 a —

W RWPE-2ZHBf

-
o
1

ERFAKE
&
1

PHLPP2

E-Cadherin Vimentin

C

EHAH . P<<0.05;" . P<C0.001,

% 7k 5 bk
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2.4 H miRNA-141-3p ¥ VCap 48 it 64 3% 75 | it
GINCE SR

¥ A miR-141-3p inhibitor 4t ¥ J5 , inhibitor £
20 b A R P miR-141-3p 2 3K 7K S 4 B 44 %) 1R A
WNRE AN LA 2 R A G4 8 X (1 =5.213,P =
0.026), LK 4A;inhibitor 2 4 it PHLPP2. E-Cad-
herin mRNA &3k 7K V558 B4 X BEAL T35 (¢ = 4. 940,
5.109,P =0. 007,0. 006) , Vimentin mRNA ik /K

W BAMEXTER4E WM inhibitorfR

8 - . b .
] L)
B+
% 64
K
#®
g 4
s
|
[+ 4
= 24
A 0°
37 @ [AtxtER4E MM inhibitorfR
E
3
N
<<
] 1 1 1 1
0 12 24 36 48 60
c B8] (h)
inhibitorfA BAME TR ZE
AR ALy O]
Ny NNy
iy 2%k
-
o MR
g
- .
o w®
E
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A B X RE B BRI A ) e R 22 R Ge it X
(t=6.176,P =0. 034), WL &l 4B;inhibitor 41 4 il 1%
B R AL B X IR R R e Z R A ST R
X (P<C0.001) ;inhibitor £ 4il it iF % % & | 15 i 3L il
JRE 1% 240 i 5 2 9] e o R B S B AIG L A R LR 2= R
Giil sk B L (¢t = 13. 652, 15. 204, P < 0. 05, P <<
0.00D), WLE 4C~F,

P PAMERTER4E MMinhibitortH

b
b b |
I { b
B 10 4 —
%
X
®
=
g 5
B 07
PHLPP2 E-Cadherin Vimentin
inhibitorfd BA M % BRLH
iy e ‘ v
< 1
O I
ety o -
[ ‘
. \
q‘ ‘
N
|

W BAMERTER4E WM inhibitorfH b

400 =
3004 ——
<
I
o 20-
=
5

100 A

0 -
F XJESCIs Transwe | | {RZ&SCLE

AP0 miR-141-3p 22357k F L% B: B2 40 it PHLPP2 .E-Cadherin, Vimentin mRNA 357K F A C:MTT 5258 D IR 525 E Tr-
answell {2 285250 F. YIRS 80 5 Transwell (2 285250 & M1 b ;. P<<0. 05;b : P<<0.001,
& 4 miRNA-141-3p 3 PCa 48 Al i 3% 78 70 1T 78 B9 82 1

3 i i

PCa &R T I Bz 40 B ) 6 R 28 5 0 1 I ggg 1
B R AL TR R, AT AR EE
PCa {14 K R AE #4883 55 %, IFBEAE IR I K 2 11
2k F T #2022 AE R W HLIX PCa 19 & K N 16. 8/
10 J5 . BETZ3R N 4. 7/10 J7 ™ 5 B 4 55 M A9 A=
il . R FARE L BN BT PCa MIARHEIBIT 7

58K L B B ATS Bk = X% B8 1 PCa A7 8K B IR T
FEB.

S WA A — b 40 T PN 1 9 R A ORI 3 5 P B AL
GBI SR R SR R S I Y e S
53 IR 20 L B S R | AR A R 2 1 A e A
i ] A DA A DA A i AL A T B R T L R
SN FIEF V5 3o B2 4 — A0 R AT HE R 5 0 I A
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N5 I R 98 A8 BRI Be . mRNA K AE 4 i RNA
A WA W bR A AT T TR R I2 . miRNA-
141-3p ZE4fE AR 20 72 BFSE AR 52, AR /N 40 i
i 9 SR I AR H miRNA-141-3p #3838 K F 5 i 8 19
R m VA G, JF H HmRB 548 R W5 M
KM RO HE T, miR-141-3p 18 o 5 Wi R E 59 41
it 368 (2 A1 S 92 s 1 R L A2 M2 AU I A A A, F
7T 3 55 b Jeg 200 i i gk R L R A S a4
PCa 8 3 5 fd B A I W AR W By S Wk, $5
miRNA-141 fl miRNA-375 1] fig J& PCa 912 Wi b &
Yy. A MU PRSP MR N B mRNA B 53 7] BLIX
51 PCa A1 R PEFT I B3 A4 . 5 2 A W 0 & AL 5 s
BTG R AT PCa RIS . 7F PCa M58 1, miR-
141-3p [AIAF G 75 Hh A i 96 e B 0 B 2 % G B 45 08 1
rh I E P R A KO 5 R 0 M R R R T
AN ESE RIIEE €. P S

miR-141-3p il i ¥ 7] 21~ 5 5l #% F1 mRNA 53
- VRIS b e 20 B ) 3 G L ST B RN 28 A A ) 2R R
TE I 28 & B8 Mg P, miR-141-3p AYAVE H AL 35 K
 Yes 2 H 1 (Yes-associated protein 1, YAP1)
LA, 3 T B R b R A BT . miR-141-3p W >
YAPL 7E 24 M A% i BRI , 52 M 48 i JR] 300 4 L DA T 4
il 98 4 PR Y 14 BE RE 0 . 7E T AR IR 40 A A K R T
T T s miR-141-3p 38 4 8 [ 45 i A1 F 301 74 v 9 448
MBS T A, XLH#EE A O1 (forkhead box protein
OL.FOXOD7E PCa 4 J& 19147 il 71 T2 A v 493 38
FHEEM A, miR-141-3p AEHE H T W FOXO1 19 3'
B 10 FOXO1 3Rk, i 1 4 20 240 i J5] 1 2k
FEFMH T AL VE PCa 40 R385 5,
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