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miR-186 Xt HL-60 1% 3E EFB R IAIE RALEI AR
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M OE.BR 3 &k s RNA-186 (miR-186) sF A R 4% 4 fe & fo 9% HL-60 48 f b & 18] R 4640
(EMT) 374 it # A A g BEWLEE 3-8 (PIBK) /£ R A B & & B (AK D 5@ e AEER., AiE #K
AP 3EFR HL-60 @0, 45 B R Bl 89 35 4 7 X o A 3 B 28 . mimic NC 28, miR-186 1, miR-186 + 4% 4] #] 28 . miR-
186+ EAM, RAEMEXTSTRABER T 5 CIkA-2 BLAKE R F (EAU)  Transwell %% &%
B % PP i kA miR-186 A8t A GAR-TF 3 A E AR EMT 48X B -F & H 424 RNA(mRNA) A8 5F & ik
KFFHATIE oM., R 5 mimic NC 8485, miR-186 20 HL-60 482 miR-186 483 & ik K F  E-45 %k
%& @ (E-cadherin) Z & mRNA £ KFHZH, ZFH A% T3 EL(P<0.05), Mg L 42 B (p)-
PI3K.p-AKT.N-%45 %5 % & (N-cadherin) . % % & & (Vimentin) . 4 4 #£ &% 9 (FN) A £ mRNA 2 & KT B
1%, 2F ¥ H %5 EF L (P<<0.05), 5 miR-186 4148k, miR-186 -+ 47 4] #1 22 HL-60 %1 #& E-cadherin & 3
mRNA R#ERFF G, ZFH A% FEL(P<0.05), MG F  iE#H F p-PI3K,p-AKT,N-cadherin, Vim-
entin ,\FN Z 3 mRNA &k K-FEMK, £ 753 FH %5 EL(P<<0.05 ;5 miR-186 L4816 , miR-186+ # 7& #)
28 HL-60 28 i E-cadherin Z & mRNA A X KFFH . £ZFH A LT FEL(P<0.05) . . mIFHAE EHE p
PI3K.p-AKT,N-cadherin, Vimentin ,FN & & mRNA kA KFH &, ZFH A LT FENL(P<0.05), &g Tk
ik miR-186 i@ it FLi& PISK/AKT 43 5 i@ 35474 HIL-60 28 EMT, #t @ 474 HI1-60 48 A3 i o it 45,
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Regulation and mechanism of miR-186 on proliferation and migration of HL-60 cells”
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Abstract: Objective To explore the regulatory effects of overexpression of microRNA-186 (miR-186) on
epithelial mesenchymal transformation (EMT) , proliferation, migration and phosphatidylinoinositide 3-kinase
(PI3K) /seronine protein kinase (AKT) signaling pathway of human promyelocytic leukemia HIL-60 cells.
Methods HIL-60 cells cultured in vitro were divided into control group, mimic NC group, miR-186 group,
miR-186+ inhibitor group and miR-186 + activator group according to different transfection contents. Real-
time fluorescence quantitative PCR,5-acetyney-2'deoxyuracil nucleoside (EdU), Transwell and Western blot-
ting were used to analyze the miR-186 relative expression level, proliferation rate, mobility and EMT-related
factors relative expression levels. Results Compared with mimic NC group, the relative expression levels of
miR-186, E-cadherin and its mRNA in HL-60 cells of miR-186 group were increased,and the differences were
statistically significant (P <C0. 05). Proliferation rate, mobility, phosphorylation (p)-PI3K, p-AKT, N-cadher-
in, Vimentin, fibronectin (FN) and their massenger RNA (mRNA) expression levels were decreased,and the
differences were statistically significant (P<C0. 05). Compared with miR-186 group.the expression levels of E-
cadherin and its mRNA of HL-60 cells in miR-186+ inhibitor group was increased,and the differences were
statistically significant (P<C0. 05). Proliferation rate, mobility, p-PI3K,p-AKT.N-cadherin, Vimentin, FN and

their mRNA expression levels were decreased, and the differences were statistically significant (P <Z0. 05).
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Compared with miR-186 group, the expression levels of E-cadherin and its mRNA of HL-60 cells in miR-

186+ activator group decreased, and the differences were statistically significant (P <C0. 05). Proliferation

rate, mobility, p-PI3K, p-AKT, N-cadherin, Vimentin, FN and their mRNA expression levels were increased,

and the differences were statistically significant (P <C0. 05). Conclusion

Overexpression of miR-186 inhibits

EMT in HL-60 cells by repressing PI3K/AKT signaling pathway.thereby inhibiting cell proliferation and mi-

gration,
Key words: microRNA-186;

nase/seronine protein kinase signaling pathway;

SUHERE R I & 9 B DR Uh B AR A0 A B SR
B A BT IE B A0 Y 3 i T B L H ke R R R AR
BTSSR b SR ALY BT R R E )T &
PEBE R A, HAE7E 250 AN R M 25 Wy T 24 55
[, PR R R 4 A R BT O R R T SR
R AR E L EK,

/N RNA(miRNA) & —Ff /N3 RNAf £ 50
WF 9 AE B 0% L 1T 5 B R A 2 R A0 i b 1 R R
miRNA G 7E 40 3 5 ML 58 G A W 24 A7 b ol ft rp
BRI PEMEHY . HF5E £ miRNA BEW% 52 0
MLV G e 1 & Bk R e DR s N IR o i o AR
BAAEHEENMEN . HEIEE miRNA 78445
SUMERE R 0 AE PR IR b R B D g R D B
TR VE T . B B e LS 308 B (PISK) 38 & W
iR AL BTG 22 75 S IR BRI CAKD) 1T 6 Ui ) 22
PR 2+ A 3E M = A . PIBK/AKT g2 52
Foft ik 983 40 B Y 16 5 A0 B S 0 Y. 6 F PISKY/
AKT 4 G 2 2 A A A e, A
SCHER I , 7E R R . miRNA-186 (miR-186) 2 5 i
Je 240 B 1% 348 5 RN G A% 2 08 i A 3 PISK/AKT 3 % 58
B H 2T miR-186 A 5 PISK/AKT i %
P R BE A I P I HL-60 40 8 51 3T A% 45 5 7R Y
YEFALS A BT AR . DN L A BF 5% 38 2 BF 58 miR-186
JE¥E PISK/AKT i % 78 HL-60 40 i3 48 . i 75 e =
B ) Ak (EMT) o B v 7 R A 98 S i R
I 975 B T B BRI AR B, LR GE IR
1 #RE5FZE
1.1 MRS {ES HL-60 400 H AL g8 4= ; PISK/
AKT i B30 5] (LY 294002) \PISK/AKT i % 384 1%
FICSCTH W A LRt AR AR A, 4i =
98% , 575 S43088.S80614 ; miR-186 ., B 1 % R F
Bt (mimic NO) W A T/l #4731 I 6 s Li-
pofectamine 2000 BH & T 5 [f & g A 3% [# Invitrogen
AL S N C0075S; 5-20 B F6-2" I 4 IR W E B T
(EdU) 4 i 38 FE A6 A7) &0 B B 38 = R w] L 17
‘55 P0013B;SYBR Premix Ex Taq [ 17 &M H =
AP TR CR#E) A RA AL 525 8 RR820A; bt A
WM ik (p)-PBK W 7 L P SE A HE, 85 R
HK5745; B #it A PI3K %% 5 & 10017175, & Fit A
AKT #8524 10022173, p-AKT 85 K 10022023, N-

human promyeloid leukemia;

proliferation;

HL-60 cell;

migration

phosphatidylinositol 3-ki-

45 %5 4 H (N-cadherin) %2 5 & 10010628, E-55 2 45
(E-cadherin) 85 1004426, 3 JE & [ (Vimentin) 5%
5 10017978, £ 4K % 8 11 (FND 58524 10016772,
LBl F (B-actin) 5852 10021787 , HUAR 13 % 1L Py il
Fric 1L A T B B 9% BR A 1 (TgG) 52 % O 20000425
H¥E AR =AY ARAABRA R, HF151 A
CO, HrFEfaM A R 15 5 A4 W B A BR 2 | DMIL
A2 BB R G0 B 8 E Leica 23 A ; Multiskan
Ascent B EE AR AL H 3 [E Thermo 4\ 7] ; ZF-288 %
B AR R G A 0 4 6 B A Es A BR A A

1.2 ik

1.2.1 HL-60 4iffid3:  HL-60 40 Mo kk K B0 UL 28
H (CHOC2) $% Ff T % 10% B 4 1l ¥ (FBS) i) RPMI-
1640 B3 b, JF B FIRIE N 70% ~80% . iR JE N
37 C. & 5% CO, WIREE T SEAT 55 37 , T8 460 455 57 W 0]
e HsF () A 2 L 3 K 500 A K 40 i S0 5

1.2.2 SreH KA gy B BUN 4R K ) HL-60
A0, $% B 6] T FUN 2550 2 5 4 W BREH, mimic NC
2] .miR-186 £ \miR-186 -+ #l il 7] 4 . miR-186 + i I
FIZH) o X BEH A MAL s mimic NC 20 % FH g i 1A 4%
Yok ft mimic NC $9¢ F HL-60 40 M (55 YL )5 K5 3%
24 h) ;miR-186 41 miR-186 #5 Yt HI-60 40 (4%
YL B FE 24 h) s miR-186 -+l il 351 41 A1 miR-186 + 4
175 751) 2H 240 B Ak 35 9 O 5% U miR-186 T HL-60 2 il
(FEYL R85 3% 24 D J5 .43 53 mA 1.Y294002 Fil SC79,
i R 2K Y5355 10 wmol/L, T 24 h, %5 4 #%
H3MNEAL.

1.2.3 #&il miR-186 M EMT #H 3¢ X 7 #H %f % 35 7k
R A SE R 9 E iR A I EE I W (RT-gPCR) £
M HL-60 40 fd v miR-186 A1 XF ik /K K EMT #
F [ F (E-cadherin. Vimentin, N-cadherin. FN) {& fii
P A% R (m RN A A X 235 7K . 2 R0 & 1 146 1
P PEHUE RNA IR AT e 5%, B J5 #£ 47 RT-qPCR
K, W 5E miR-186 A X 3 38 K- i DL U6 1E R 45
FKEH L IE EMT M5 F mRNA X235 K- i
L GAPDH 1E R KL . R 27 X H i3
AR X iR K- AT . SIPF & 1.,

1.2.4 EdU 3EME HL-60 40 M ) 36585 8 o 5 Yo
24 h J5 1 HL-60 41 i 17 EAU & 2 h, [# & 30
min, Il A 0. 3% TritonX-100 % 1 1% 1 7 % 1k 10
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min; 7E&EFLHATA 100 pL Click [ R BB T 30
min, F 1T H A Hoechst & 44 4% B )5, MLEE Ik
TR D BB T A EAU 21 (49 %615 5 F1 Hoechst
33342 WO M55 . K Image] V1. 8. 0 # A E
MIET H . ARSI R EAU BH e 0 40 i (20 ()
R CGE D B E L.

%£1 miR186 & EMT (B FH3I9FE3

e P S195F 51
U6 1E 1] :5-CTCGCTTCGGCAGCACA-3'
R I :5'- AACGCTTCACGAATTTGCGT-3'
GAPDH 1T -5~ TGACTTCAACAGCGACACCCA-3'
JZ I :5-CACCCTGTTGCTGTAGCCAAA-3'
miR-186 1E [ :5-CGGCGGCAAAGAATTCTCCTT-3'
S :5-GTGCAGGGTCCGAGGT-3'
E-cadherin iE :5"-CGAGAGCTACACGTTCACGG-3'
1] :5-GGGTGTCGAGGGAAAAATAGG -3'
Vimentin 1E 17 :5-GCGTGACGTACGTCAGCAATATGA -3'
I :5'-GTTCCAGGGACTCATTGGTTCCTT-3'
N-cadherin 1E 1] :5- AGAGGAAGACCAGGACTATGACTTGAG -3’

JZ 1 :5- TACTGTGGCTCAGCGTGGATAGG -3’
FN 1E 1 :5'-TGGAGGAAGCCGAGGTTT-3'
JZ 1] :5-CAGCGGTTTGCGATGGTA -3'

1.2.5 Transwell /NE LM E HL-60 40 M 19 1F # fe
B WY G B9 HL-60 20 i 42 Ff 2] 24 FLAR Tran-
swell /NZE AT ML T B9 40 M0 200, R4 T E Jm
A% 10% FBS () RPMI-1640 85353, #5524 h 5.
WOSE T R, MR AT B R E E T W T R
ML B 3 A 40 5 . B 40 i T BOp T A i i B T B
F=GERBL S AN — T S A B0 /i B i A5
A1 % <100 %,

1.2.6 R RBEEEPK I HL-60 41 il th PI3K/
AKT {5530 % S EMT M6 1 K& Rk KV F g
HL-60 4l ff 24 h J&5 . R RIPA 24 W & B I 24
TE 4 CEMEF,LL 12 000 r/min B> 10 min, 2R 5 Uk
AR VSR B EVEE IR A . R B R R AT R LUK
(80~120 V fH ), F 2k H HL UK ¥ (300 mA fH i
PO FEAT B U IR R G Rg 28 3 vk 2R AT R 3P, AE 4
CHRUTHIT—PWELR;ER_PEE 2 h, #
M — Vs PO E AL S Z a4 B Tris PEBE
GO IEAT 3~5 WM VE U . FEBEIR R R G kAT
& F R A4E L IE ] Tmage] V1. 8. 0 #4447 8 1 K
Wi NS % R B-actin. I 24T H A9 A X Rk K
R iS5 =

1.3 Sit2#ab# R GraphPad Prism V8. 0 {EA
B HEAT 2 8] R SPSS26. 0 B4k 2 i B s . 25 4
ERS AR RR L 2+ TR, ZHN LE R
PR 22 0T, 2 4L 18 R L AR LSD: K5
P P<<0.05 HESAGITFEX,

2 % S

2.1 5 4 miR-186 fHX} R IEKF L # X4,
mimic NC 41, miR-186 41 . miR-186+ 1 i 5] 41 . miR-
186+ 1 3% ¥ 41 19 miR-186 AH XF 3 35 7K F 4% 5l K
1.00+£0.17.1.014£0.19.1. 8540. 14.1. 8540. 14,
1.824+0. 15, 5 41 (8] miR-186 Xt % ik Kt #k, 2%
SH G E X (F=24.783, P <{0. 05); 5 mimic
NC 2H4H It , miR-186 4 miR-186 F ik K F Tt (1=
6.463,P<C0.05), miR-186 4 5 miR-186 + I il 7|
ZHF miR-186+ 3 1 I 41 (1) miR-186 #H X 5% ik 7K °F
i, 22 5 ¥ g ik 8 L (1 =0.023,0. 231, P>

0.05), WH 1,
2.5=

N
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A1 5 £H miR-186 183t FiL K F

2.2 50 HL-60 A% i X E4] . mimic
NC 4 .miR-186 £ . miR-186 + 1 ] 7 41 . miR-186 +
P ) 4 AN M A B R A B R (58, 63 3. 36D %0,
(59.0743.69) % . (34. 62.23)%.(20.534+1.86) %
(57.542.91) %, 540 HL-60 40l iy 3458 % ik, 22 H
HGiE L (F=111.339,P<C0.05), 5 mimic NC
ZHAHEE . miR-186 £ 40 fity 384 4 5 R AIK (¢ = 10. 364, P <<
0.05), 5 miR-186 41AH F , miR-186 1 1 1) £ 40 ifa 184
Tl R (1 =5. 959, P<C0. 05) , 1fif miR-186+ 3% 77 £H
1 B 3G 5 F T (¢ =9. 699, P<<0. 05), LA 2.3,

2.3 54 HL-60 QMM E R R L X4l . mimic
NC £ .miR-186 4 . miR-186 + 411 ] 1| 41 . miR-186 +
P A A B 3R 4 i A (21 00 £ 2. 09) %0,
(20.884 2.53)%., (9. 73 £ 0. 44)%, (6. 03 *+
0.45) % .(20.88+2.43)% ., 5 4 HL-60 4 AT %
FHH,EFAHGIT#2E L(F=46.332,P<0.05),
5 mimic NC 2H A [, miR-186 41 20 g 1T £ & B& A%
(t=17.391, P <<0. 05), 5 miR-186 41 # I, miR-
186+ 1 il 5 41 40 B iF 78 AR (1= 2,453, P <
0. 05), 1fii miR-186 —+ ¥ i 77 41 40 il iE B R Tt i/ (¢ =
7.391,P<C0.05), WL 4,

2.4 54 HL-60 g EMT # &K F K& H mRNA
AR R IR K- b 5 4 HL-60 4 EMT A7 G
T SH mRNA MR IB KWK, 25 A5 E
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S(P<C0.05), 5 mimic NC 41 #] L. miR-186 41 E-
cadherin X H: mRNA ZBA KL 5. Z2R Y E% 1t
#3 Y (P <C0.05), N-cadherin, Vimentin, FN }& H
mRNA KK FEM, Z R E R IT¥E X (P<
0.05), 5 miR-186 ZH Al Lt , miR-186 + il i 57 4 E-
cadherin X H: mRNA Fik/KFEF &, E5 YA 50T
#3 X (P<<0.05), N-cadherin, Vimentin, FN } H

STERLE mimic NCZA

Hoechst
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A 3 5 48 HIL-60 40 s 58 &

2.5 50 HL-60 4l h PISK/AKT {5 53 & & M
FkKFHE 5 40 HL-60 20l PISK/AKT 55
i B p-PISK ., p-AKT H R IKKF L, 2 57 A 51t
BN (P<0.05), 5 mimic NC 41 # I, miR-186
4 p-PI3K Fl p-AKT 1R B KRG, 22 7875
2 L (P<C0.05), 5 miR-186 4 AH I, miR-186+
KR4 p-PISK F1 p-AKT 8 1 R B K FEAL, 2 7
YA G2 (P <0, 05) ; miR-186 + 7% I 41 p-
PI3K Fl p-AKT EHREF . EZF WA EE X
(P<<0.05), W& 4.H 6,

miR-186%H

mRNA FE KRR, 25 WA G2 2 L (P<
0.05); 5 miR-186 4 AH [t , miR-186 + ¥ i 7 41 E-
cadherm MH mRNA FiEKEEK, Z5 50 % 1T

= Y (P<C0.05), N-cadherin, V1ment1n FN ;& H
mRNA RIKKPHGE, ZREASITFE L (P <
0.05), WL 5.3 2.3,
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*2 528 HL-60 4if R EMT X B FHEIFTRIEKFLLE (zLs)

24 5 E-cadherin N-cadherin Vimentin FN
X BE 4 0.1020. 01 1.10+0. 11 1.8440.08 0.9020. 04
mimic NC 41 0.1020. 01 1.1040. 15 1.8140.09 0.9020. 03
miR-186 £ 0.5020.02" 0.65+0.03" 0.85240.03" 0.6620.03"
miR-186 411 fil 51 41 0.8040.047 0.3040.027 0.224:0.067 0.3540.037
miR-186 -+ 4 7 71 41 0.2040.017 0.90+0.047 1.21+0.057 0.88+0.047
F 606. 522 46. 200 325. 067 145. 729
P <<0. 001 <0. 001 <0. 001 <0. 001

¥ 5 mimic NC 4 AHLIL . * P<<0.05;5 miR-186 ZH4H X, " P<<0.05,

x3 548 HL-60 A f EMT #H % B F mRNA #3F Rk K F L& («+5)

28 51 E-cadherin N-cadherin Vimentin FN
Xf R 2 1.0040.07 1.0040.10 1.0040. 09 1.0040. 10
mimic NC 4 1.04+0.06 0.97-0.02 1.00+0. 08 1.004+0.11
miR-186 £ 1.34%0.12" 0.6620.04" 0.7440.05" 0.6720.04"
miR-186 -+ 311 il 51 41 1.7040.057 0.36+0.037 0.4840.047 0.3940.057
miR-186 -+ #4731 4 1.1540.097 0.94-+0.03% 0.9440.087 0.9140.067
F 36.618 81.717 30. 072 34, 847
P <<0. 001 <<0. 001 <0.001 <<0. 001

5 mimic NCH ML, * P<<0.05; 5 miR-186 ZHI Lk, ™ P<C0. 05,

F4 548 HL-60 4ifa i PRBK/AKT ESBEEBREKELE (2 +5)

215 PI3K p-PI3K AKT p-AKT
X R 0.20+0.02 0.91+0. 04 0.2040.02 0.89+0.06
mimic NC 41 0.2140.01 0.90=0. 05 0.2140.03 0.9120. 05
miR-186 2 0.2020. 02 0.7140.03" 0.2140.03 0.5140.03"
miR-186 -+ 1l il 7 41 0.20+0.03 0.41-+0.03% 0.2040.02 0.3140.027
miR-186 -+ i 71 41 0.21+£0.02 0.9140.047 0.20+0.01 0.81+0.027
F 0. 205 94. 640 0.167 134. 385
P 0. 930 <<0. 001 0.951 <<0. 001

ERi

1 : 5 mimic NC 4040, * P<<0.05;5 miR-186 4 AL, ~

P|3K|_- —— O o —q

ﬁ?@ . @?’ /\%g»‘?’ @& _ %,4‘_@
& N N a5
N R R
N <
E 6 HL-60 #A A PISK/AKT BEEXEZEANRE
it it
AW ABIMNE T 5 R AR, A vk

i 28 AL 20 i 2 A S 1SR L A i o R R A2 A o e 2

P<C0.05,

Z2 40 MU /0 ) B ARAE R SR R T R R AR
DAL T AT 9% 2 1 6 2R 5 A 56 43 1 AL o 6 9% 9 9 R
SR T K miRNA 25 £ fl i 40 i A= K
SRR SR AT R E A TR T
miRNA KB K FEaE H o K, B8Ok 82 1) miRNA
T TR A T SR AR A I R L R R TS S
bR Y . AT R, miRNA F W 52—
miR-186, 2 5§ i) i ¥ £ Fp 36 4, 76 B 98 LB/ 40 e
it Jes R G 510 B 98 A5 S [ WORE T miR-186 Rk K Py
T RE, miR-186 2 5 1) il 240 i ¥4 8 L i B AR 28 45 0
T CUT &Y W5 R W], miR-186 RERE eIk /N4
I A s ) 4 B R A A% ok R ke B B AR . A e
I EEL 200 R ¥ IO L S AR IR AR P miR-186 %
KPR HEAR KT miR-186 5 2 VE8E & M
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M VR ML 0 B 50 W . AW 52245 R B R , miR-
186 2 HIL-60 4 ifd 3 58 % Al iE # K T mimic NC
H.EFHA5¥E L (P<0.05), /8 miR-186
XF HL-60 48 il A il 3 58 AL % 09 /E D U B miR-
186 A AT & il SbERE R (s 0 & A LR X — 4
Rt 5 miR-186 76§ 51 Ao P 10 22 a8 25 AL
PISK/AKT 3 75 it 8 20 ffd & A= o 2 b B
BRI 30E PISK/AKT A 2%, 7T LAAE #F 40 i Y
WEEH 55 RS . DONG %6 76 508 40 i ob 1 0F 5% R
miR-186 7] LA 845 PISK/AKT 15 5 18 #% . f°f B 25
E fili B A i F 5 A [ A 0 R R A B Y 3 A S AT
52 miR-186 i i% PISK/AKT i@ #% () 5 , A HF 5T
2L W, miR-186 41 p-PISK #1 p-AKT & 4 £ ik K
AL F mimic NC 4, ZFHHEHRITFEE X (P <
0.05) . 478 miR-186 i F ik W] L) ik 2 FE AL HL-60 4
ffl p-PI3K F1 p-AKT &H 1R B KF, X5 P&
U PISK/AKT 38 #% 5 HL-60 40 g 59 BF 53 245
L, ABFSE & B, miR-186 -+ #1115 41 HL-60 21 ity
W% B R p-PI3K Al p-AKT & 13 ik K FAK
T miR-186 41, miR-186 -+ J# i 7l 41 HIL-60 4l Jitd 34 7
R T B R, pPIBK Ml pAKT EHEKXKFEE T
miR-186 4, 22 7 A g it 2 L (P <<0. 05) , $& /R Fifi
& PI3K/AKT i % 717 i 58 69 fin A, HL-60 28 Jfd 3 58
R B R p-PI3K Hl p-AKT & [ 335 7K VAR, 1
A PISK/AKT 38 #3006 500 )5 . I 55 40 i 570 20 A AR
B A H L, F W HL-60 20 ik A2 2 30 i 59 7E AL 5
miR-186 %f PI3K/AKT 1 % it FH i A 5 .
i3 40 28 4 EMT 345 ] i ¢ 8 1 2L &5 54 B
Al 1 4 2 5 g e RV EMT P45 2 — N E 241
W £ AL, 22 R A S 08 B P S, AR B Sk -« B
(NF-«kB) .PI3SK/AKT.Janus i 2 (JAK2) /{E 5 %
G SR BOE R F 3(STAT3) %, miRNA 7E 9% 14
Jo i B RS RS B A L 2R R AR A X I g
S M A 55 TP % B0 miR-490-3p A LASE 5 #l EMT
R AR R A0 Y A R R . ZHOU SR
WF5E 2 B . miR-148a-3p 7] DLl i 48 EMT 1 410
il PR R I Y TE R L R A T T 1 A R A
7% J2 Il e i B 1) B L L DAL T R A B EMUT 0O i
SRR, AR H, miR-186 4 E-cadher-
in ¢ e mRNA £EKF 5 T mimic NC 4, 22571
G it = L (P<<0.05), N-cadherin, Vimentin,FN
JH mRNA KK KT mimic NC 4, 25 ¥H 5
P2 X (P<C0. 05) ; miR-186+ 1] ] 40 E-cadherin
FH mRNA FikKFEm T miR-186 41, 22 7 ¥4 48
J12% 3 L (P<C0. 05) s N-cadherin, Vimentin ,FN K& H
mRNA % 5K K T miR-186 4, 22 7 ¥ A 45t 2#

B (P <C0.05); miR-186 4+ 4 1% 7 40 E-cadherin
H mRNA kKT miR-186 4, Z F WA 51T
27 X (P <C0. 05), N-cadherin, Vimentin, FN J H
mRNA %3k /K F & T miR-186 41, 2 ¥4 58 it 2
B (P<<0.05), VB4R ER miR-186 M1l T
HL-60 4 fifs EMT #F#2, £ i A PISK/AKT {553 [
i 5 . E-cadherin & H: mRNA ik K F it —
F+ 5 s N-cadherin., Vimentin, FN & H mRNA Fik/K
SRR o T U R0 2E D0 0 R 4 AR s R A, X
PLH miR-186 18 i 18 PISK/AKT 15 5 8@ #% 31
HL-60 ZHjfd EMT #EF2, PN 52 0 HL-60 2 il i) 3 5%
53 B 3 5 A B S A Ml R g P A F g 45 SR AR AL
577 miR-186 fEf%iE i fH & PI3SK/AKT 3 % S 717 il
i3 40 B 8 EMIT , 328 10 490 o) 440 34 g R RS

25 b iR, miR-186 i 3% A A] i@ i BH i PI3K/
AKT {5 538 B, 3 #) HL-60 40 s EMT, i ifif 41
HL-60 40 i 3 58 FE A% . AR WF 58 DL miR-186 A #H g
TR H 2536 97 2Pk 88 & 1 B AR e B Ak, (1
miR-186 % HL-60 40 i i 34 58 i # S EMT # & 5%
Wi 2 75 5 HAR AL A DT i — 2B IR AT .
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