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HE] E=5HY: miR-12907 LAY TR IAY K T-2 (interferon regulatory factor-2, IRF2) [k, AR/
4H )i (non-small cell lung cancer, NSCLC) WG4 24Ty, (HHEBAARERPLSH BT HAERE, Fik, #imiR-
129088 [/ IRF2XINSCLCAH M A 5 . (R 2 (1 42 A5 F ARG ik IG5 A 3R I AS494H L 4 ymiR-1290 mimicZH
miR-1290 inhibitord FINCZ ; S 2% ) i 5 58 & s ) v (real-time fluorescence quantitative polymerase chain reaction,
RTFQ-PCR) I [ i FNIE L (Western blot) il #4141 fimiR-1290 FIIRF2[ K IE, R R EFSL 6 — B 56 L 7] 9%
Fo PHEANEFRASAOG > INCAH (BB a kL) . miR-12902H (A %tmiR-1290) . IRF24H (A YLIRF2) FImiR-
1290+IRF24 (5 4miR-1290+IRF2) ; 4l it %7 (cell counting kit-8, CCK-8) 46l & ZH 41 Ju FIIGFE G, Transwell
SIS R I B L0 0 (1R 2, R SR A 4R BIT 2, Western blot4 I - 2H 41 it if &7 P9 % 4 KBl 7 (vascular endothelial
growth factor, VEGF) . E-f%i%& & A (E-cadherin) . /i 485 AE¥ (matrix metalloproteinase, MMP) -2F1Ki-67.
Z58. miR-12907] AHE A A IS IRF2 (1L, ENCAALL, miR-12904miR-1290/)% iAW & Eil (P<0.05) , IRF2
PIFRIEHE TR (P<0.05) , HMMIGHIEYE. RA2BIFITHEIPE EiF (P<0.05) , VEGF. MMP-2HIKi-678] % i
(P<0.05) , E-cadherin/K-FH]&E Nl (P<0.05) , IRF2AIRF2[FILIE FIH (P<0.05) , 4 siEt:. 28 /180T
B NH (P<0.05) , VEGF. MMP-2FIKi-67W] & Fiff (P<0.05) , E-cadherin/K* VW] Fifl (P<0.05) ; SIRF241
AL, miR-1290+IRF24ImiR-1290/ &AM E il (P<0.05) , IRF2[FRIEME T (P<0.05) , giffutssgintt. 2%
FE R E M (P<0.05) , VEGF. MMP-2fIKi-67# & Eif (P<0.05) , E-cadherin/K-F-HIE N (P<0.05) . #5it:
miR-1290 7] fe i 1 #0 [7] SR IRF2 00K IE (R ENSCLCAH i (1 14 G AR 22
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[ Abstract] Background and purpose: miR-1290 can regulate the expression of interferon regulatory factor-2 (IRF2) and the
malignant biological behavior of non-small cell lung cancer (NSCLC), but the specific mechanism of its action is still unclear.
Therefore, this study explored the regulatory effect of miR-1290 targeting IRF2 on the proliferation and invasion of NSCLC cells
and its related mechanism. Methods: A549 cells cultured in vitro were divided into miR-1290 mimic group, miR-1290 inhibitor
group and NC group. Real-time fluorescence quantitative polymerase chain reaction (RTFQ-PCR) and Western blot were performed
to detect expression of miR-1290 and IRF2 in each group. Their targeted relationship was further verified by fluorescence assay.

A549 cells cultured in vitro were divided into NC group (transfected with mimic), miR-1290 group (transfected with miR-1290),
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IRF2 group (transfected with IRF2) and miR-1290+IRF2 group (transfected with miR-1290+IRF2). Cell counting kit-8 (CCK-

8) was performed to detect cell proliferation activity in each group. Transwell assay was performed to detect cell invasion in each
group. The cell migration was detected by scratch test. The levels of vascular endothelial growth factor (VEGF), E-cadherin, matrix
metalloproteinase (MMP)-2 and Ki-67 in each group were detected by Western blot. Results: IRF2 expression could be negatively
regulated by miR-1290. Compared with NC group, miR-1290 expression was significantly up-regulated in miR-1290 group (P<0.05),
while IRF2 expression was significantly down-regulated (P<0.05). Moreover, cell proliferation activity, invasion ability and
migration rate were significantly increased (P<0.05), levels of VEGF, MMP-2 and Ki-67 were significantly up-regulated (P<0.05),
and expression of E-cadherin was significantly down-regulated (P<0.05) in miR-1290 group. IRF2 expression was significantly up-
regulated in IRF2 group (P<0.05), cell proliferation activity, invasion ability and migration rate were significantly decreased (P<0.05),
levels of VEGF, MMP-2 and Ki-67 were significantly down-regulated (P<0.05), and protein level of E-cadherin was significantly
up-regulated (P<0.05). Compared with IRF2 group, miR-1290 expression was significantly up-regulated in miR-1290+IRF2 group,
while expression of IRF2 was significantly down-regulated (P<0.05). In addition, cell proliferation activity, invasion ability and
migration rate were significantly increased (P<0.05), levels of VEGF, MMP-2 and Ki-67 were significantly up-regulated (P<0.05),
and protein level of E-cadherin was significantly down-regulated (P<0.05). Conclusion: MiR-1290 may promote proliferation and

invasion of NSCLC cells by negatively regulating IRF2 expression.
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B/ LIt ( non-small cell lung cancer,
NSCLC) R WAIMHEEAL, 2 5 I i iy
80%, EMERRFER, S RAFRRAY /L, SEAAF
FARME L HAT, NSCLCH:# R T AL
GARYT, VIR B AR AT ], 4 RS
JFedt ) . WFSENSCLCAN M % A 33 58 AN B WL
il X T ARG T B A EEOE L, miRNAZ—2H
BAMEERIEgS/DRNA, AT LLJEE 4R
LR DL miR-1290 2 IT4F K & LAY
—Fh 5 A I mIRNA , 752 R g iy
FAESE R E#RE Y IR /R, miR-1290
] PAVET TR P F-2 (interferon regulatory
factor-2, IRF2) 9383k, JATNSCLCHH 1) %
Ve AT O, EEAE BRI H AT A
WL B, AW/ HmiR-129040 [ IRF2 1
INSCLCHH ML AE 2= AT AR EIBLEH, BTER
NSCLCHY/rFHE a7 # it — e S H 1

1 MR
11 MRS

4 A shlifEAR {4 3 2€ B Thermo Scientific
N HE]; T5005E I SO0 E B A BEEE W (real-
time fluorescence quantitative polymerase chain
reaction, RTFQ-PCR ) &4 H 3£ [FE Applied
Biosystems/Zy H] 3 AS4940 W B I B F
PR A RA A 2 BkipGL3W H FI(EH#E

YR A R A A A& IRF2 3°-UTRJFHI B %
RS FE R Bokr (3°-UTR IRF2-WT ) FI&AH
IRF2 3°-UTRZAE 791 (15 G2 Bl 2 A ks
(3°-UTR IRF2-MUT ) i FE3R CHRBHE (b
) ARRA R EIFYEE ; PCRYIYH LA
TAY) TARA A E G R 203 S I ik 5]
&0 H o BB E A RHCA R A F] ;. RPMI-
16405574 . R4 L5 e A P8R G /RBHE (b
) FiBRZH]; Lipofectamine 20004 415 1y
A g EEEYRECA RA A 4 i i1 0
45 (cell counting kit-8, CCK-8) Iy H sy ¥ 36
FERHCAPRAR]; Transwel/Na g { F A
VIR AR A A, RNASREBGAR & . i %l
Ma . ZObE RN A IR R EFHEA
FRA W] B-actin, M4SN EAERK BT (vascular
endothelial growth factor, VEGF ) | E-#5%h%
HE 1 (E-cadherin) . EF4EE AN ( matrix
metalloproteinase, MMP ) -2F1Ki-6 740 H
32 [ESanta Cruz/A A .
1.2 dpatEsR SR

P A S9N UL AP T 5 10% 6 40 1L 75 T RPMI-
1640355, B T37 °C. COMBEHI5%
M IRRE IR . B H 0 INCAL | miR-1290
mimicZH FImiR-1290 inhibitor . % YLHij24 hik
Tl AEL , ORE s L BORL S YL BINCZH 40, miR-
1290 mimic4 4% miR-12902H 40 /g, miR-1290
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inhibitor#% 4t #|miR-1290 inhibitorZH 40}y, F%H8
LR E D BRI A TR Y . R HIRTFQ-PCRA
M RERISE (Western blot ) A5 4% 2H 4 fimiR-
1290FIIRF2[#) 5k
1.3 miR-1290F1IRF2RY5E 5] 3£ R I& I

K DGR BHE M S g0 i — P 55 iFmiR-1290
FIRF2AVEE R OC R, AR miRIN AL 5 5000 45 {24 F5t
W, BT DL 5 miR-129019 %% 4 HIRF2 mRNA
()3 -UTRIFSI, RIS 1A I DNA Fr Bt
(WT) FI&ixf R4 & (MUT) (JDNA K
B, SERERINOCR MG 3T #kpGL3 . Hi%
FRL L Y FmiR- 12904 FINCAL 40 L, 55748 h
Ja . R 9Ot 2wl A i R & i 2O R
Tk
1.4 MRS S5

BOWN B K IASA920 /i, 7 ANCH |
miR-129041 . IRF24]{ f1miR-1290+IRF24], %%
YURi24 hiZA AN, KA BB R L BINCAL
MY, miR-1290 mimick% 4L |miR-12904H FlimiR-
1290-+IRF24{ 4 fitl ; HFIRF24#4 # 3| pLV-DNAZ
1At F 38 5 e 3 IRF24H AimiR-1290+IRF22H 41
Ji, e BREG YR B R D R T L
1.5 L EmiR-1290F0IRF2/I R % 7k F

F M RTFQ-PCRIM E 4% 41 41 iy F miR-
1290 FIRF21y Kik /K, TRIzolk 4
BT S RNA, &AM cDNA,
#FTRTFQ-PCR, miR-1290 5|9 .
5"-GGCTCTGAGTGGTTGAGC-3", TFliit:
5’-CAGTGCGTGTCGTGGAGT-3"; IRF2 I}
314. 5°-TGAACTGCATACTACGCTCAAG
A-3", FUislY: 5°-CGGATTCGTCACAATG
TGTTC-3", Wi5|¥ . KRFKMES IS
Wk [7], LAGAPDHYE RN Z:, % Western blot
REIIRF2(/) 615, fd 20 M 2 i pe BB R
AR SR R ot 280 R DR M TR 58 J v Uk e
B2 R I AR, bt NIRF2 2 s pEdiik
(1:1000) Fp-actindk FAEAHT (1:300) , 4°C
TREER, BEIN 437 °CFEE2 h, ik
ORGSR FHEER UG AT A o B B 1
e KEEAA

1.6 CCK-8#ill & 20 40 i Y 1 38 i 14

B AHRPRUE KT ASA9Z0ME, K5 2
BBHER T o6 fLA T, AALIARI200 pL, F10°4
A, F37 °C. COMBBEC NS % BEFRFa T
BiFE, a0, 24, 48, 72, 96 hitfTCCK-8%
W, A0 pL CCK-8iatH, 2R FH S0 I i3t
K450 nmAb KLY OLEE (D) fA.

1.7 Transwell3XIHeN & AMEHIEE D

B100 pL i B 2k B e ¥ 20 88 & T
Transwel l/NE JIEHB o HUAS 41 X B A K Y
AS54940 1, FH0.2% 1) k& H B ST IH A S,
iJE] e 20 i %% B 2% 10°>/mL o, HR100 p LB
IR 20 BN T H %, T37 °CL COLR 43
BORHSD%H & T E: 3248 h)g, B Transwell
INE, RN E, Mg iria, B
T B UL 5% R & TR Y 4 e, O i 2k
SLEY, BCFAME,

1.8 XIRSLIGHN & H AR TR

T 2H 0B K ST 0 A S 494 i 32 b T 96 FLAR
H, T37°C. COMIBBBNS %ISR T 1R,
R )2 TS, AR, RIKHE N
TR A U R LG LR — H 4k, SRHIPBSTEYR3
K, T37°C. COMBUTECHSU% 551 T 5 HLE
Fro W TR AL A AR DL, DU
RIRTERE, TR AIER R,

1.9 Western blot#&|VEGF. E-cadherin,
MMP-2%F B 7K & Ki-671EHIE 4]

A LA B A K AS4941 i, K FH 40 i
RS, MR ( bicinchoninic
acid, BCA) kitAT&EFE R, W50 ngd ik
RN BN BERE TR, MERR R —H O
M, EIREA2 h, SRAAVEBEZE i ( TRIS-
buffered saline Tween, TBST) VEIEIFIn—3i,
4 CilR A, TBSTEAMM —4t, E|TFERE
2 h, HHBMAFRCER, BEHB-actinfEAH
%, KRG EI G AL I R G T AT R 55
110 SritZ4bE

K HISPSS 17.04K A4 Xk Fr A5 B4 217 534
TR R UUxts R, KT R et T iE
AVERG, A4 Y0 R RS HL A Ry 25 5%,
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RN ZRTT 2200 A LEB M 2 ] 2 ek, v 4 1)
HWHAT 225, K HISNK-gh 56 LA P2 W] 22 572
P<0.05 225 it =478 o

2 % R

2.1 miR-12905IRF2IE8[E % &

KmiR-1290 mimicFHImiR-1290 inhibitorsy
gL #lmiR-1290 41 L J5, R HHRTFQ-PCRAI
Western blot# 1452 41 fimiR-1290 AR F2 (Y &
ik, g5 R 5NCAMLEE, miR-1290 mimic]
FmiR-1290 mRNAZK-BH 40 [ (8.13+0.05)
vs (1.00+0.00), P<0.05], IRF2Z 4 FIimRNA
AR R [ (0.1740.02) vs (0.28+0.02) ;

(0.3240.02) vs (1.00+0.00), P<0.05], miR-
1290 inhibitorfHymiR-1290 mRNA /KB i

TR [ (0.17£0.02) vs (1.00+0.00), P<0.05],
IRF22E 1 AImRNA KB g 340 [ (0.65+0.05)
vs (0.28+0.02); (2.87+0.08) vs (1.00+0.00),
P<0.05, #1, %1] .

RF2 s —

1 miR-12905IRF2H9#E[E £ 2
Fig.1 Targeted relationship between miR-1290 and IRF2

%1 miR-12905IRF2HYER[EI X &
Tab.1 Targeted relationship between miR-1290 and IRF2

Group miR-1290 IRF2 protein IRF2 mRNA
NC group (1=6) 1.00 +0.00 0.28 +0.02 1.00 = 0.00
miR-1290 mimic group (n=6) 8.13+0.05 0.17 +£0.02 0.32£0.02"
miR-1290 inhibitor group (#=6) 0.17 +0.02° 0.65 +0.05 2.87+0.08
F value 118 305.310 355.818 2 508.706
P value <0.001 <0.001 <0.001
": P<0.05, compared with NC group
el SE M SIS IO mi :
2.2 WHEHEFEMLIEEIEMIR-12905IRF2H 157 Bl mimicNC [] miR-1290 mimic
BEXF .
RANE & miR-129045 45 TRF2 mRNA 3°- 2 —_ —
. s 8 1.0
UTRFFI; si FIDNA Bt (WT ) FIEIZ AL 2
ZAR K (MUT) FIDNA R BE, SERESINIOER 3
itk 5 3l ¥ 2K pGL3 , J3 % Y« B miR- 129041 Fl £ %
NCZH 40, >R F 220t 2 i A I3 55 & ) 5 ¢ e i
JCERFEE, SRR, SEQREARYOLR 00

it OB ZEAH b, e YL AR RS Sl 2Rl Bk RN
miR-1290 mimicZH 4 i 17 628 B P b 2 REAIK
[ (0.38+0.04) vs (1.00+0.04) , P<0.05] ,
miR-1290 7] DL ] 7 HEIRF2 ([E12)

IRF2 3’ -UTR WT IRF2 3° -UTR MUT

B 2 FOLRESRERN S AR RGN
Fig. 2 Luciferase activity of cells in each group was detected by

luciferase experiment
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2.3 RTFQ-PCR#AWestern blot#:ill & 2HA549
B dE S FEmiR—1290F1IRF2H) R % 7k

W o3 (U BOR L e BINCA 40, miR-1290
mimic% ¢ 3| miR-12902H FImiR-1290-+IRF24H 4
Jil; KAIRF2H i 3 pLV-DNA A o 3K 5 5 L 3|
IRF241 fImiR-1290+IRF2H 41l f5 , % FHRTFQ-
PCRAIWestern blotf il 4520 4fi fdmiR-1290 HITRF2
FIZeik, 8RR SNCHAMIL, miR-12904H
miR-1290 mRNAZK A 34 m [ (8.1140.06 ) vs
(1.00£0.00 ) , P<0.05] , IRF2%& [1HIMRNAK
SEEE RS [ (0.1540.02) ws (0.27+0.02) ;
(0.33+0.03) wvs (1.00+0.00) , P<0.05] ,
IRF2Z4IRF2%E H MmRN A K ¥ B & 3
[ (1.23+0.05) vs (0.27+£0.02) ; (7.65+0.05)
vs (1.00+£0.00) , P<0.05] ; SIRF24i#f

b, miR-1290+IRF24{miR-1290 mRNAK ¥
B3 [ (8.09+£0.06) vs (1.02+0.03) ,
P<0.05] , IRF2# H AImRNA K8 T [
[ (0.24+0.05) vs (1.2340.05) ; (0.93+0.06)
vs (7.65+0.05) , P<0.05, K3, %217 .

B3 #HLFASAMMIRF2EARIRIE
Fig.3 [Expression of IRF2 protein in transfected A549 cells

R 2 BAASAOHKIFEEMIR-1290F1IRF2H K F
Tab.2 miR-1290 and IRF2 levels of A549 cells in each group after transfection

Group miR-1290 IRF2 protein IRF2 mRNA
NC group (n=6) 1.00 = 0.00 0.27 +0.02 1.00 + 0.00
miR-1290 group (n=6) 8.11+£0.06" 0.15+0.02° 0.33+0.03"
IRF2 group (n=6) 1.02 +0.03 1.23+0.05° 7.65 +0.05"
miR-1290+IRF2 group (n=6) 8.09 +0.06" 0.24 +0.05" 0.93 +0.06"
F value 49 858.049 1 160.604 41079.171
P value <0.001 <0.001 <0.001

": P<0.05, compared with NC group; *: P<0.05, compared with IRF2 group

2.4 CCK-8#&ill& HAS4940 il HyHE FE 155

K FH CCK-8 A6 45 2H % 85 A K 3] A 54941 g A
WL, 45BN, SNCAIMHE, miR-1290
AR FR24 . 48 72196 hist % I 34
(P<0.05) , IRF2UHIAETIERTFR24 . 48, 724l
96 hi e W] i FI% (P<0.05) , miR-1290+IRF2

HAMAEREFR24 . 48, 72196 hintEie 4 JCH i
Ak (P>0.05) ; S5IRF24HAHEL, miR-1290+IRF2
HAMMIAERTFR24 . 48, 72196 hisf £ B g 34
(P<0.05) ; 5miR-12904#H L, miR-1290+IRF2
HANMETER FE24 . 48, 72H196 hisfE 22 F Y LS5
PEE L (P>0.05, #£3) .

#* 3 FBAHAASAMMEHIILTETER
Tab.3 Proliferation of A549 cells in each group

Group Oh 24 h 48 h 72h 96 h
NC group (1=6) 0.14 +0.02 0.37 +0.03 0.52 +0.05 0.74 + 0.06 0.80 +0.06
miR-1290 group (n=6) 0.12 = 0.02 0.43+0.04° 0.62 +0.06° 0.85+0.08" 0.92+0.08
IRF2 group (n=6) 0.13 = 0.02 0.25+0.03 0.37 +£0.04° 0.44 +0.05 0.52+0.05
miR-1290+IRF2 group (n=6) 0.14 = 0.02 0.40 +0.03" 0.58 +0.06" 0.78 +0.07" 0.84 +0.08"
F value 1.375 34,744 25.540 45.092 38.434

P value 0.279 <0.001 <0.001 <0.001 <0.001

"1 P<0.05, compared with NC group; *: P<0.05, compared with IRF2 group
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2.5 Transwell fA%IJR SE3& 40 & A AS494H A Y
2T HeE

K FH Transwell 52 5045 I 452 X404 K 1 A549
YA 128 7, Sl IR S A DN 4% 2 X A K
ASAOYIIERYERS J1, SRR, SNCHML,
miR-12902H 4H i {7 5% 4 i £5OR 240 Jf 1 4% R 0 G
B [ (183.45422.37) ws (127.26£17.95) ;
(65.43+8.61) vs (44.37+6.58) , P<0.05] ,
IRF2 20 20 i A= 2% 20 M B R 20 i i R SR B e R
M [ (73.35+11.36) vs (127.26+17.95) ;

miR-1290

miR-1290

(28.25+5.24) vs (44.37+6.58) , P<0.05] ,
miR-1290-+TRF 241 4 i (= 2% 4t i B0 248 Jf i 7% %
TR 2R (P>0.05) ; SIRF24HAHH., miR-
1290-+IRF24H 41 fifd = 28 40 i BRI 40 i T % R B i
#m [ (131.48+18.51) vs (73.35+11.36) ;
(47.40+£7.23) vs (2825+524) , P<0.05]; 5
miR-12902H#H 1., miR-1290+IRF24H 4 it {222 21
MBI M RS R i N R [ (131.48+18.51)
vs (183.45+22.37) ; (47.40+7.23) vs
(65.4348.61) , P<0.05, K4, 47,

miR-1290+IRF2

IRF2 o miR-1290+IRF2

B 4 &BEAASAMRIHIEZEINTR S

Fig. 4 Invasion and migration of A549 cells in each group

A: Invasion of cells detected by Transwell assay; B: Migration of cells detected by scratch test

* 4 FBHAASAMKEZRINTR A

Tab. 4 Invasion and migration of A549 cells in each group

Group Number of invasive cells Cell mobility/%
NC group (n=6) 127.26 +17.95 4437 +6.58
miR-1290 group (n=6) 183.45+22.37 65.43 = 8.61"
IRF2 group (n=6) 7335+ 11.36" 28.25£5.24"
miR-1290+IRF2 group (n=6) 131.48 +18.51"* 47.40 +7.23"4
F value 37.524 28.269

P value <0.001 <0.001

" P<0.05, compared with NC group; “: P<0.05, compared with IRF2 group; *: P<0.05, compared with miR-1290 group
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2.6 Western blot#ill & HA5494fIVEGF .,
E-cadherin, MMP-2%E Bk K Ki-671E551541
K H Western blotA4s il 45 41 X % A K 1
AS494fi VEGF . E-cadherin, MMP-2%
KV Ki-6THFE 455, 45 R Bon, SNCUIM
I, miR-12904H 40 il VEGF . MMP-2f1Ki-67
B3 [ (0.75+0.07) vs (0.47+0.04) ;
(0.67+0.06) vs (0.38+0.03); (0.72+0.06) vs
(0.40+0.04), P<0.05], E-cadherin/KF-1H &}
TR [(0.2120.03) vs (0.32+0.03), P<0.05],
IRF2A 41 VEGF . MMP-2f1Ki-678] & T f&
[(0.26+0.03) vs (0.47+0.04); (0.23+0.03)
vs (0.38+0.03); (0.25+0.03) vs (0.40+0.04),
P<0.05], E-cadherinZK A 20 [ (0.61+0.05)
vs (0.3240.03), P<0.05], miR-1290+IRF2
HAVEGF, MMP-2, Ki-67f1E-cadherin
T 2% % (P>0.05) . SIRF241 4L, miR-
1290+IRF2 41 i i VEGF . MMP-2 1K i-67H] i 1
[ (0.51+0.05) vs (0.26+0.03); (0.41+0.04)
vs (0.23+0.03); (0.44+0.04) vs(0.25+0.03),
P<0.05] , E-cadherin/KCF-HH 2 T % [ (0.30+0.03)
vs (0.61£0.05), P<0.05] ; 5miR-1290414H

Ft, miR-1290+IRF24H 4 i VEGF, MMP-2 Hl
Ki-67H1 % FR& [ (0.51£0.05) vs (0.75+0.07) ;
(0.41+0.04) vs (0.67+0.06); (0.44+0.04) vs
(0.72+0.06) , P<0.05], E-cadherin/KF-H# i
W[ (0.30+£0.03) vs (0.21+£0.03), P<0.05,
K5, #5]

VEGF s SR e

Ecadherin

MMP-2 s S s —

Ki-67 e AR o —

B-actin

et St ot

> PO X
& &
&

B 5 KHEAS494BIVEGF, E-cadherin, MMP-2, Ki-67
Hy7K T
Fig.5 Levels of VEGF, E-cadherin, MMP-2 and Ki-67 of A549

cells in each group

*5 HLHAS494BEVEGF, E-cadherin, MMP-2, Ki-678J7kF
Tab.5 Levels of VEGF, E-cadherin, MMP-2 and Ki-67 of A549 cells in each group

Group VEGF E-cadherin MMP-2 Ki-67

NC group (n=6) 0.47 £ 0.04 0.32+0.03 0.38 +0.03 0.40 + 0.04
miR-1290 group (n=6) 0.75+0.07 0.21 +0.03 0.67 +0.06" 0.72 +0.06
IRF2 group (n=6) 0.26 +0.03 0.61 £0.05" 0.23+0.03" 0.25+0.03"
miR-1290+IRF2 group (n=6) 0.51 £0.05"™ 0.30 £0.03"* 0.41 +0.04™ 0.44 +0.04"*
F value 97.838 138.769 114.600 111.301

P value <0.001 <0.001 <0.001 <0.001

"1 P<0.05, compared with NC group; *: P<0.05, compared with IRF2 group;
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*: P<0.05, compared with miR-1290 group
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