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(% ZE] & 4% miR-21 A FL P M4 S8 T K 1 4 (programmed cell death factor 4, PDCD4) %} AF /)N 41 i fifi 3% (non-small
cell lung cancer, NSCLC) A549 4 g 38 5 A % 1) 52 M Je SLAERINUG . 2 ok  RIFAMEBRIAREE AR 43 51K miR-21 mimics.miR-21
inhibitors .miR-NC JF % 5 G2 21 56 5042 K1) AS49 Z0 ML, 4 4k 48 h 5 A2 5O BAET NI 536 e33R , il qPCRIEAS I A549 411 fif vp
miR-21.PDCD4 mRNA ({5 IE Ko FR Ot 2 B 5 56 50 IE miR-21 5 PDCD4 (1 #8173 9¢ & , F MTT ¥R A6 I 41 fied 1) 44 4
715 Fi Transwell /I % V24600 40 §d (¥ 3T # &8 7 , i ELISA V2 A5 W % 2H 48 P 973 - TNF-a 7K F, il WB V£ 44 U 41 il 1 PDCD4.
NF-kB p65p-NF-kB p65 £& [ R E K. 48 F il miR-21 i FIEFIITER Y AS49 41 R . W5t R 15 3 N S2 36 1E
SZmiR-21 ¥ [ §il 1) PDCD4 £k o 3 3% 3% miR-21 0] W] & 4141 A549 41 g PDCD4 mRNA F3A (P<0.01) , ¢ 32 21 Jfg 1) 38 5
53T R 11 (P<0.05 5% P<0.01) , 32 7 TNF-a 43 i /K *F- (P<0.01) , F il PDCD4 £ [ 1) %5 (P<0.01) , L1 p-NF-xB p65 &
1 263K (P<0.05) o IT Bk miR-21 X 4 (4 52 e ) 5 3ok 6 3 miR-21 PR FAH Bz . 45 &« 3 383k miR-21 AR 3k A 549 2 g & 5 Al
R RE ST 1 ZAEH Al RE S HEE R 0 PDCDA4 . #434 NF-xB/TNF-o B B 5%
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miR-21 regulates the proliferation and migration of non-small cell lung cancer
A549 cells by targeting PDCD4 gene

LI Ming', PEI Xiaoning', YUE Kai', MU Yalin', ZHANG Chenghui', ZHAO Yanqiu® (1. Department of Oncology, Nanyang Central
Hospital, Nanyang 473000, Henan, China; 2. Department of Oncology, Henan Cancer Hospital, Zhengzhou 450000, Henan, China)

[Abstract] Objective: To explore the effects of miR-21 targeting PDCD4 (programmed cell death factor 4) on proliferation and migration
of non-small cell lung cancer (NSCLC) A549 cells and the possible mechanism. Methods: The miR-21 mimics, miR-21 inhibitors and
miR-NC plasmids were transfected into A549 cells in logarithmic growth phase by liposome transfection technology. Forty-eight hours after
transfection, the transfection efficiency was observed under a fluorescence microscope, and the mRNA expression levels of miR-21 and
PDCDA4 in A549 cells were detected by qPCR. Dual luciferase reporter gene experiment was used to detect the targeting relationship between
miR-21 and PDCD4, MTT method was used to detect cell proliferation, Transwell chamber method was used to detect cell migration ability,
and ELISA was used to detect the content of TNF-a in each group of cell culture fluids. WB was used to detect the protein expression levels
of PDCD4, NF-«kB p65 and p-NF-«kB p65 in cells. Results: The A549 cell line with miR-21 over-expression or knockdown was successfully
constructed. Dual luciferase reporter gene assay confirmed that miR-21 targetedly inhibited PDCD4 expression. Over-expression of miR-21
could significantly inhibit the mRNA expression of PDCD4 in A549 cells (P<0.01), promote cell proliferation and migration (P<0.05
or P<0.01), increase the secretion level of TNF-a (P<0.01), down-regulate the expression of PDCD4 protein (P<0.01), and up-regulate
p-NF-«B p65 protein level (P<0.05). The effect of silencing miR-21 on cells was opposite to the effect of miR-21 over-expression.
Conclusion: Over-expression of miR-21 can promote the proliferation and migration ability of A549 cells, which may be related to its targeted
inhibition of PDCD4 and activating the NF-kB/TNF-a pathway.
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proliferation; migration
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I 2 W IR B AL P S P IR 2 — , RO R
ANWT BT, A ERAE AR AR T i ) B8 2 T 100 541
FE 25 B R 0 e P g s A 1) R, R/ A
filiJ& (non-small cell lung cancer, NSCLC) %] 4 i &
TEL 80% /e P BEE T AR HUT I EZ MG
7T F B R J& , I R I R VA T S T K2
BEA S AH TG R 2, 5 AAF Z AN 10%~15%"
I, BRIt A R A 9% ) 43 1 WL, kT B va
A BERE X BHEER, miR-21 58 G R %
U1, 25l 2 Mg R AR R iR . 1R7
4 41 P 5 T2 K F 4 (programmed cell death factor 4,
PDCD4) & — F il B 8], £ N AR Z Rl 232 3%
1K IR B R A R e iR EEAE Y. miR-21 1@ i
PDCD4 1 2 [ 8 40 i f4 14 B L 1 28 K T A% e 0, H
HAENSCLC HAE ML e e 4> . At 5t
W2 miR-21 5%+ A NSCLC 4l fitd A549 #4458 3 7 11
5 J ot PDCD4 | 45 45 H, 48 3 HAE AL
il , B 7 N Im IR NSCLC 12 Wi 5isyr ittt =%
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1.1 e R A& 2K 7

A NSCLC 4HJifl A549 Il F 5[/ ATCC 2. RPMI
1640 K577 5 | it 4 L3 (fetal bovine serum, FBS) Il [ 38
Gibco 2 F] , miR-21 F4Y 4 (mimics) \miR-21 5] 77
(inhibitors) vmiR-Bf 45} H (miR-NC) FU KL 1 _E i 75 35
H 25 B AR A IR A 7 ¥ 3t , Lipofectamine™ 2000 %71 &
I H 2 [# Invitrogen 23 & , MTT 3571 &2 B 35 [& Sigma
2y, Transwell /N2 1 H 32 [E Corning 2 ] , i 5 48 48
“F-a(tumor necrosis factor-a., TNF-0.) ELISA 1877 &4
H O A TR TR A A, i A PDCD4 A% #
K [A ¥ kB (nuclear transcription factor kB, NF-kB)p65 .
IR (p-)NF-xB p65 —Hi- BRI S AP (horseradish
peroxidase, HRP) bR LLAEH TR —H T4 H 2% [ Abeam
] ARG R R R R &0 H 55 [E Promega
AF]
1.2 mfasdc i b4k 5

W A549 41 52 95 J5 2 N % 10% FBSL 100 U/ml
T 2100 pg/ml 555 K (1) RPMI 1640 B3 777,
37 °C.5% CO, ¥ IR A W B 7 » 1 2~3 d 40— 1, L
X R0 AR A A A i FH T 52

K AS49 A B BENL 73 A7 0 R L B T HEZH
HRIEHMPOERA . FeYLRT 1 d ¥ AS49 40 H2 A T
6 LI (2x10°4N/4L) , B F 37 °C.5% CO, 15 F 4 b 1%
I, R A LG BE R4, Y BEIR 70% I AT e Gy . 4%
H# Lipofectamine™ 2000 %% 44 i 751 16 B 45 1) 77 725 43 3l

# miR-21 mimics.miR-21 inhibitors.miR-NC %% 4t %=
ASA9 YR, S X R AR L. 85948 h s, TR
JE R B T (<1000 Wi %2 % JL 20 3 . B Bl ik Y 20
A E BEAT T B R R (R R =R
HH 2 €052 S 4T i 5/ 40 R < 100%) .
1.3 qPCRZH&MA54948f2+ miR-21 ZPDCD4 mRNA
8 & A KT

AL 5% AL B e T B, 4% TRIzol W57 & Ui B 15
077 15 R EL A B RNA, M 52 RNA F iR B fafi i,
IEH B RNA W8 B cDNA , #H4T qPCR ¥ 16 . &4
WESNE L. SMAKZ 20 ul: cDNA B 2 ul. = F
W 51905 1 u.2xSYBR Green qPCR Master Mix 10 pl.
MZEK 6 wlo M S5 A« AL M 94 °C 5 min; A2
94 °C 30 s,3iB K 50 °C 30 5,70 °CZEfH 60 s, 3L 40 /M E
Wo RMEREFHINGHIZ, 52 CtE. 5197
HIHH Bl AR I A BGE D . miR-21 LLU6 A
W2, PDCD4 Lk B-actin AN S, $% I 222 L1+ &
miR-21 Fl PDCD4 miRNA KX} ik & .
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Tab.1 Primer sequences

Gene Sequence

miR-21 F:5'-ATTAGCACTAGTAGCCTAGGA-3'
R:5-ACGTCCCACAATTGCCGGATC-3'

U6 F:5-AGGCATCTACCGCAGCTAA-3'
R:5-CGCATTAGCATGCCATAGA-3'

PDCD4 F:5'-ATCAATCGACGGATGACATC-3'
R:5-CATGGATGCTAGCTACGATA-3’

B-actin F:5'-ACCGTATTAGCTAGCTACAGTA-3’
R:5-ACTCGATCGAGATACGTAGCAA-3'

1.4 R A FHREARBIIMIR-21 5 PDCD4 &) ¥
m X F

A £ )15 2. 2% TargetScan miRwalk %4 Tl
miR-21 5 PDCD4 2 [i] {1 45 & {7 i« # PDCD4-
3'UTR 4 N\ 28 't 2 g 15 J& X % /& pMIR-REPORT ,
oy 5 55 A 7Y 5 41 5k pMIR-PDCD4 WT 5 A7 5 5847
f) PDCD4-3" UTR #di A\ pMIR-REPORT , 4 # 545 7Y
# # Jii ki pMIR-PDCD4 MUT. # miR-NC/miR-21
mimics 5 pMIR-PDCD4-MT/pMIR-PDCD4-MUT /i
$i ) A Lipofectamine™ 2000 %% 4435 51 3t % 4+ A549
SHHE, 5577 48 h JE A 28 2 B vE M, AN 98 G K
TR LR K ARG ZR B i B RGN
1.5 MTT &AM AS549 2m Lt 38 74 Ak

EEYL A8 h 5 E S AL AT, F RPMI 1640 85 77 3%
BVEAHM, DL 1.0x10° AN/ FLEE T 96 FLAR , R4 %
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BSAMNEAL. 0 E 9% 24.48 h, fERFANT 8] 5 45
BT 4 h, BFLIN 20 pl MTT VW, 4k 4: 15 9% 4 h 5 W
F B, BN 150 pl DMSO, 7843 7Z % 10 min ¥
iR & &, FF B AR ARSI 450 nm K Ak 5% L 11 D' %5 i
(D)YH, 2zl an A Kt 28 1 .

1.6 Transwell \J» E ik 4] A549 @ fie 69 L4558 /)

WA 2 4 3 G4 i, AAS 2 FBS B RPMI 1640 15
FRHL B IF AN, 1% 4x10°N/FLEE RN T Transwell |5,
TEAAN 500 pl 5 10% FBS ) RPMI 1640 55 9558 , &
M3 NESL. BT 37°C.5% CO, 57548 his %
24 h, U /N 2 B ARIER R4, B AL 1 ml
4% %2 5 RS VA VR 52 30 min, J5 FH 0.1% 45 b 48 e (o
20 min, T /2% BB T (x400) B AL B 10 A4S 40 EF
BT SR T EUE R AN AL, SRR
1.7 ELISA &4 A549 %8 ft 3 5 it F TNF-o K F

W B & 2H 3 e 4 8% 77 W, SR H ELISA VAl
B FR W TNF-a 7K o 28 i br v il 28, H2 40 b v i
AT E TR TNF-0 K .

1.8 WB ik 4| A549 0 j2. F PDCD4.NF-kB p65 #=
p-NF-kB p65 & @ 49 & ik K-F

P 4 20 M s B 1, B BCA 7 &l e 2
W, 50 pg 85 FFE &, 34T SDS-PAGE. #% i ,
TBST ¥ 3 X (10 min/¥X) J& » 5% it g W 8 5 &

miR-21 mimics

Bright field

Fluorescence

1 ho JI A PDCD4 . NF- kB p65 - p-NF- B p65 —
Pr(1:1 000D, N2 B-actin—HL(1:1 000 ,4 °CHE PRI
B TBST BEME 3 7%, I HRP bric i Ll 2E 41
ZHi(1:4 0000, FifE N REIREE 2 h, TBST Y/ 3 K
J& IR BCLAGS: KOG, W =BG 252 . ] Imagel
K% %A 73 #T PDCD4 \NF-kB p65 . p-NF-kB p65 & [
T K FEAE
1.9 “%hitsam

qPCR 7% \MTT i% . Transwell /N % 7 (ELISA V2 Al
WB S5 SEUG 4 B 5 3 k. I SPSS 24.0 G it 22 5 A4 77
PR A LB HdE . IES AT R R i+s R,
P9 2 1] b 5 R SNK - 60 56: 5 22 4 [R] b Ase R FH 4 [
R 2. LA P<0.058 P<0.01 £n 27 H Gt

%Z:XO
2 7 R

2.1 I EmMIR-21 i & A Fa L 2K 49 AS49 4a e

UL AR h g, 75 % Ot W AUBE N ¥ ] DLW 5% 3
% 20 AS49 4 B x5 R ERIA (B 1D miR-NC.
miR-21-mimics F1 miR-21-inhibitors % 2 4 Jitl {1 #% G
R ARy 5N 88.46%+89.53% 1 86.25%. 45 F KW,
R A4 3 miR-21 3 FIA FTTER ) AS549 il fi, A] F T
JE RN

miR-21 inhibitors
\!: o 5 {1

1 A549 4RBR%E SR HIRRIA K 2 E (x100)
Fig.1 The bright filed and fluorescence pictures of A549 cells after transfection (x100)

2.2 i & A R miR-21 3+ A549 48 i ¥ miR-21.
PDCD4 mRNA #% ik 69 % ")

qPCRIEH I 45 (2 EoR, 5 Ctrl AT miR-NC
ZHEE#E ,miR-21 mimics ZH AS4941 g #F miR-21 mRNA
FiE KT R # THE ($5 P<0.01) , PDCD4 mRNA % iA

KPR BER(H) P<0.01) ;miR-21 inhibitors ZH £ g o
miR-21 mRNA K i& & 3% [# ik (35 P<0.01) , PDCD4
mRNA FikBZETHE (Y P<0.0D. 458K, £k
miR-21 N iff PDCD4 mRNA Ki&, Bk miR-21 & i£ |
i PDCD4 mRNA %5 ,miR-212 5% PDCD4 £ ik .
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2.0 H1221(92.20£10.25) vs (66.10+7.02) . (63.40+7.41)7,
- N e 1 P<0.01]:miR-21 inhibitors 2 3T % 41 i % 5 % Wk
RIS ]
RS B mieaymiie [ (35.8044.06) vs (66.10+7.02) « (63.40£7.41) 7,
B B P<0.01]. 45 FEKH, i ik miR-21 35 A549 41y
£ Lof TS B )7, DU miR-21 FEik AT I AS49 AALANIT A
g als £ &k
E He
051 AA
ok -
k% A
- PDCD4 WT 3'UTR 5'... GUGGAAUAUUCUAAUAAGCUA.. 3’
miR-21 PDCD4 mRNA i U
miR-21 3'...UUGUAGUCAAGACUAUUCGAU...5'
“P<0.01 vs Ctrl or miR-NC group; PDCD4 MUT 3'UTR 5'... GUGGAAUAUUCUACGUCATAU...3'
A4P<0.01 vs miR-21 mimics group B
&2 B FRIEITE miR-21 X A549 4AAE - miR-21 70 ;‘E 151 M miR-NC mlR 21 mimics
PDCD4 mRNA A RIS/ g
Fig.2 Effect of over-expression or silence of miR-21 on é 10
the expression of miR-21 and PDCD4 mRNA in A549 cells E
E 05}
2.3 miR-213e /i PDCD4 3 o

E W5 IS 2% TargetScan . miRwalk {4 Tl 2% 5
(B 3A) 7~ , miR-21 5 PDCD4 5 B #:4F ] 19 7] fig
P, LRI S0 8

W N 2 g R A A ;%‘éﬁ‘:%( K 3B) &
7 » miR-21-mimics %% %% A549 41 g 5 , & 3% 40 T
[ i % 4« pMIR-PDCD4 W' Jii bz 201 it 11 ¢ ot 2% G
PEP<0.0D , xRl % pMIR-PDCD4 MUT Jii 7 4]
Ji B %< O B B S G S W (P>0.05) . Z5 R R,
miR-21 #8[7] 1% PDCD4 ik .

2.4 it &R RITE miR-21 7T 48 3 3 [E 4K A549 4 e,
a9 38 IE AR )

MTT 5256 45 8 (K 4) B oR, 5 miR-NC 4 Eb#5 ,
miR-21 mimics 2l A549 2 ffl 24 .48 h 385 1% /7 553
7 (1 P<0.05) , miR-21 inhibitors 41 £ g 14 58 3% /7 &
FERLY P<0.0D . Z5REKH, 1FFRIA miR-21 FKik
$2 1 A549 4 i 3G 5 BE /7, DTER miR-21 ik FEAIK
AS49 4 i (1) 34 5 e
2.5 it & ik RO % miR-21 7T 38 3% R 55 A549 ta il
w it A5 AL A

Tranwell /N LA 25 5 (B 5) TR, 5 Cel A0
miR-NC ZHEV %5 , miR-21 mimics 2H B¢ 3F 7% 40 i 2%

PDCD4 WT PDCD4 MUT

“P<0.01 vs miR-NC group
A: miR-21 and PDCD4 have continuous binding sites;
B: Relative luciferase activity in A549 cells
3 miR-21E[E]8#E PDCD4 BY5RIA
Fig.3 miR-21 targetedly regulated the expression of PDCD4

1.0 —=—Ctd *
- —e— miR-NC
ej 0.8F —+— miR-21 inhibitors *
g ~—#— miR-21 mimics
"g 0.61 *
= ¥
S 04F
S hv3
8 02t v

0 1 . . )
12 24 36 48
Time (t/h)

"P<0.05, "P<0.01 vs Ctrl or miR-NC group;
£4P<0.01 vs miR-21 mimics group
4 I FIATE miR-21 Xt A549 40 A IETE A 22 M)
Fig.4 Effect of over-expression or silence of miR-21

on proliferation of A549 cells

miR-21 mlmlcs

miR-21 inhibitors

5 T FRIAZTE miR-21 X A549 HAREIT RS HIF M0 (L5 SRR 6, x400)
Fig. 5 Effect of over-expression or silence of miR-21 on the migration of A549 cells (crystal violet staining, x400)
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2.6 it & A R miR-21 T 48 & 3 &K A549 48 e
AP TNF-a K-F

ELISA vt il 45 3R W7, 55 Ctrl 41 A1 miR-NC 44
EL %%, miR-21 mimics 2H A549 40 g 5% 9% h TNF-a 7K
V2 TF = [(65.49+4.12) vs (28.02+3.03) L (27.15+
3.65)pg/ml, ¥J P<0.01],miR-21 inhibitors 2 TNF-a 7K
F PR AR [(16.0242.86) vs (28.02+3.03) . (27.15+
3.65)pg/ml,¥) P<0.01]. 45 FE W, id E & miR-21
Al HE 7 ASA94HARI) TNF-a /K F, DBk miR-2 1 RIA
AJFAE TNF-0/K o

S

o

P-NF-kB p65 ey s GHED ss—
NF-«B p65 gy GIND GENND G
e c—

PDCD4 e cm—

B-actin CEE G G GEE

g0 :
C \ W0 f\ ks
%ﬁ &&ﬂ» (\\.\QJ‘L

2.7 id & K R E miR-21 /& AS549 %@ it ¥ PDCD4.
NF-kB p65.p-NF-kB p65 & & % ik 69 % 1k

WB 25 R (E 6) i, 5 Curl 1 miR-NC 41
Et % , miR-21 mimics 2 A549 4 Jitd ' PDCD4 & [ 1)
FIRIKF 2 3 BE K (35 P<0.01) , p-NF-xB p65 & FIH)
FIRKHEETHE(F4 P<0.05) ;miR-21 inhibitors 41 PDCD4
) 2R IE 7K P 3 T i (35 P<0.01) , p-NF-kB p65
B A MEIE KT 53 K P<0.01) . 4550 FW, 1
35 miR-21 § 5] N PDCD4 & (A i1 25 , 0% NE-xB
p65/TNF-ol JH 5 , {213 A549 40 3 i ALERS

1.5r mcul
miR-NC

M miR-21 mimics
B miR-21 inhibitors

1.0

AA
sk

AL
sk

0.5r

Expression of protein

0

PDCD4 NF-xB p65

p-NF-xB p65

"P<0.05, " P<0.01 vs Ctrl or miR-NC group; “*P<0.05 vs miR-21 mimics group
& 6 T FRIETTER miR-21 X1 A549 ZAffith PDCD4,NF-kB p65.p-NF-kB p65 & H =ik HI 20
Fig.6 Effect of over-expression or silence of miR-21 on the protein expressions of PDCD4,
NF-kB p65 and p-NF-kB p65 in A549 cells
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NSCLC & i FLHRSE AR A B ., 70%~80% f&
2 i O e e B, O ZSARVE M VR IT AL 27
NSCLC I RIGTT LT AR N, BLA U7 T S F B
IR IT , OUH BT AT DA BB R R AR, (H
TCVEIRAT K AT 20, 7™ E R e A I B A g R A AR
G . NSCLC KA K JEIEFEWS k2 AR K % %
G IEEE SR GRS 2 MO R R R
Wk AW AT N R Ay T ALEL AR T R
NSCLC fy & E ML, 3T NSCLC KB i B B
B o miR-21 & —Fh 5 FE K], 2 55 il Rg 4 o 38 5
REFITAEFE . W7 HE B, miR-21 75 R K
V9o 55 22 IR 4 B 7 H RiA . PDCDA4 & — 4
PRI T AH DG HE IR, d i 4 ) B 1 e s AR R R, O
5 0 R 40 B B2 R 1 BE T, 0 A R AN AR A
miR-21 7] 38 i I 4% PDCD4 ik , i3 1M 520 fifyeg ik fg
L#:%% . NSCLC &3 8 20 24 miR-21 3R I8 0
55H LR I, PDCD4 R IA B & R, i 2 7l
K, HmR2l MR EEEAEFWHESEE, 5
NSCLC #% #% Fil 1z 2% % Y] A 5", R 3+ NSCLC
miR-21 {42 PDCDA4 [ 5> T LI, A B T A IG IR IG TT

NSCLC F& 37 o 8 s FIARHE o

R A TG IR S e R 0T 3 B 1) S R
i T2 240 3 3k 5 P g A R AT TG PR B, AT 2B AL
EHAMBR T, GRS R, RAFHEHERT .
miR-21 7E | 1) f e H 23 b 7 = 3R 08, 5 5 R 4n
%) 184 5 D4R 2 L U0 R miR-21 22 34 1] DL I3 35 310 g e
S8 A0 0 ()42 22 R 102, miR-21 ZEAA A5 35 1 11 Jis i
Ji SCC-15 40 M imais (2 a3k Jyes 40 s i ARt
L miR-21 i R IA UL AS49 21 f 16 5 v 71 22 T v, 4l
L EFE B8 77 50 3 T v s DUBK 40 40 P 3 B TS PR
I AIMLERERE 10 PR . SO0 45 4R, i R ik
miR-21 7] LA{E #F AS549 41 it 384 58 , $& = 4 i iE #2 gt
775 VTR miR-21 3R 1A AT LU ] AS49 4 f (1) 3 5 6
77, BEARAH L L F2 e

W 7049 5 R, PDCD4 75 £ F R 4 2 R IA R
W BLER IS, A R R TRV T IR HE . A
FUR P I 2 g 5 2 R S 56 45 R B OR , miR-21 5
PDCD4 17 7F ¥l 1] 25 A 7 51, #2278 miR-21 Xf A549 4f
i 344 5 5 3T A% 1) 5 T ] e 2 I i 4% PDCD4 KA 1
RIEAERT . CHANG S51IHJF L3R B, 75 111 1% %96 41
i miR-21 5 PDCD4 % ik £ 1 A O , 18 i I 4%
miR-21/PDCD4/AP-1 1 [ 1545 5 18 i 7] LA 12F Ji g

are
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ML R s B 2H21H miR-21 5 PDCD4 R4
22 7, miR-21 R IE_ LA PDCD4 K IA T i
5 eEmmEENRAARTES XK. A
Fo 45 R 5 1E H A R R AT AL 45 SR — 80 miR-21 5
PDCD4 %1% 2 i 3¢, i R 1E miR-21 2 i3k A549 4
P38 B, 5w AT R B8 77, T RE A e ) 40
PDCD4 ik KA -

NF-kB H A2 AV =T RE , & 1% e N &
G I NE 0 AR AL, IS 5 PR 20 B 1) 43 Ak 38
BT R S 25 Bl oRg 1) R A R IR R RS KR
I7 TG 225 NF-«B I8 5 DA U, & Fofr ] 25 )
WG NF-xB 32E N 41 i A% 25 & ¥ 35 (7], B R b V5 1L
NF-kB p65, {2t TNF-a 25 {131 , TNF-a Rk 38 i S
A LA I SRS NF-xB , #E— 25 ORI 4T 48215 5 50 B
Z ARG I S, T G — N S A IR T R 0, i 3R
i5 PDCD4 i i [ 7 NF-«B/TNF-o {5 5 38 # , 1101 ] b
T 2 P B B 1R 2% R E AR, LI AERIEF AL R
PDCD4 @ izt $ii i) F B A1 LT NF-1B {5 5 38 B 40 1] 1
N A A G T RS AR 28 . MAO S5 5T R B,
miR-21 A] 0% NF-kB 15 5 1@ % , 1| PDCD4 £ ik ,
fEHE N BB 208 A37S 4N IG5 T RS Ak HE T,
AW R B IR, miR-21 1T % 1A 20 TNF-a 7K°F B &
Tt 151, PDCD4 FR31A PG, p-NF-kB p65 A T &1, $eom
NF-«B i # #7 30% , 18 318 miR-21 7] fg 38 i ¥ ) $11
| PDCD4 1Ml 0% NF-«B/TNF-o {5 538 1% , 7 1 {2 13k
AS549 4l i TE AEFS

23 b ik, it 95 miR-21 AT 3 NSCLC i %
AS549 38 55 F1 3T #% , YT BR miR-21 38 1A 0] 2 35 #1 1
AS49 4t Hfa 38 58 R B8 , FEATL ) AT B8 2 8 ) 1 4
PDCD4, M Ifij 4% NF-xB/TNF-o. 15 518 % , 511 241 ity
BTEANIT S , BLA5 R N Im R 276 NSCLC #2841t 7 it
A -
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