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HE R 18 13 81%E miR-142/ZEB1 43 F 352 Mg JE /) A B Bt 2 HCCS827 FA
A549 AR R EMEMFITH

RV, Tk, THA RS CTHPESRFE _WAEERETH AL T ER A4, FéE #M 450003)

(@ ZE] 8@ 50 H SR GA BT miR-142/4: 8 E & 454 10 FIE S8 (1 1(ZEB D 4> F 45t /N 41 B Jili 9 (NSCLC)
HCC827 F1 A549 41 i385 12 B FT AL 50 . & 6k « HCCS827 Rl A549 4 i 5% 57 AL e 58 IR 5 40 1 4 41 - NC 4L CR 45 Je+3
mmol/L GA) .miR-142 inhibitor ZH (i % miR-142+3 mmol/L GA) .pcDNA3.1-ZEB1 41 (i %A ZEB1+3 mmol/L GA) 1 pcDNA3.1-
ZEBI1+miR-142 mimic 41 (i %1% ZEB1 & miR-142+3 mmol/L GA) . K qPCR & I [R5 GA AL ¥ J5 HCC827 Al A549 41l fifg p
miR-142 [R5 7K, WB SZEGH Il HCC827 Fl AS49 41l fit v ZEB1 25 [ /19 & 14 /K F , 5 F MTT # Transwell £ 1] HCC827 F1 A549
YB3 5 R B AT RS e 0, K XU ol R R 15 25 IR 4G I miR-142 5 ZEB1 (IR R S5 R . 4 & : GA L& | HCC827 I
AS49 AN I3 T R 2B AERS , B3 1 miR-142 1R IA /K- (P<0.05 B P<0.01) ; miR-142 i ik $E 1] 45 & ZEB1 11 3'-UTR [X 5
T ZEB1 23 7K (P<0.05 8% P<0.01) ; 33F — 42 SZIGHIF S, GA 3T _E i miR-142 304 ZEB1 (9235 7K~ , #1740 ) HCC827 Al
AS49 i X A A2 ZE AT R (P<0.05 5 P<0.01) . 4 ¥ : GA BEBE I H] NSCLC HCC827 1l A549 41 i #5512 22 AL A% , HoMLi N
GA IS F i miR-142 %F ZEB1 (40HIAE FH , A4 HCC827 Fll A549 4 i (1) 8 1t AE M0 22 AT A
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Glycyrrhizin affects malignant biological behaviors of non-small cell lung cancer
HCC827 and A549 cells via regulating miR-142/ZEB1 axis

ZHAO Runyang, MENG Yong, WANG Yanmei, HOU Congling (Department of Respiratory, the Second Affiliated Hospital of Henan
University of Traditional Chinese Medicine & Henan Hospital of Traditional Chinese Medicine, Zhengzhou 450003, Henan, China)

[Abstract] Objective: To explore the effect of glycyrrhizin (GA) on the proliferation, invasion and migration of non-small cell lung
cancer HCC827 and A549 cells via regulating miR-142/ZEB1 (Zinc finger E-box-binding homeobox 1) axis. Methods: After being cul-
tured and transfected, HCC827 and A549 cells were divided into 4 groups: NC group (untransfected+3 mmol/L GA), miR-142 inhibitor
group (miR-142 knockdown+3 mmol/L GA), pcDNA3.1-ZEB1 group (ZEB1 over-expression+3 mmol/L GA) and pcDNA3.1-ZEB1+
miR-142 mimic group (ZEB1 over-expressiontmiR-142+3 mmol/L GA). qPCR was used to detect the expression level of miR-142 in
HCCS827 and A549 cells treated with different concentrations of GA. MTT and Transwell assays were used to examine the proliferation,
invasion and migration of HCC827 and A549 cells. WB was used to detect the expression level of ZEB1 protein in HCC827 and A549
cells. Dual-luciferase reporter gene assay was used to explore the relationship between miR-142 and ZEB1. Results: GA significantly
inhibited the proliferation, invasion and migration of HCC827 and A549 cells, and up-regulated the expression level of miR-142 (P<
0.05 or P<0.01). Dual-luciferase reporter gene assay showed that miR-142 could targetedly combine with 3'-UTR of ZEB1 and down-
regulate the expression of ZEB1 (P<0.05 or P<0.01). Further experiment validated that GA inhibited ZEB1 expression via up-regulating
miR-142, thus suppressed proliferation, invasion and migration of HCC827 and A549 cells (P<0.05 or P<0.01). Conclusion: GA inhib-
its the proliferation, invasion and migration of NSCLC HCC827 and A549 cells, the mechanism of which is that GA inhibits the malig-
nant biological behavior of NSCLC HCC827 and A549 cells via up-regulating the inhibition effect of miR-142 on ZEBI.
[Key words] glycyrrhizin (GA); miR-142; Zinc finger E-box-binding homeobox 1 (ZEB1); non-small cell lung cancer (NSCLC);
HCCS827 cell; A549 cell; proliferation; migration; invasion
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dE /N 4 Mg Jf J# (non-small-cell lung cancer,
NSCLO) & fi i W1 il 9 2 — , 29 o5 BT A il e 1)
85% , HK IR 28 I I BV 22 35 J& v A X Atk i yg v 6z, L
mR MR S EBUEE UE N ZE R BB E RN,
Ii% (glycyrrhizin, GA) & H 8 i fi 2 E T sy, F
BIRD PUREY R TSR . TR R
RIL, GA BEA B FLAR IS e B 7% 2 p
S g ) AR R ORE . MicroRNA (miRNA) & — 2%
KN 22~24 N 1% H R 1 AE 9 15 1 55 RNA 73 1
miRNA RET% 5] A2 58 mRNA [ fiF 55 3 400 1) FL B8 38, A
T 8 428 35 IR e 5% i B 0B, F 78R B, miRNA 2
L5 4% NSCLC ) & 4= K & . SAKAI-SUGINO %"
WFFE R I, GA A BT % miRNA f) 252 7K T 5 i g
iE (1) R B RERE o B TSR B, miR-142 7E il Hh 1
SR TR, 00 i e 20 S P ST AR 2R AT N . H
H A1 14 75 SC k4R GA i miR-142 X NSCLC 3458
REBFITE MM, FEERLEAMNRAEZEDL
(Zinc finger E-box-binding homeobox 1, ZEB1) /& H
TCF8 5= [K 2 i 1) % S R 1, 2 R 4R B ZFH 2R A X
R RIIEY) . TR L, ZEB1 25 1 12 i e 2
J 1 38 BE AT B o LI SEUBE 5T K I, miR-142
ZEB1 7E AL e P AR fEAR EAE F , 9 B 4% FLRRE 1)
RA R R S B TE STk 47 E miR-142/ZEB1 43 1 il
NSCLC BMEAEM AT ABIERPLE . AHE 7T 20 i
KPR T GA @ i 1 # miR-142/ZEB1 43 -1 % %t
NSCLC 20l G 58 4= 22 AL A2 () 5200 , & 728 GA XT
NSCLC IR ¥E ST S BB 2 (1 SLAR A 45

1 MR5EE

1.1 @itk 22X 5 ZAALS

A NSCLC 41 il ¥k A549 (525 : TCHu150) .NCI-
H358(1%*5: TCHu151) \NCI-H1650( 75 : TCHu152)
HCC827 (175 : TCHu153) 4 T [ R} 2% B - g 41
M . GA T H H AK i A IR il 2 ik U +E (2 Lt
5 :00808) , RPMI 1640 3 77 JL Al i 2F i iE e H 5%
Biological Industries 2 7] , qPCR 5| #) 8 H ¥ 75 35
A #l, TRIzol 3 71 & « SYBR Green Real-Time PCR
Master Mix i 77 &5 \RAPI 55 FH 2 XU G &R Bk 2
2 PR R 4 R0 4 5 25 R 44 0 T Promaga A 7 , Li-
pofectamine 2000 ¥ % 5% i 77 & 4 T~ TaKaRa 2 7] ,
MTT 7 &0 T AR L A TR BRA =], Tran-
swell /)N % 1§ - 3 [&] Corning Incorporated 2 ] , miR-
142 inhibitor. miR-142 mimic 1 pcDNA3.1-ZEB1 i4
T RGER AR AR AF . MR qPCRAL
LKA S IS B 3R G0 I VA VR 9 o AT LRT L K A 3
-T2 [ Thermo Fisher Scientific A ] .

12 miaiedk

HY NSCLC 41 ffi ¥k A549.NCI-H358.NCI-H1650
S HCCR27 # AT A M &2 75 , 4 40 V- & 2 1K 80% ~
90% I, K 4t f 35 9% T & 7 & % 100 U/ml. 4 55 %
100 pg/ml F1 10% fifi 4= L35 ¥ RPMI-1640 3 72 ¥ 1
BT 37°C.5% CO, M43 7= AH 8 7%
13 mips

F 0.25% figa it A4 28 i 5 5 % HCC827 Hil A549
I B ol 31 96 FLAR , 18 52 40 Pt 25 5 Sl 2x10°A/4L , i
WHEFR o K 96 FL A 4 i 335 77 VS 6 5 B 5% Ji 4 1fiL
T8 1 RPMI-1640 1 77 56 8 B N B 7R F AT 15 9%
HY miR-142 inhibitor. miR-142 mimic 1 pcDNA3.1-
ZEB1.miR-NC % 0.5 pl, [m] H: 5 55551 i A TG i3 RP-
MI 1640 5 775 50 pl #i 8 9 269K 5 50 nmol/L, 28 J&
A3 NN 0.75 pul B Gl 7] He 03k i e VB 0 T s e G
RAWYD, T SR 10 mine ;R4 ECH 96 LR,
) 240 i B N R TR AR I\ iR B e G S It AR
TR5T o B 96 FLARU ml 55 F= FE s 7%, Y« 48 h J5 T 7%
JER IR T S A L I B e A R . SRR Ay N 4 A
NC 4 (R £ % 4 +3 mmol/L GA) - miR-142 inhibitor
41 (F F% miR-142+3 mmol/L GA) . pcDNA3.1-ZEB1
/H (i 7% ZEB1+3 mmol/L GA) il pcDNA3.1-ZEB1+
miR-142 mimic £ (i %A ZEB1 & miR-142+3 mmol/
LGA).
1.4 qPCR # M| 4% % 7 & HCC827 #= A549 %@ fi
miR-142 & % i& K-F

J%; i TRIzol 4 771 &5 2 B HCC827 1 A549 4i fiil o
[ 5 RNA , 32 B & RNA iz AN IS4 RNA
MIREE . SR — 4 R0 i i) & B cDNA L, S8
J5 12 FH Primer Prenier 5.0 8 F3EAT 51901511, AU6 N
WS, 4T PCRY MY . RMAR R (20 pD g2 pl il s
747,10 ul SYBR Green Mix. I Fii5[45#-0.5 ul. PCR
P HAFEF M 95 °C 5 min,94 °CA30 5,60 °CiE K 30 s,
AT 45 ME S . 51 )T 41 U6: F § ATTGGAAC-
GATACAGAGA ;R N GGAACGCTTCACGAATTCG:;
miR-142 F § GTCACCTGTAGTGTTTC, R A TATG-
GTTGTTCTGCTCTCTG. #&illh F R A 24y ilb 47
.
1.5 WB 52 34 M HCC827 4= A549 4m fa ¥ ZEB1 &
B 09 & ik K-F

B A KRG () 5% G2 i1 5 40, i N T4 1 PBS,
2 ml/FL, 3B ¥ 3 YK N RIPA /8, & 4L 100 pl, &
TUK E 20 min s B WG EE A M F R, 0N IE & (1) 248 il 2
AR, TR NTIA 9 1.5 ml EP & 1, 4 °CHBIME % 30
min; 4 °C 12 000xg & 0> 20 min. B J5 3k 47 SDS-
PAGE HLJK , 55 46 E 2% 1 08 4R A0 3 JBE R, 4 e B



b
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PVDF JI5 | 5 47 5 R AR BN 37 JE v 78 70 R0
Yo BRE I EEFE AL T, 3 RN T & I e B i
JiEE S, 1E K 6 35 PVDF JE, B ok 26 78 5 I N 3% i
T, $EE HLE L 90 V HL L 90 min, B J5 N 4 °C VK#H 5
R 45 A, F TBST WE M 3 WK, 4K 3 min. # J5 H
ECL Ak ROGH AT i, fa i E 5%, 7 A Image T
EHKA AT EE ST
1.6 MTT &A42 0 HCC827 #= A549 4@ it 649 38 74 At 77

W2 84 YL f5 HCC827 Al A549 2 ity i) A KR 4
R i K 20 B A K JE P R0 R Ak B 4 A )
. 5 B 401 A 2 v B ol 1) 96 FLAR (3 X 10°AN/4L) , I B
Y B AR AR 100 W, FFE TR AR R4 d. i
AT EFRFLIH B IR NN RPMI 1640 55773 . ¥
P72 h )5, B RN MTT 335 20 pl, i 7] 5 5%
FEFRE 4 h, SR G REAL N BE 7R RIS DN 200 wl
DMSO, 1851 J5 k% 15 min. )5 7EBEbRAX L 2 &
FL 570 nm Ak ()6 (DYH . 403 iE =526 20
DAE/%HEH DAE)*100%.
1.7 Transwell 4 HCC827 #= A549 %m o1z & & iT
#%fe

12285206 7R VK b, FHEL T8 Transwell ZNZ N
24 FUAR A 5 4 355 5 e R0 TG I 375 335 7R 44 B 100 1 R e
SR G TRONZH H 5 TR A0 N LS 2 he K5 800 pl 5842
Br 95 S N B 24 LA N, B G 5 %5 4 4 A
PBS 56 2 7, 24 o i R0 g v A0 i B 4t B, P
FRETEVEANHL 1 V] e B A AR, A B ol T 24
FUB P, B AL 3x 105N . ¢ 0 [l 400 5 9 4 Y
F9%20 ho HUH 24 FLEE IR, LT HUH /ANE L RS
FH R BEE] % 15 min, 45 ff 28 YL 415 min, H L &1
AKIBEVE 2 I, w0 B 1 [FIINHE/0N 25 9 B B 1) 48 i 2
B, B Ja 7R B N RRAH . R RBE TR, A
Image-Pro Plus #EF 47 4R 144

TERS S - IR A G )5 5 A A, A
FE S HE S 1x10°N/ml, 1 200xg 250> 5 min, J1 A TG I
TEREFREE | ml BN, F 0 IG5 7R B A, SR JE
IO, S AEE 2 h, KNS A T LT RS R
Wt & 58, SRR AE I A /N 2 1) 24 FLAR T ID 500 wl
BraRdk . R nar 85 R B LR RN DN = A
ANEINFE 5 300 wl, By R4 RE 95 24 h JE , NEE SR
FEPHCH /N R IH R R T 75 /N2 1 24 FLAR
FLA N 500 pl 45 S e i . 76 TS I g S
(1724 FLARFL N/ B TR E R UM, W IR
B 20 min, AT R BAEE T IE R, {84 Image-Pro
Plus F A4 347 40 M 144
1.8 MEAZHMRE LR KR EIEmR-142 5
ZEB1 #9¥e @ % £

P42 43 5 i 4 pmirGLO-ZEB1-3'-UTR wild type
Al pmirGLO-ZEB1-3'-UTR mutant [ 5 ki , 37> 546
N B A AR 98 A8 B ZEB1-3'-UTR H XU N B i o K
293T 2 Jf 4 5] 48 ALK, #4477 BURL A1 miRNA-
142 mimic 8¢ miR-NC L5 4%, H fL I\ 1xPassive
Lysis Buffer 100 pl, %4 J& ¥ 35 78 BROBZERE IR 15 min.
H A 2RO EI EP & N ,4 °C 12 000x g 250> 10
min, ¥ EP & W I BIEWEH 2 EP & . 48 4L
B A1 N Luciferase Assay Reagent 11 100 ul, i A 4H
H MR TR 20 wl, W E N ZE . I stop&GLO® Re-
agent 100 pl, M 5E i 15 R AR
1.9 %itsan

qPCR.WB.MTT. Transwell . XL 7% Jt & I 4l 75 2
[R5 S B0 ¥ 4 3 k. SR SPSS 20.0 #1347 45 it
#4553 H1 » F GraphPad Prism 7 5446 F . 1H &
B UL x+s 2o, AR LR H o256, 22 41 1R b AR
KA E T Z 90T, LA P<0.05 5% P<0.01 &R £ 57
Hait 5 L

2 & R

2.1 GA 2 % ¥4 HCC827 A= A549 m i 38 74 42 &
Faif A% f8 /)

56 % H 3.0 mmol/L GA 4b ¥ NSCLC 41 il %,
MTT 45 % 8, HCC827 F1 A549 4 il () 38 5t 1% 7 55
FAR T H A 2 4140 B (P<0.05, B 1A) , FF % B
HCC827 F1 A549 40 Ml idF AT J5 2k 5286 . Bl 5 . KA 0.
0.25.0.5.1.25.2.5.5.0 mmol/l ] GA &b ¥ HCC827 Al
AS549 210 72 h, MTT Al 45 5 7%, GA X P A 41 g
B VS 40 A 3 R AR T 1 (P<0.05,
1B), H.IC,, 18 %> %14 2.67 mmol/L #12.53 mmol/L; H.
W 5 ' P INF )48 I, HCC827 A1 A549 2 ffl 1 A7 3% 3
B F PR (P<0.01, ] 1C. D). Transwell £l 45 5 &
7, GA A] i 24| HCC827 Al A549 4 i i 12 28 Al
#%(P<0.01, B 1E-G). FRAEHRENH,GAREEZEN
il HCC827 il A549 4H ffu 34 5 (=2 22 FIT A% Rk
2.2 GA il it miR-142 832 HCC827 #= A549 %@ it 4%
Wi A3 Aeil A

qPCR #9045 5 & 7~ , HCC827 il A549 41 fiy
miR-142 (1) 3RE KV BE GA W FE (1T = i 2 3% Tt
(P<0.01, Bl 2A.B) . i F% miR-142 J5 , HCC827 Al
A549 A1l H miR-142 R IE KPR T B2 (P<
0.05, B 2C) . &M 3 mmol/L GA Ab¥ 41 il f5 , MTT
K 25 BB 7R, AL F NC 41, fi % miR-142 7] DL 3
{EHE4 G HE 75 71 (P<0.01, & 2D) ; Transwell far il 45
FEIR , # % miR-142 J5 , HCC827 Fl A549 4 il {2 7%
FIEFERE 1 B3 = T NC41(P<0.01, ®2E-H) . iR
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ERERW, GA B FINSCLC g miR-142 % iE8.
KK, T HCCR27 FH AS49 21 3t 7 | 12 28 Al
A B C
g e HCC827
= ~ 100
=) = 0 mmol/L
= S8 g T80 NSy 025 mmol/Lﬂ* A
E g (0] S SN 0.5 mmol/L. ke 3¢
b= 8 -»-1.25 mmol/L b+
% ) 40 HCC827 1Cey=2.67 mmoll —2.5 mmol/L
= a 20} -»- AS49  1C4,=2.53 mmolt 0 -0-5.0 mmol/L
o) =
@) [ 0 1
} ey Y CE m
B Time (t/h)
b < F E HCC827
% :8’;;“‘;&]/[{% ] S 150 ™ Migration == Invasion
§ ~0.5 mmol/L be sk o g T";
= -**1.25 mmol/L <§ o
Z =~ 25mmol/L —— £ g
E ®*5.0 mmol/L Cé a
172} 52
24 48 72 96 <8 4
§ 0 0.25 0.50 1.25 2.50 5.0
E GA [c,/(mmol-L")] z GA [c,/(mmol'L")]
0.5 1.25 2.5 5.0
¢ G
Invasion A549
9
HCC827 i " 1501 wm Migration == Invasion
N £ =
igration _g 8 100 £k, *
> = ¥ x
£ .2 %
Invasion c.a ‘é 50 Kk ***
&
A549 B
0
Migration - Z§ 0 02505125 25 50

GA [c,/(mmol-L)]

"P<0.05, " P<0.01 vs 0 mmol group;*P<0.05 vs NCI-H358 or NCI-H1650 group
A: Cell viability of non-small cell lung cancer cell lines measured by MTT assay; B-D: Cell viability and IC;, value of HCC827 and
A549 cells measured by MTT assay; E-G: The invasion and migration of HCC827 and A549 cells detected by Transwell assay
1 GA X} HCC827 1 A549 4AREIESE 1R 2 AT IR0
Fig.1 Effect of GA on proliferation, invasion and migration of HCC827 and A549 cells

2.3 miR-142i# it ¥e.16) 45 & ZEB1 #9 3'-UTR X 3 T
A ZEB1 ¢ % i K-F

Starbase V2.0 % #ix 2 Fil il 45 F (& 3A) R,
miR-142 A% 45 & ZEBI ff) 3'-UTR [X 38, W35G %
ity 4 5 L R 52 56 45 R 7R, miR-142 mimic. ZEB1 3'-
UTR $§ 4= 28 [ TRAF T AR S 4% G2 5, miR-142 mimic
B 40 7 5% ZEBL 3'-UTR B AF 7Y #5044 (1) 41 i ¢
e & i M (P<0.01, K 3B) , 1 4} ZEB1 3'-UTR 58748
BRI R G R E S TE T R AE R, R B miR-142 B
R0 ZEB1. WB RS I 45 1 %R, 5 miR-NC 4H 4
b, i 1A miR-142 5 , AR 4E I+ ZEB1 3Rk 7K
YR % R (P<0.01, K 3C) ; FHELEE T miR-NC 41, &
3.0 mmol/L GA b3 7] . 2% T i HCC827 Al A549 4
b ZEB1 I3k /K (P<0.01, ] 3D) . _EiksE 3%
i, miR-142 A% ¥ 15 ZEB1, H 4% ZEB1 [ £ 1A
KV, GA AT B 24 ZEB1 KA.
2.4 GA i@ it miR-142/ZEB1 % -F %A 4= HCC827 A=
A549 m R 38 7 17 & e il A

WB fa il &5 B W oR , ik Kk ZEB1 fE B E I

=

ZEBI [f) 15 K F (P<0.01, K 4A.B) , [A] i id & &
miR-142 F1 ZEB1 i ZEB1 ) %1k /K7 5 NC 4141 tb
EZR TG E L (P>0.05) . K H 3 mmol/L GA 4t
HHCC827 Fll A549 4l Jifd J& , MTT J% Transwell £l 45
REIR, I 5RIK ZEB1 B8 % 21 HCC827 Al A549 4l
) 1 5 L 1R 28 BT #% (P<0.01, I 4C-G) , 1 [A] i it
Fik miR-142 F1 ZEB 1 B 41 i [ 38 5 . 12 28 F 3T 4 g
JTENCHMWZER LHITEE X (P>0.05 . L&
5L, GA I8 L _E I miR-142 [ 3 1A 7K SF #0 #il]
ZEB1 KRk , 3E 1 #] HCC827 F A549 41 Jifd 1t 4%
PR BRI R e

3 3 #

NSCLC /2 5 26 1 FE 26 38 A 350 AT 1) 208 14 oy
2 %F N BE B BEAAE Ay A T E K O
GA &2 H H AR HH 1 —Fh =ik S H R, R A
% PUHE iR B L PO A5 B L R, B SRR
L, GA B3 18 4 2 P 40 B % M AE W4T 8, AT
FHERE R AR K RE . I GA BT ROS £R ki 1415 5
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N L R g 20 I R T2 F0 B R GA JE i H ) NF-xB i
P, T AN RS S5 JRE A P ) 1 B 5 55 S 4 P

»>
w

HCC827

Expression of miR-142
Expression of miR-142
(8]

0 0.25 0.5 12525 5.0
GA [cy/(mmol-L™)]

HCCS827
-o- NC
100 % miR-142 inhibitor

80
60
40
20

80
60
40
20

A549

0 0.25 0.5 1.25 25 5.0
GA [c,/(mmol-L™)]

205, AKHF5E &I, GA X HCC827 Fl A549 41 fd [ 3%
VE AR 28 N R R B B R PEIE R

Q

1.5 wm miR-NC #= miR-142 inhibitor

—
(=

Expression of miR-142
o
W

HCC827 A549

oo ]

HCC827

A549
-e.NC
100 - miR-142 ihibitor

)
(=}

- Migm£0ﬂ wu Invasion -

*

N
(=4

* %k

Number of invading
N
S

and migrating cells
~
S

(=)

Cell proliferation rate (%)
Cell proliferation rate (%)

0 24 48 72 96
Time (t/h)

HCC827

24

a5 72 9.6 Nc miR-142  yo o miR-142

Time (t/h)

A549

miR-1

Invasion

Migration

100 = Migration ®= Invasion

*k

A N
=)
*

Number of invading
and migrating cells
[ ]
(=]

(=]

.~ miR-142 (- TMIR-142
Ne inhibitor NE inhibitor

"P<0.05, “P<0.01 vs NC group
A-C: The expression level of miR-142 detected by qPCR; D: The proliferation viability of HCC827 and A549 cells measured
by MTT assay; E-H: The invasion and migration of HCC827 and A549 cells detected by Transwell assay (x100)
2 GAJEITV3#E miR-142 3 HCC827 1 A549 ZRARIETE  (REFT HHIF2NT
Fig.2 Effect of GA on proliferation, invasion and migration of HCC827 and A549 cells via regulating miR-142

HF T2 B, miRNAs 38 i # 7] 2R i mRNA
Z 5 Mg i 5 TR AR R E A E TR
miR-142 75 7 200 | J5 ) J s 0 4 22 i
HE s L, T miR-142 (0 TS BETE A R
M KBS, H miR-142 76 AR AR Py 30 1] ik 8
Y1 3T F% AR 22051 miR-142 38 i $0 [f) SIRT1 4171 1]
98 0 19 5 S Ak 9T i 24557 miR-142 38 i #1 i) ESR1
(1) 3238 7K ST 5 AT 410 i) 2L 1 s A4 i 1) 20 1 2R ) AT
NP, AT AT R B, mi B miR- 142 AERS A 33 HCC827
YU BRI G5 (2 22 LA e /7, T GA g% 1 1A miR-
142 R 2235 7K1, 33 17 338 %% il % miR-142 % HCC827
S RS AT B REVE FE

ZEB1 #UF B & 2 Fh [ ke a3k A2 vh 1Y) B 220
P IR, A2 R0 4 B0 12 28 L 56 B RN AL 7 it 24 1) 2
7T AP, ZHANG FE5 58 K 3, miR-5702 8 i 417
il ZEB1 [ 2325 7K P, DA T 400 st it s 40 i 1) 388 B 452

2 b 4h , WANG Z5505F 58 & 31, ZEB1 ££ NSCLC 41
Jig A ik, HARRENSCLC 4l i R B AT . A
BRI, IR IA ZEB1 2 3 i i3k HCC827 Al A549 4l
MO 3G 5 A RS  Z RS LR g A — 3,
{HE 56T ZEB1 W R s IR HLE A 70 . eah, B
SCHRETURIE , ZEB1 /A EMT S8 i 56 01 , 4%
E-cadherin }% B-catenin 318 7K P, #E 1My i 35 35 ik J8d
[ R A2 e F 5 DR B AHE I 7E HCC827 Al AS49 4 g v
ZEB1 7] g8 i 1 3% E-cadherin /% B-catenin [1) 315 7K
7, T2 #E HCC827 A1 A549 40 ity EMT, i3k 1 12 2t
HITH REMPHET .

25 BT , GA W] B B HCC827 F11 A549 4 fily
T AR ZBANERE , H A T ALE Y GA e | 1 miR-
142 (285 7KF , T ZEB1 (223K 7K F , 32 i 4
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