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[ E] 8935 EBRENS o6 245 % Cintegrin o6, ITGA6 )shRNA XF A JE /N4 i Jifi 9 ( non-small cell lung cancer,
NSCLC )H460SM 4 i A K AR 2RISR . 7 ok : SEEE B PCR il Western blotting #6:3 ITGA6 75 9 Fft NSCLC 4 a1 3k
MG T ITGA6 shRNA BRIt HA460SM 41 J5 , LT E H PCR il Wesern blotting A&l HA60SM H1 ITGA6 (I361k , B10EE N M
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ITGA6 shRNA inhibits anchorage independent growth and invasion of human
non-small cell lung cancer cell line H460SM
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[ Abstract ] Objective : To investigate the effect of lentivirus-mediated integrin a6 ( ITGA6 ) shRNA on growth and inva-
sion of human non-small cell lung cancer ( NSCLC ) H460SM cells. Methods: The expression levels of ITGA6 in 9 human
NSCLC cell lines were evaluated by quantitative-PCR ( Q-PCR ) and Western blotting. Lentiviral ITGA6 shRNA were
transfected into H460SM cells and ITGA6 expression was detected by Q-PCR and Western blotting; the cellular morpholo-

gy change was observed under a microscope; cell proliferation was detected by MTS assay; anchorage-independent growth
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was determined by colony formation assay in soft agar; apoptosis and cell cycle were analyzed by flow cytometry; and cell
invasion and migration were determined by invasion and migration assay. Results: ITGA6 was expressed in 7 NSCLC cell
lines. A significantly higher level of ITGA6 expression was seen in H460SM cells compared with the parental H460 cells
([8.75+0.09 Jws[5.78 £0.26 ], P <0.01 ). After H460SM cells were stably transfected with lentiviral ITGA6 shRNA
( H460SM-75, H460SM-76 cells ), a significant down-regulation of ITGA6 expression was observed in H460SM-75 and
H460SM-76 cells compared with negative control H460SM-NS cells ([1.00£0.01 Jws[0.11 £0.04],[0.22 +0.04 ],
P <0.01 ). The cell viability of H460SM-75 and H460SM-76 cells had no difference with H460SM-NS cells ( P >0.05 ),
as well as the apoptotic rate, cell proliferative index and proportion of G(/G, phase cells as compared with the negative
control ( P >0.05 ). The colony formation rate of H460SM-75 and H460SM-76 cells was significantly decreased as com-
pared with H460SM-NS cells ( [20.81 +1.38 1% vws [ 18.87 +1.47 1% , [ 18.85+1.11 1%, P <0.05 ), and the mi-
gration rate ([ 100.00 £0.50 % vs [ 43.92 £0.41 ]% , [ 24.10 £0.33 ]% , P <0.01 ) and invasion rate ([ 100.00 =
6.74 1% vs [ 7.04 +2.96 1% , [ 4.68 +0.27 1% , P <0.01 ) were also significantly decreased. Conclusion: Knock-

down of ITGA6 expression can inhibit anchorage-independent cell growth, migration and invasion of NSCLC cells, but have

no effect on cell proliferation and apoptosis.
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WK ITGAG, SCHRIRE A —8. A 5T ° A
N ITGAG = Feik 5 M (R 28 B YIAH O s (At
WF5E G5 R ITGAG (E361k 5 b yid 12 285 R %
YIRS, &TF ITGA6 fE NSCLC Ak K s # b i 1
PR HALRI ORI IE 0 . Fsp " B, NSCLC 4
JE( AS49 4 L. H1650 4 JfL ) 1 /0N 240 Jitd iti 93 20 i
( DMS53 4l ) FR 44 ITGA6 ik, H =¥k 40 it
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WFoE 45 5 R, 280 NSCLC 20 itk | ITGAG TE%%
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Y 5 NCI-H460 4[R5  HA S R 22 T 78 i
T bR s Rk, FEM SRS b ASHE ST N R R
BT 19 shRNA THEE A, #0H| H460SM 4 it
ITGA6 W33k, WLEE ITGAG 1 HAGOSM 4 fits A= K Al
222 IIVER], it — 25T ITGA6 7 NSCLC A=
FEERS o VR R ML BE 2 Eht, ok NSCLC 112
U TG T FE A 1 B AL S 0 K A

1 HREHE

1.1 fZmfetkfe £ 23K 57

NCI-H520 , NCI-H157 , NCI-H125 , NCI-H1264
NCI-H661 .NCI-H460 .H460SM .MGH-24 . A549 .297T
20 LR ER N 2 K 2 K W 98 E B 98 it Dr Ming-Sound
Tsao S256 a5 243, Hidh, H520 \H157 40 fifg g A iti i
DR Rz 20 e An R, FL12S 440 Ay A i 8 g 240 it
Pk, H1264 A549 MGH-24 411 g > A fii Jit 987 40 Jif A
H661 \H460 4 Jid >A A K 4 Jfa Jii 6% 40 i ik , H460SM
AR HA60 4 5 A7 3% 22 4 1 4 R BRI 22
K L AR ] a5t A% 1 S5 RN R A B T B Y 2
BT, N NSCLC A3 3% T8 10% 4 i iy
RPMI 1640 }53E% H,297T s 7= T& 10% g4
I3 ) = DMEM B3 3204, F 37 € 5% CO, K
FeAAE AL

TRIzol i&X57 4 Ambion 23 7], cDNA & BUHIE
i+ PCR X7 & [ Bio-Rad 2], ITGA6 M4y [
Santa Cruz A @, GAPDH B3 H Ambion 2\ &),
ECL Plus ) H Amersham 2\ 5], B B2 55 20 0 5 Yx &
5 H BD Clontech 23], RPMI 1640 3% 5% 2 FIG 4 1fi



Wik, 55, ITGAG shRNA HIf-{l /N Ot HA60SM 4R ffa i i JE AL KRR 2% . 357 -

1K Gibeo 23 &l F7 i, Polybrene FIEE I 5 2 1
Sigma A o E1XF ITGAG FE F A AN A ) 57 145 1 12
Ji 8 pLKO. 1-puro shRNA FUHI H Open Biosystem
NI LentiviralpLKO. 1-puro PR 2R G0 LA S B %
ME12 9585 shRNA JBRLHH Dr Ming-Sound Tsao S5 %
PEHE. MTS 40 i 35 5 46 D0 3K 550 €504 - Promega /23
IR = v ) 0 N o 5 L O S
COULTER® DNA PREP™ i #| & [ Beckman 2%
Al EEEBE( selected agar )4 H Invitrogen 2\ A ,
Matrigel J& . IV B R TN £F 4 i 45255 H W H BD A
Tl , Transwell 4HE3EFR/NaEI H Costar 22 F) o

1.2 5B &% PCR #= Western blotting # ] A
NSCLC #a . ¥ ITGAG ¥ & A

S E & PCR R 9 #& A NSCLC 41 g
ITGA6 mRNA [FRIKk/KF-. 27 TRIzol i 5EH] 45
L RNA TR 2R (RIS RNA Z15 , RNA
HLUKRE DU RNA S8R PE. 8% 1 pg & RNA 360 5% 1
cDNA, SIYFHN IR 1, H Invitrogen AR5 . 1%
SYBGreen &7 & 16 W] 45 #E 47 SC B 2 8 it PCR 47
14, VL RPSI3 BN S . O 5502 95 °C AR
P£5 min,95 C 15 s.60 °C 15 s, 40 MEH ., 286
HH 3 W BAHEA Cr EHARALAZ : mRNA X%
R =272 Hidh AACH=[ HAYFER (572
(BEARYL ) - NS B Cofl( R ) | - Hv3k
)73 CfEC AR IE4L ) - NS F3 CfE( &R E
)],

Western blotting ;{1 9 £ A NSCLC ' ITGA6
HMFRIE . FHEE 2L A 45 2 G B 4 i, 5
DR H _E B, Bio-Rad M€ 8 FARE SR
HFETI 30 pg AR (T 15% SDS-PAGE 43 854K
M R o B 5 i 1 BT 4 8) PVDF JE I
ZIE T 5% BUIS Wik B A AERR PR 1 he 4351
JnA—$t[ ( ITGA6( 1:200 ), GAPDH( 1:2 000 ) ],
4 CWFERIR . BEE 3 WJa, In A ZHi( HRP #5id
P 1gG,1:2 000 ), ERIFHE 1 ho Ve 3 e, Ml
H ECL Plus i #3647 .4,

1.3 &A% &k ITGA6 shRNA % HA60SM 2m it

K H Lentiviral pLKO. 1-puro 258 R 4, LA
T2 605 0T i 2 e R T 2977 200 i A0, 25 0 7 R . B
ITGAG 18957 shRNA JFhi45 10 wg 518K R4
TR 5 wg LY 207T 4000 48 h 5, I E &8
T WURL I 4 ML E 35,1 000 x g 4 °C 5.0 10 min, B
Vg, -80 CHEAEE. [RIF IR S7 B X HE 21 A 2
P B2 0 e R . O AR K
H460SM 40042 /0F 100 mm FEFRILA, 5557 = 400

70% ~80% Filt& I, L MOL {2k 5 %% L #0210 ity , 43
S 3 ml 12955 5 ok 35 .5 pl Polybrene( 285t
HUWE S pg/ml) .2 ml NEHUAERMEEFRE, BiR
RA1,37 CRiFE. 564 18 h 5 Huii,48 h J5 #ehl &
600 ng/ml BERSFEZ (Y E SR H AT 4% , LS B3R 3
d #0315 d J5 i A 38 ITGA6 shRNA (Y3
/N BT RS HA60SM 4 it . SCA 22 i RT-PCR Al
ITGA6 mRNA k7K, Western blotting £ &5 [ i
IR PN FE R TR SCR

®1 519F75

Tab.1 Sequence of primers

Gene Sequence
hRPSI3-F  5'-GTTGCTGTTCGAAAGCATCTTG-3'
hRPSI3-R  5'-AATATCGAGCCAAACGGTGAA-3'
KITGA6-F  5'-CACGCGGATCGAGTTTGAT-3’

hITGA6-R  5'-TATCGGTGAGCACATGTCACG-3'

1.4 MTS &4 012 )% & A~ F ITGA6 shRNA *f
H460SM 2 .38 74 4 % v

P4 AT X H A K A 45 A A0 M, T BT
et 453U 41 B0 72 4 2 000 A, 23 RN T 96 FLE%
T b, R A 5 A EE AL, U 37 C 5%
CO, MBI A TP IEE 4 h f12.5.7 do %
MTS 2 i 1 G A W0 5] & 45 4 0k B A5 3047 MTS £
W, R RS BFLINA 20 pl MTS/PMS TRA W,
FE 1 h e, FHEEFRYC Bio-Rad 23 ] )i 5E 490 nm
I (D ). CRHEE 3 .
1.5 33wAg 5 n 2 1% 9% A-F ITGA6 shRNA *¢
H460SM #m i 5% 2 3F 4R #i 4 K ( anchorage independ-
ent growth LGSR

i 6 FLEF TR, MALIEZMA 2 ml & 1% 3
fi§ . 10% FBS A RPMI 1640, 13 &t [ J& , T2 k- 2
ml % 1 x10* PRFM 40 0. 4% Bifi§ . 10% FBS 1
RPMI 1640, FReH AN 6 A FATFL, FRdEE 5 m A
2 ml % 10% FBS i) RPMI 1640, & 37 °C .5% CO,
AR IR TGS R 14 d R BS A 50 DULE
2 M A AR T 1 S — A TR TR v B R
SEEAE 3 K
1.6 R I AWM 1% B N ITGA6 shRNA *f
H460SM 2m it 78 == 7= 28 6L JB) 2 49 % v

WL XS0 S A B ] 5 SR R ARV, R 2
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L2 B A 1 x 10°/ml, PBS PE%& 2 K, E il 800 x g &
A£>5 min, A 70% W5k 1 ml [& & 40§, - A7 T
4 °C. 24 ~72 h P PBS PE¥ 1 ¥k, = 800 x g &
05 min, SRABUETNEE— P40 A PE DNA & 538
Yo, e h 5 50 we/ml LN EE 10 pg/ml
RNase, BEFES I AGL AW 1.0 ml, kEGAab Yy
30 min, Lk 500 BRI 8, EHLRI, ARG
A R A PL),PIC % ) =( S + G,/M )/ G, ~
G, + S+G,/M) x100% ., SZEHEE 3 K.
1.7 #RIMZ & 5Bt M 1% 5% 5~ F ITGA6 shRNA
3t H460SM 2m g Az & v i 45 49 % vf

KA Transwell £5 384, H/NE % T 5
B 60 wl matrigel( 14 wg /L) F VI BRI ZJF( 7.5
e /L), FEMARE 5 weg/ml fibronectin 1 10%
Jia A 1L Y 85 9% 3 800 wl, KUt . B A=
KA M, 8 3% A A0 % R 1 x 10°/ml, B
100 wl A E 8 A matrigel B VI Y JK 5L A Tr-
answell /NE FEN, BHHMIE 3 F174L.
B 37 C.5% CO, WEAEHE 3% 24 h )5, Wil Tran-
swell, F I & &, ¥ Transwell /NE ] 2. 5 ml
0. 1% J% — % [& % 20 min, PBS ¥ 2 ##,2. 5 ml
0.2% Z5 B e gL {5 1 h, KV, M & 3 22 |-
R ZEIT I A . N DT Ok, 0 R TE R, B
TR LR A R, B R
FREANIEE. RER(% ) =( LR AT 7240 M
B/ PAPEXT IR AN AL ) x 100% 5 i B R % ) =
( SCB 41 3T B% 40 B0/ I v okt IR 4 40 i B ) x
100% . LHHEE 3 K.
1.8 Zitgam

BAELL x +5 Fmn, R SPSS17. 0 AR {441, 41 [A]
BERE H B 2 7 22 43 B ( One Way ANOVA ) Fll ¢
Krg o XFAREZS 7340 507 22 A 55 B0 | 00 e HH Bk
ARG A TS 00, P <0.05 8¢ P <0.01 FR#E
SEAGTE L

2 # R

2.1 ITGA6 £ 9 kA NSCLC 48 e, ¥ ¢4 £ 35

P PRPERRUE f cDNA M 10 ng FFUR % HL AR B,
PASE A %E i RT-PCR #&1l ITGA6 mRNA 335 R4
R, RN, ITCA6 FIN S I RPSI3 ¥4 il £k
HRFRFC R KT 0.99, FFA [ 222 ik r
mRNA FHXT 235 5 AT HE S50, LI 1.

SERTE £ PCR Rz 9 Bk A NSCLC 4fi it 17-
GA6 mRNA MFRIKKN-, 45 R MR  ITGA6 T8 it i3 37
AR H520 . H157 ) i i 9 40 Jfl( MGH-24 \H1264

A549 ) K4 o i Jes 40 (. HA60SM  H460 ) Hh ¥/
ik, SR TR E I H460SM . H460 411 it t ITGA6
mRNA {1 3RIA7KF-BH @ v T 208 PRI Ry Heel 41
(5351 P <0.01 ). EEiRens J10) HA60SM 4 fitl
H ITGA6 mRNA R FRIAACF- B i & T35 R H460 4
J[ (8.75 £0.09) vs (5.78 £0.26),P <0.01 ],
Westrn blotting K 25 52 5 52 ) 58 5 PCR A I 3 A<
—F WL 2, SRR, ITGA6 33k FRTTRE S A
NSCLC ZHMuBUH R 2B H A RAA . B, 5
SEAF 7T HH e A HA60SM. 41 i F S ¥ 41 i, FF 53 12 9
BT shRNA # il 40 fe vt ITGA6 33k % H460SM
i AR KRR ZE S

36 36

Y=3.2125X+32.435 Y=3.8693X+29.329

34 2=(.9994 34 R?=0.9994

32 32

30 \ 30

28 28

26 26

24 24

22 22
0 . . 0 . . . )
-1-0.8 -0.6-0.4-0.200.20.40.60.8 1.0 -1 -0.5 0 05 1 1.5

ITGA6 RPS13

BE1 SEEZEE PCR &M ITGA6 mRNA FiZHHHIE
Fig.1 Amplification efficiency for ITGA6 mRNA
expression detected by Q-PCR

2.2 kA& E Kk ITGA6 shRNA #5 H460SM Za i,

R Tk B — N7 81 AT e I TC R Ik
HITE I, AR e B, T ITGAG FE X 4 65 4 v A4S
1 =4O 7 R VA= O R A N K S BT
ITGA6 shRNA X H460SM 4 Jitd JE 25 i 52 Wil , 52 56 40
41 g ( H460SM-75 H1 H460SM-76 ) 5 Xf M& 4
H460SM-NS 4 7e I &% FicA I B 225, WK 3.

SER 2 B PCR R I 45 51 07K - 5 B0 X I 4
( H460SM-NS ) LLES , B 21K ITGA6 shRNA 1) 5 B
ZH H460SM 41 Jfd ( H460SM-75 F H460SM-76 )
ITGA6 mRNA FRik/KFH R FIEL (1.00 £0.01) vs
(0.11 £0.04).(0.22 £0.04 ), P<0.01 ], West-
ern blotting 1 25 2R 55 SE ) 5 & PCR A6 BE AR —
H(E4), DL LS5 RULH, 12N ITGA6 shR-
NA AERH A HA60SM AL+ ITGA6 K33k, )
A5 T RasEFIK ITGA6 shRNA 1) HA60SM 4l i .
2.3 2B ENF ITGA6 shRNA 3+ HA60SM 2m fe 3%
LR DA

MTS 5 25 5 ( 18] 5) 87~ , HA460SM 4 Jifd 2 Fif
JE 57 K, 2K ZH( HA60SM-75 . HAG0SM-76 ) 24 Jify 44



Wi, 5. ITGAG shRNA FI /NI HA60SM 41 i 2 AL 1 AR 2% . 359 -

B M 5 B R X B2 ( HA60SM-NS ) [ #5225 5 B 58
B L [(1.53 £0.08) vs (1.57 £0.26),
(1.61+0.16), P>0.05 |, HILAT W, 188N 5
ITGA6 shRNA JEANHEH] HA60SM 241 Al Y 3 5 -

A
12 -
10 + .
2 8
2
Oﬂ allm 110
a b ¢ d e f g h 1

Human NSCLC cel lines

123 456 789

2 SERFEE PCR( A )#1 Western blotting( B )#&ill 9 £ A

NSCLC 4tk s ITGA6 mRNA & H K RIE
Fig. 2 Expression levels of ITGA6 mRNA and
proteinin 9 human NSCLC cell lines detected by Q-PCR
( A') and Western blotting ( B ) , respectively ( n =3 )
A, a: H520; b:H157; c: HI125; d: MGH24; e: H661;
f: H12640; g: A549; h: H460 SM; i: H460
B, 1: H520; 2:H157; 3: HI25; 4: MGH24; 5: H661;
6: H12640; 7: A549; 8: H460 SM; 9: H460
P <0.01 vs H661 cells

B3 1BRENST ITGA6 shRNA 3f
H460SM 4B REFASHI R x 100 )
Fig. 3 Effect of lentiviral ITGA6 shRNA on cellular
morphology of H460SM cells ( x 100 )
A: H460SM ( blank control group );
B: H460SM-NS ( negative control group );
C: H460SM-75; D: H460SM-76

A

12}
1.0
0.8
0.6
04t
sk

02} *x ’—I—‘

0 " L L J

H460M-NS  H460SM  H460SM-75 H460SM-76

1 2 3 4

ITGA6 mRNA

ITGA6— 140

B4 S:FEE PCR( A )0 Western blotting{ B J#&:illl
FE K% ITGA6 shRNA B HA60SM £ A
f ITGA6 mRNA F1&E BRI FKi%

Fig.4 Expressions of ITGA6 mRNA and
protein in lentiviral ITGA6 shRNA stably
transduced H460SM cells detected by Q-PCR( A )
and Western blotting( B ), respectively
1: H460SM-75; 2: H460SM-76;

3: H460SM; 4: H460SM-NS
" P <0.01 vs H460SM-NS cells

2.0
1.8 —e— H460SM-NS
1.6 —e— H460-75

—a— H460-76

H460SM cells (D,,,)
(=]
oo

Time (t/d)

B5 8RB N S ITGA6 shRNA 3t HA60SM 4Rt 58 4 2
Fig. 5 Effect of lentiviral ITGA6 shRNA
on proliferation of H460SM cells

2.4 1B5mAENF ITGA6 shRNA *+ H460SM % it 4%
T AR B & K 6T A

) RE R Sl W N1 U5 = SR MG SIS 7 N a2 =
SU5 R AR, B R T AR A 5B 14 K,
s A C KR SR 2 A n S, S g
H460SM-75 F1 H460SM-76 4l fif 55 %} FB2H H460SM-NS
YLV [ S FEAE 22 5. H460SM-75 Fl1 H460SM-
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76 A2 A RTE s (B | i1 FH g i B %
ZH HA60SM-NS 4 22 55 240 i 5 e 4 o AR RS |, 30 2%
bR L S Y PRI, AT R AR T Bl 2 K R 4l
Juf i SRR AR R ANFEI . BRI L, P HIITGA6 3 15 1T 1)
il H460SM ZH Bt AE 4L 75 1 TE A, 5 B X A L 3%
ZRAEG T X[ (20.81 +1.38 )% vs (18.87 =
1.47 )% (18.85 £1.11 )% ,P <0.05,/8 6 ], Htn]
UL M6 TS ITGA6 shRNA ]3] HA60SM 2 it
EARRIPEA K

2.5 %55 %I ITGA6 shRNA *F H460SM % it /A
= e 2w e B B 4 % v

SE2H HA60SM-75 i HA60SM-76 4 Jifl i 1%
SRATEXT BRZH HA60SM-NS 4Rl H 45, 25 R G827
EX[(1.00+0.11)% vs(1.10+0.13 )% (0.77 =
0.12)% ,P >0.05 ] HLw] WL, 18587 ITGA6
shRNA J-ANBEA S H460SM 4IE AT .

S ZH HA60SM-75 F1 HA60SM-76 41 Jfi 14 %t 45
.Gy /G, W40 My b B (3R 2 ) 5 B M X R4
H460SM-NS 4z 8] 22 F T geit2= 2 X[ (46.53 +
6.54 )% vs(45.65 +11.86 )% (44.31 +7.02 )%,

P>0.05;(52.03 £9.69 )% vs( 54.33 £9.37 )% .
(54.70 £12.20 )% ,P >0.05 ], HLA] U, 1855 &
T ITGA6 shRNA Ff AN 155 HA60SM 4i il & A=
G, WIBHH , WABER I HA60SM 40 f s ot . 4% IR
55 MTS SR 4 i 7% ) 25 R A —3

2.6 1%5BENF ITGA6 shRNA *F H460SM %8 i
£ A=t A 093 h

RAMZ SRR 25 R B 7) BoR, W 1TGA6 3%
IR ] IE 2 B AR HA60SM. 41 e =R 22 1 e 1. SL a4l
H460SM-75 £l H460SM-76 4ifil A 128 HE )1, e o
i N R A, R 28 A B M R
H460SM-NS 40 i Ik ¥, 2 R f 4 it 2 B X
[(100.00 +6.74 )% vs (7.04 +2.96 )% .( 4.68 +
0.27)% ,P <0.01 ],

] ITGA6 Fihik n] LR 25 K H460SM 41l ffy
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Tab. 2 Effect of lentiviral ITGA6 shRNA on cell cycle of H460SM cells ( n =3,x =5, % )

Group G,/ G, G,/’M S PI
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H460SM-76 54.70 £12.20 12.26 £6.34 31.27 £14.18 44.31 £7.02
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Fig. 6 Effect of lentiviral ITGA6 shRNA on anchorage-
independent growth of H460SM cells
A : Number of colonies; B: H460SM-NS ( x40 );
C: H460SM-75 ( x40); D: H460SM-76 ( x40 )
" P <0.05 vs H460SM-NS

1295 5/ F shRNA FR T 12 W T
SEPIAIFRORESE . IR A S shRNA FAR
A HA60SM ZH L ITGAG &3k , AT 410 1 i 9gd
HERE 2l NSCLC FHAZ Wi FTRT 78T i o 1 #E S &
PRALSTIGARIE . S T RS NP8 W] RE
TCRLBARRLA G O, AR I FE T ITGA6 IR Z i)
FEH WIS TT BB T P07 A5, Ta] s a8 1 358 ' B
R AT AE B A B BE M 5 SR AT T HERR . SER E
i PCR Fl1 Western blotting 455 i 75 , #H X F B M%)
WRZH, 5286 240 H460SM-75 F1 H460SM-76 4 Jifi
ITGA6 mRNA (1335 B 42 9, 15d B 3 9 > 1T fig 19
THAL 3 UTIRBOCR I A 2L, YRR T R & ik
ITGAG6 shRNA F3E/NH e HA60SM 40 At . A

FREE RN M ITGA6 23K, REHNHH] H460SM 4 i
i R AR A= 1, FRAR T H460SM 21 i it 20y 4,
BB PO FF T E—2 05T .

1600
1200
800
400
0

Number of cells

7 1BHEENS ITGAG shRNA X H460SM P2 22 1 3

Fig. 7 Effect of lentiviral ITGA6 shRNA
on invasion of H460SM cells

A :Invasion of H460SM cells in different groups;
B: H460SM-NS ( x40 ); C: H460SM-75 (' x40 );
D: H460SM-76 ( x40 )

*" P<0.01 vs H460SM-NS
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Fig.8 Effect of lentiviral ITGA6 shRNA
on migration of H460SM cells
A': Migration capacity of H460SM cells in
different groups; B: H460SM-NS ( x40 );
C: H460SM-75 ( x40 ); D: H460SM-76 ( x40 );
**P<0.01 »s H460SM-NS
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