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Expression of VE-cadherin in different non—small cell lung cancer cell lines
and effects of VE—-cadherin silence on the invasion and metastasis of non-

small cell lung cancer cell lines
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[ Abstract]Objective : To detect the expression of VE—cadherin in different non—small cell lung cancer cel(NSCLC) lines with distinct
invasion performance and to investigate the effects of the VE—cadherin silence on the invasion and metastasis of NSCLC cell lines.
Methods : Expression of the VE—cadherin mRNA and protein were detected by quantitative PCR and Western blot in NSCLC cell
lines with highly invasive,normally and low invasive ability(PG,H1299 and PA). Effects of expression of VE—cadherin on the invasion
and melastasis of PG cell line were explored by RNA interference. Results . VE—cadherin expressed in 3 kinds of NSCLC cell lines.
mRNA and protein expression intensity of VE—cadherin was higher in PG, followed by H1299 and PA cell lines with statistical differ—
ences between PG and H1299 (P=0.000) and statistical differences between PA and H1299,PG (P=0.000). Result of Transwell
chamber matrigal invasion assays revealed that the numbers of invasive cells of control group and interference group were 34.33 +
3.06 and 86.00 + 7.93 respectively, with statistical differences between groups (P=0.000). Results of scratch damage experiment
showed that the migration abilities between control group and interference group had no obvious differences in the first 24 h(P=
0.825). But after 48 h or 72 h,metastasis distance of control group was farther than that of interference group with statistical differences
(P=0.000). Invasion and metastasis of PG cell were down regulated by the reduction of the expression of VE—cadherin. Conclusions
VE-cadherin may play a critical role in the invasion and metastasis of NSCLC and may become a new target in the prevention and
treatment of invasion, angiogenesis and metastasis of NSCLC.
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cell lung cancer cell lines ( PG,H1299,PA ) with distinct invasion
performances

2.2 Real-time PCR #= Western blot 34| i@ i+ RNA T 44
J& PG itk ¥ VE-cadherin 9 Fi&

Real—time PCR 7w, %5 (X HRAL FAPEXT R4 T304l
1) mRNA FEACEIEMKI A (0714 9+ 0.073 9) . (0.713 1 =
0.0431) .(0.209 9 +0.005 6),3 ZH(%) mRNA FiAKF-2 5K
GiitEaE L (F=103.593, P=0.000) (& 3), Western blot {7,
25 PG IR B IR | TP g i R 1 23R8 K I fE AR IR
(0,726 5 +0.002 9) . (0.711 5 +0.007 0) . (0.298 0 +0.002 0),
3AUMEARIKTEERASIFE XL (F=2 856.217,P=
0.000) , TERGHKIER 0.05 /K- I, 3 AP L3, 25 G AR
LA XS IR mRNA KR KA B 25 5 (mRNA
KA, P=0.967; 45 KT, P=0.058) (&1 4) 5 A% T BPEXT B
2, T4 VE-cadherin ) mRNA K8 H #5584
SRR RLL, T4 4] VE-cadherin 235 F %) 70.6% , P
B 2E S BAGEE L (P=0.000)

0.90
0.80
0.70
0.60
0.50
0.40
0.30
0.20
0.10
0.00

mRNAZ LK

XTI BIMEXT R T
ol
3 VE-cadherin mRNA ZEZ B3 BR4A ., T AR B
XERERIFRIE
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