[ AR 2 5201 14E4 A 55 1445 55 400)

Chin J Lung Cancer, April 2011, Vol.14, No.4 * 311 -

DOI: 10.3779/j.iss1.1009-3419.2011.04.02

- Hk il WF 5T -

Src#& A 7 i 4 PR YL 3E = 8 H B 1E A
TAE L SNE T ¥

[BE)] =588 ScBEAEMBENAELE . RIRMFEE DA EEIEN . AU B 7EHTSrelE [ 76 i 4
L e ) 28 T A AR 0 B OGS i 20 B S SRS R 2] . F73% R F Weestern blotI1 6t e T e 1246 M) Sec 2 11 726 i 2
PP FE AR AL 00 s MTTIRAG I 1] Srclk 2 R Il T A1 X Il 40 AL PR S MBS B A9 520 ;- Boyden chamber 2l
IV Sec s SRR I Ak X5 it A L AR S MR 2R T R 2 . S5 SR AN SIZI8n 0k P A Jii i 240 L 0 A7 AEpp6 0™ i 2R3k, /N
U9 (non-small cell lung cancer, NSCLC ) llfitl #k:Src R 11 H BRI AT (SrepY™ ) BRI /NI 7
T AR SBCS P LT R AS B SrepY ™ 1] Sre & 2 BRI 1 A ot 98 240 M A S 384 7 S22 B HE R TR Bz, TP BofUBE R
Srci [ s S IR BB I 55 0 PC-ORIAS 49 A RS i 2 20 A SR I A VR F - (P<0.05) 5 <1 uM Srcfi 44121
PRI %I H226 . PC14PE6FIRERFLCOKAH i 4 B A7 W b A Ml /5 P o Secis S MR A 410 o) 390 % i 98 240 A4 1142
ZEv i 2 FUH B AR RIE A (P<0.05) o S5 SR ARG, MR FIE, FENSCLCHNH RSN
BRI b R P A

[ 5521 | MR SrclRERRIAAY; H7H; 12

[ FEHZES ] R734.2

Effects of Src on Proliferation and Invasion of Lung Cancer Cells
Rui ZHENG', Xiaosong QIN?, Wenjie LI', Jian KANG®
12" Department of Respiratory Internal Medicine, Shengjing Hospital Affliated to China Medical University, Shenyang 110022,
China; *Department of Clinical Laboratory, Shengjing Hospital Affliated to China Medical University, Shenyang 110004, China; *In-
stitute of Respiratory Disease, the First Hospital Affliated to China Medical University, Shenyang 110001, China

Corresponding author: Rui ZHENG, E-mail: zhengr@sj-hospital.org

[ Abstract ] Background and objective It has been proven that Src played pivotal roles in carcinogenesis, cancer
progression and metastasis. The aim of this study is to explore the roles of Src phosphorylation on lung cancer cells. Methods
Western blot and immunoprecipitation was used to detect the expression and phosphorylation of Src in lung cancer cells. MTT
and Boyden chamber assay was used to examine the effects of inhibition of Src phosphorylation on proliferation and invasion

src

of lung cancer cells in vitro, respectively. Results pp60™ was expressed in all lung cancer cell lines in this study. All S non-small
cell lung cancer (NSCLC) cell lines had increased autophosphorylated tyrosine-418, while nearly no phosphorylated Src in
small cell lung cancer SBCS cell line was detected. The effect of inhibition of Src tyrosine kinase on cell proliferation varied
among the lung cancer cell lines. Submicromolar Src tyrosine kinase inhibitor (<1 pM) remarkably suppressed the proliferation
of PC-9 and A549 cells in a dose dependent manner (P<0.05), while the same concentration of Src tyrosine kinase inhibitor
had no significant effect on proliferation of H226, PC14PE6 and RERFLCOK cells. Invasiveness of lung cancer cells was sig-
nificantly suppressed by Src tyrosine kinase in a dose-dependent manner (P<0.05). Conclusion Phosphorylation of Src, but
not over-expression, plays a pivotal role in proliferation and invasion of NSCLC cell lines in vitro.
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Fig 2 Effect of Src tyrosine kinase inhibitor on
Src expression and phosphorylation in non-
small cell lung cancer (NSCLC) cells

B 1 S FSrcERNRETHBRL. A EAEPScERNRIAMBERLE

Western blot#&M 4558 ; B : A4 A SrcE BFRIEFIBEBR (L 24T,

Fig 1 Expression and phosphorylation of Src in lung cancer cells. A: Expression

and phosphorylation of Src in lung cancer cells by Western blot; B: The analysis of

expression and phosphorylation of Srcin lung cancer cells.
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Fig 3 Effect of Src tyrosine kinase inhibi-
tor on NSCLC cell proliferation. "P<0.05,
""P<0.001 vs control group.
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Fig 4 Effect of Src tyro-
sine kinase inhibitor on

NSCLC cell invasiveness
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Fig 5 Effect of Src tyrosine kinase inhibitor on
NSCLC cell invasiveness. ‘P<0.05, “'P<0.001 vs
control group.
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