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The Effects of RNA Interference to c-Met Gene on Invasion
and Migration of Human Non-small Cell Lung Cancer and

the Sensitivity to Cisplatin
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Abstract ; [ Purpose ] To investigate the effects of ¢-Met gene interference on invasion and mi-
gration ability and chemotherapeutic drugs sensitivity in lung cancer 95D cell line. [ Methods |
¢-MET protein expression was detected in lung cancer tissues and different lung cancer cell
lines using immunohistochemistry and Western Blot technology. c¢-Met shRNA plasmid was
transfected into lung cancer 95D cells,then the ability of cell invasion and migration was de-
tected by transwell chambers in vitro invasion assay and wound-healing assay. Cell proliferation
and the sensitivity of lung cancer cell to cisplatin were determined by MTT assay. [Results ]
Met protein expression in NSCLC tissues was significantly higher than that in cancer adjacent
tissues. Meanwhile,Met protein expression in invasive lung cancer cell line (95D,801D) was
higher than that in low invasive lung cancer cell line (95C) and in BEAS-2B cell. In addition,
c-Met gene silence significantly inhibited the migration and invasion ability of 95D cells and
improved its sensitivity to cisplatin.[ Conclusion] c-Met gene may have the potential as a thera-
peutic larget using in the treatment for human non-small cell lung cancer.

Subject words: c-Met; NSCLC; RNA interference ; cisplatin
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Figure 1 The expression of c-Met in lung adenocarcinoma tissues,squamous
cancer tissues and cancer adjacent tissues by immunohistochemistry (SP x100)
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Figure 2 c-Met protein expression in different lung cancer cell lines
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Figure 3 The effect of Met protein expression after c-Met gene silence
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Note: A \B:The Transwell chambers in vitro invasion after c-Met gene silence (x40);
C.D:The wound healing test after c-Met gene silence (x40);*: P<0.05,%*:P<0.01.

Figure 5 In vitro invasion and migration experimental test
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