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Atm EMT

Ataxia telangiectasia mutated relates to epithelial&#8211;mesenchymal transition in
colorectal cancer.
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Today, disease prevalence rate and the mortality rate of colorectal cancer is
increasing. Since most of the cause of the death is related with the metastatic cancer , it is important
to clarify the mechanism of metastasis of colorectal cancer. Atm is known as on of the genes which is
related to stability of the blood vessels. Recently, the relationship between Atm and
EMT(Epithelial-Mesenchymal Transition) which is known as one of the important mechanism of the invasion
and metastasis of cancer cells is become clear. However their relationship is not proven in colorectal
cancer cells/tissue.

In our experiment, it is revealed that EMT is enhanced in Atm-hyperexpression colon cancer cells. And in
these cells, EMT is inhibited through the inhibition of Atm. Thus, the relationship of Atm and EMT in

colorectal cancer was suggested.
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Relative protein levels of ATM and EMT markers in HT29 and SW480.
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HT29 demonstrated relatively higher levels of ATM and N-cadherin while no
difference was observed in E-cadherin comparing to SW480.
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Scratch assay in HT29 and SW480.
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Approximately 4 times of cell migration was observed in HT29
comparing to SW480.

Treatment of TGFB in SW480.
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TGFP exposure increased levels of ATM and decrease E-cadherin
time-dependently.

N-cadherin was increased by 12 hours and decreased at 24 hours
following while protein expression in SW480.
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ATM and E-cadherin by TGFp exposure (12h) in SW480

transfected with ATM siRNA.
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Increase of ATM and decrease of E-cadherin due to TGFB was suppressed

in SW480 fransfected with ATM.
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Scratch assay in SW480 transfected with ATM siRNA
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Cell migration due to TGFB exposure was suppressed in SW480 by
transfection of ATM siRNA.
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