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Analysis of novel molecular targets of cancer stem cells by systems analysis
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In order to analyze HER2/ErbB2-PI13K-NFkB pathway in breast cancer stem cells, DNA
microarray analysis was performed by using breast cancer cells stimulated with HER2 in the presence or
absence of NFkB inhibitor or PI3K inhibitor. We identified several candidate molecular targets in breast
cancer stem cells, 1GF2, AR, GDF15, for example. We confirmed that these molecules play important roles
for stemness of breast cancer cells.

We analyzed FRS2beta knockout mice in the background of MMTV-ErbB2 mammary tumor model. We found that
FRS2beta play important roles for stemness of mammary tumors through fine-tuning of ErbB2 signaling.
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