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Cancer stem cells (CSCs) are the most important therapeutic targets since they are supposed to
critically contribute to cancer recurrence, invasion and metastasis. However, successful
development of drugs targeting CSCs has been hampered by unstable features exhibited by
CSC—enriched cells those collected from human cancers using surface markers. We developed in
vitro CSC models in which modifying activity of single or a few number of genes in cells derived

from genetically engineered mice or human cancer specimens leads to cancer stem cell-like
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phenotypes with high prevalence. We combined data on gene signatures and hit compounds, and
then assessed its clinical significance using in silico techniques. These efforts led us to discovery

of multiple promising new targets of CSC therapy.
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and cancer cells. International Symposium on Tumor Biology in Kanazawa & Symposium on Drug
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Yoshida A, Kitajima S, Tanaka T, Nishiuchi T, Hirose O and Takahashi C. MicroRNA targeted
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Symposium on Drug Discovery in Academics 2014 £ 1 A 23 B (£iR)
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Muranaka H, Kitajima S, Sasaki N, Kohno S, Shamma A and Takahashi C. RB controls lipid
metabolism in cancer cells. International Symposium on Tumor Biology in Kanazawa & Symposium

on Drug Discovery in Academics 2014 &£ 1 A 24 B (£iR)
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