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The development of novel cancer therapeutic/diagnostic drugs targeting cell
competition.

Morita, Tomoko
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Epithelial Defense Against Cancer (EDAC) is a mechanism by which normal
epithelial cells actively exclude transformed cells developed among them. This study aims to
identify small molecule compounds that promote EDAC, leading to the treatment of early stages of
cancer-.

In this study, we conducted high-throughput screening and discovered that several hit compounds
(anti-inflammatory drugs) that promote EDAC. We also found that these drugs potentiate EDAC by
inhibiting known target molecules. Furthermore, we revealed that the administration of
anti-inflammatory drugs to cell competition mouse model resulted in the decrease of RasV12
transformed cells remaining in the pancreatic duct epithelium.
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