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Development of esophagus cancer acquired Nrf2 activation
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We examined how Nrf2 plays roles in esophageal cancers developed by a
chemical carcinogen, using two model mice that harbor acquired deletion of Nrf2 or Keapl genes in
esophageal epithelium. Partial appearance o Keapl-deleted cells in esophageal epithelium conferred
DNA damage to Keapl-expressing cells, resulting in 4NQO-induced tumor promotion. Nrf2-addicted
cancers are found approximately 30% of esophageal squamous cell carcinoma. This study is useful to
understand development of Nrf2-addicted cancers.
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