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Molecular basis_for tumor progression triggered by genetic heterogeneity of
oncogenic activities.
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During cancer progression, clones of cells with different oncogenic mutations can
interact with each other, leading to the promotion of cell proliferation and metastatic ability. To
understand the molecular mechanisms of cancer progression triggered by the heterogeneity of cells with
different oncogenic activities, we used a new Drosophila genetic mosaic technique called
* coupled-MARCM’  technique. Through a genetic screen and subsequent genetic analyses, we found that a
heterogeneity of cell clones with elevated Ras or Src oncoprotein activity triggers tumor progression in
Drosophila imaginal epithelium. Furthermore, we elucidated the Notch-Delta-based mechanism of this tumor
progression triggered by the interaction between Ras- and Src-activated cell clones.
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