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Recent progress in cancer treatment has been made possible through new
insights into the key genes and pathways that underlie most malignancies.
Understanding how these central players trigger the early, stepwise progression
of cancer will be essential to moving beyond incremental steps and toward
revolutionary advances in cancer treatment and prevention. The Ellisen
laboratory is broadly interested in identifying such genetic abnormalities,
understanding how they inﬂuence the biology of cancer cells, and discovering
how biology can inform the selection of the most effective therapy for each
patient. We address these questions through basic research studies of key
tumor-cell signaling pathways, and through molecular analysis of patient tumor
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samples conducted in partnership with collaborators in the ﬁelds of molecular
diagnostics and computational biology. Our discoveries in the basic laboratory
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how that biology can, in turn, be exploited
to therapeutic advantage. We address these
questions through basic research studies of
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The p53 family network in cancer
biology and therapy

key cancer drivers including DNA repair defects
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The lactating mammary alveolus (shown) requires activation of STAT5 (pSTAT5, green/aqua) in
luminal cells, which is controlled by paracrine hormonal signaling from basal cells (blue). Loss
of this signaling may block luminal differentiation and predispose to breast cancer.
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