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Research interests:
Recent work including from our own group has shown that myelodysplastic syndromes (MDS) and acute myeloid
leukemias (AML) arise from an unexpectedly diverse pool of pre-leukemic stem cells (pre-LSC), preceding the
formation of fully transformed leukemia stem cells (LSC). These highly polyclonal pre-LSC and LSC populations
are relatively resistant to chemotherapy and thereby contribute to treatment failure. As a consequence, poly-
clonally driven progression and relapse continue to be the most common causes of death in MDS and AML.

The goal of our research is to delineate critical mechanisms in HSC that drive their heterogeneity and
formation and function of pre-LSC and LSC, including key transcriptional/epigenetic regulators as well as
mediators of aberrant signaling. We are studying murine genetic models as well as primary human samples from
patients. Our studies aim at the development of targeted, pre-LSC- and LSC-directed therapies, which could
ultimately also be employed for precision prevention of relapse/progression, or "cancer interception".
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