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A. Personal Statement 
Our laboratory studies the molecular pathogenesis of cancer, particularly hematologic malignancies, with a 
specific focus on hematopoietic stem/progenitor cells and their conversion into cancer stem cells.  We have 
discovered several genes that are damaged by chromosomal translocations in human leukemias.  We are 
currently investigating their normal functions and contributions to cancer employing a variety of experimental 
approaches that include biochemical techniques, in vitro cellular transformation assays, as well as genetic 
analyses using mouse models.  These efforts have defined a major pathway in leukemogenesis that critically 
depends on Hox and TALE class homeodomain proteins, and their immediate upstream transcriptional 
regulators (e.g. MLL).  However, less is known about the downstream effectors in this critical pathway in 
normal and neoplastic blood cell development.  We possess the experimental tools and scientific expertise in 
cancer biology and hematopoiesis to further investigate this pathway to advance the novel preliminary studies 
described in the current application implicating a unique new function for a known enzyme. 
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Molecular Targeting of MLL and Associated Factors 
 
Determine the requirements for menin and other MLL-associated factors in leukemogenesis and establish the 
feasibility of targeting their molecular interactions as a therapeutic strategy.  Define the pathogenic roles of 
AF4 macromolecular complex components in MLL-mediated leukemogenesis. 
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The objectives of Project 4 are to characterize the role of MEIS/HOX-dependent pathways in the 
pathogenesis of MDS using mouse xenograft models. 
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Role: Project 4 Leader 
 
3 P30 CA 124435-02S1 
NIH/NCI  
Stanford Cancer Center   Mitchell (PI) 

06/01/10-05/31/15  

 
Role: Associate Director for Basic Science and Program 1 Co-Leader 
 
 
 


