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Exploring the response of BRAF or PIK3CA mutated cancers to pathway-targeted inhibition 
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This lecture will address the utility of genetically engineered (GEM) and patient-derived mouse xenograft (PDX) models of 
cancer to explore mechanisms of oncogene-tumor suppressor cooperation in cancer initiation, progression and therapy. 

The lecture will emphasize the importance of the quality and quantity of signal pathway activation in sustaining cancer cell 
proliferation and how such phenomenon may be utilized to prevent the onset of drug resistant disease.
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