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• Professional Experience:

Charles Swanton has made seminal contributions to our understanding of cancer evolution and how it 
can be applied to cancer therapy. He demonstrated the existence of subclonally related cell populations 
in renal tumours [confirming Peter Nowell’s 1976 hypothesis], in parallel with work by Navin and 
Greaves. He subsequently established the UK-wide TRACERx programme to characterise lung cancer 
evolution during the clinical therapeutic trajectory. Swanton has also generated major insights into how 
genome instability facilitates cancer evolution, and in ongoing work has established a cardinal role for 
inflammation in lung cancer initiation, particularly in never-smokers.
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