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Problem: Normal tissue damage limits the radiation dose used in radioresistant KRAS mutant rectal tumors 
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1. KRAS mutant cells show 

differences in the metabolism of 

methionine

2. KRAS mutant cells and normal 

epithelial cells have opposite 

phenotype in response to low 

methionine

KRAS mutant cells

Epithelial cells

3. Low methionine intake sensitizes tumors 

and protect the epithelium

Human colorectal cancer cell CRISPR-engineered to express 

either KRAS wildtype or G13D
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