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BACKGROUND AND HYPOTHESIS METHODS RESULTS
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Prior attempts to understand the prognostic roles of
SWI/SNF mutations has led to conflicting results in different

KEAP1 and STK11 mutations in the Driver- cohort (Fig 4). When comparing KRASmt vs Driver- tumors. KRASmt tumors have a favorable prognosis in the SMARCA4
WT cohort and a worse prognosis in the SMARCA4 MT cohort (Fig 5).
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