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Gene Frequency (%) | Patients No.of nactivating g-value
Alterations

1 KRAS 477 82 0 1.06E-116
2 TP53 55.8 96 30 2.73E-115
3 CTNNB1 233 40 1 840x102
4 SMAD4 16.3 28 10 1.02x104
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6 ELF3 12.2 21 17 1.78x 1010
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10 ACVR1B 81 14 5 0.000428
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2 TP53 (46%) TP53 (60%) TP53 (67%) TP53 (33%)
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