Table EV1. Characterization of AASs. The table summarizes the five distinct AAS signatures
(AAS1 to AAS5) based on specific nucleotide mutations, single base substitutions (SBS),
associated mutagens or biological processes, gene knockouts (KO), amino acid substitutions, and
cancer types. Of note, nucleotide substitutions are represented relative to the pyrimidine bases to

avoid redundancy and simplify interpretation (see Figure 2A for details). ROS: reactive oxygen

species. MMR: mismatch repair. HR: homologous recombination. ENU: N-ethyl-N-nitrosourea.
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