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cell lines treated with AFB1.
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Supplemental Fig. S6 Analysis of variant allele frequency (VAF) effects on mutational signatures in
mouse tumor M2. SNV (A) and mutation spectra (B) distribution across different VAFs. T, transcribed,;
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probability density lines were estimated using the R density() function.
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Supplemental Fig. S8 Analysis of variant allele frequency (VAF) effects on mutational signatures in
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variant allele frequency (VAF) in different copy number regions of the genome of mouse tumor M3.
Probability density histograms at were created using the R function hist() with probability=T;

probability density lines were estimated using the R density() function.
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Supplemental Fig. S10 Analysis of variant allele frequency (VAF) effects on mutational signatures in
mouse tumor M4. SNV (A) and mutation spectra (B) distribution across different VAFs. T, transcribed;
N, non-transcribed (C) Tumor content (cellularity) and ploidy (D) Copy number and depth ratio across

the genome.
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(VAF) in different copy number regions of the genome of mouse tumor M4. Probability density
histograms at were created using the R function hist() with probability=T; probability density lines
were estimated using the R density() function.
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Supplemental Fig. S12 Analysis of variant allele frequency (VAF) effects on mutational signatures in
mouse tumor M5. SNV (A) and mutation spectra (B) distribution across different VAFs. T, transcribed;
N, non-transcribed (C) Tumor content (cellularity) and ploidy (D) Copy number and depth ratio across

the genome.
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Supplemental Fig. $13 Probability densities of G:C > T:A mutation counts by variant allele frequency
(VAF) in different copy number regions of the genome of mouse tumor M5. Probability density
histograms at were created using the R function hist() with probability=T; probability density lines
were estimated using the R density() function.
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