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Supplementary Fig. 1: Hi-C maps in control, WGD and CIN-only models. Hi-C inter-chromosomal
interaction maps at 10Mb resolution. Matrices are balanced using Iterative Correction so the inter-

chromosomal marginal sum of each bin sums up to 1.
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B. RPE™%*WGD
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Supplementary Fig. 2: Quality filtering and individual scHi-C maps in control and WGD RPE™"

cells. Raw Hi-C maps and impedance-based single nucleus sorting signal (ohm) for each single cell in the

RPE™7" control (A) and WGD (B) collections.
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Supplementary Fig. 3: Hi-C maps of 20-weeks post-WGD tumours. Hi-C inter-chromosomal
interaction maps at 10Mb resolution of the three 20-weeks post-WGD tumours originated from RPE""
cells. Matrices are balanced using Iterative Correction so the inter-chromosomal marginal sum of each bin

sums up to 1.
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Supplementary Fig. 4: Ploidy evolution of CP-A™"*" post-WGD cells. Pl-based cell cycle staining
histograms of CP-A™"% (clone 19 and clone 3) control, 6 weeks and 20 weeks post-WGD cells in vitro, and soft agar

colonies.
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Supplementary Fig. 5: Uncropped immunoblots present in main figures.
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Supplementary Fig. 6: Gating strategy for the flow cytometry-based cell cycle analyses.
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