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Supplemental Figure S2
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Supplemental Figure S6
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regions tumor cell lines the genes tumor cell lines
G1/S transition of mitotic CDKN2A, CDK4, CUL3,
1 . 9 ) , , ,
cell cycle 42 0.08 4 73% 13 11.0 CULs
2 | BMP signaling pathway 42 0.09 4 67% 12 gy PP ACTRIN SMADY
. . o SMAD4, TGFBR1, FOS,
3 | TGFBR signaling pathway 82 0.20 7 93% 26 8.6 JUN, TP53, BCLOL
TP53, CDKN2A, BRCA2,
4 DNA damage control 112 0.30 13 87% 34 7.5 ATM, APC
. KRAS, ARF1, EHD3,
5 GTPase activity 199 0.30 6 100% 20 4.5 GFM2, MFNL, RAB6A
Whnt receptor signaling APC, CYLD, FGF9, LRP1,
6 pathway 166 0.34 14 53% 16 3.1 MACF1, PTEN
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Step 6 Somatic Filtering
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