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Fig. S16. Validation of bipotent regulators of angiogenesis or growth-suppressor.

(A) Effect of knockout of 28 bipotent targets (14 each of angiogenesis and growth-suppressor) on the
expression of genes in angiogenesis or evasion of growth suppressor pathways vs. controls. (B) Expression
change of genes in angiogenesis or evasion of growth suppressor pathways by knockout of bipotent
TFCRs vs. other TFCRs. (C) Kaplan—Meier plots showing progression-free survival (left) and overall survival
(right) differences for patients receiving anti-PD1 between the low-risk and high-risk groups defined by

the median value of angiogenesis or growth-suppressor signature in BTAS.



