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Additional file 7: Figure S3. Proapoptotic tumors are enriched in DNA-repair and immune-inflammatory signaling pathways and predict chemotherapeutic benefits
(A) GSEA was performed in the TCGA cohort using a panel of functional gene sets related to GO biological processes and hallmark items from MSigDB. The values indicate NESs. (B) Frame shift mutation load and frame insertion mutation load were examined among the apoptotic phenotypes in the TCGA cohort. The values were log2 transformed. (C) Somatic mutation and copy number variations were examined for apoptosis signaling, receptor tyrosine kinase signaling, immune checkpoints, and EMT signaling.
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