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Figure S1. Role of KRAS mutation types in PDAC gene signature expression. (A) Visualization of the KRAS mutation
burden and hotspots in 168 PDAC patients. The data were obtained from the “Pancreatic adenocarcinoma (TCGA,
PanCancer Atlas)” dataset. (B) A heat map shows the correlation between KRAS mutation types and PDAC gene signature
expression. Inset at top: a gradient color key shows the related gene z-scores. (C) GSEA results for the role of KRAS
mutation types in regulating PDAC gene signature. GSEA was performed to enrich the PDAC gene signature in PDAC
patients with KRASG?P/VR mutations compared with those with KRASWT,



