The tumor microenvironment and immune infiltration landscape of KRAS mutant
pancreatic ductal adenocarcinoma (PDAC) compared to colorectal adenocarcinoma (CRC). )
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Figure 1a — KRAS mutational distribution in PDAC Figure 1b — KRAS mutational distribution in CRC Figure 2 — 10 markers in KRAS mt vs WT PDAC **q<0.05 Table 2 — 10 marker median expression for KRAS mt subtypes
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