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Cancer-stromal interactions have been recognized as important targets for
cancer therapy. Here we studied 14 resected pancreatic cancer specimens (PDAC: 8, IPMA:6). Shotgun
proteomics of the stromal lesion was performed, and identified 102 differentially expressed proteins

in pancreatic cancer stroma. Next, we identified 1435 genes which were differentially expressed in
pancreatic cancer cells, using TCGA and GTEx database. We applied these datasets to our in-house
ligand-receptor database. Finally, we identified 8 key cancer-stromal-interaction targets for PDAC
atients.
We studied 4 PDXs established from PDAC patients (2 had early recurrences and 2 had late
recurrences). Only reads unambiguously classified as human were labeled “ human” and used for
further analyses. Next, we detected 28 DEGs, and “ NFAT signaling cascade” was significantly
enriched among the DEGs. Finally, we found that NFATc2/NFAT5 co-expression were independent
prognostic factors for 0S.
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