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HMGA2 Expression in Pancreatic Ductal Adenocarcinoma Controls
Tumor Microenvironment and Immunosuppression via IlL1a

PDAC Treatment Lags in HMGAZ2 Controls Transcription of IL1A and Increases LRRC15" IL6" aSMA™ CAFs
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associated with more FAP+ fibroblasts and
fewer CD8+ T cells.

Figure 2. A) gPCR of HMGA2hdh basal lines versus HMGA2!°¥ classical lines shows differences in expression of IL1A. B) RNAseq of 79 patient samples shows that HMGA2+ tumors have
higher IL1A expression. C) siRNA-mediated knockdown of HMGAZ2 leads to loss of IL1A expression in basal cell lines. D) Quantification of Western blot of whole cell lysates shows decreased
IL1a with knockdown of HMGAZ2. Representative blot on right. E) Quantification of IL1a in cell culture supernatant shows decreased levels with HMGAZ2 knockdown. F) Chromatin
Immunoprecipitation in Panc3.27 cells shows HMGAZ2 at the IL1A promotor associated with increased H3K4me3 and displacement of linker histone H1.5. G) Naive pancreatic fibroblasts
treated with IL1 a increase transcription of IL6 and LRRC15. H) KPCY cell lines with HMGAZ2 overexpression induce higher LRRC15, aSMA, and IL6 levels in CAFs compared to controls.
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