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Figure S1: The unique gene signature induced by APE with HCMV comprises
genes that belong to distinct inflammatory innate immune pathways. (A) Venn
diagrams depicting genes that are unique for APE with HCMV treated moDC. (B) PPI
network of DEG shown in (A). Orange circles represent upregulated genes, blue circles

represent downregulated genes and colored ellipses represent gene ontologies (GO).



