Dexamethasone-Induced MerTK*high M2¢c Macrophages Exhibit a Preference for Downregulated Gene
Expression Profiles

Supplementary Material

Supplementary Figure S1 < DEX-induced M2c¢ macrophages exhibit immunosuppressive effects against
parasites, bacteria, and viruses >
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Supplementary Figure S1. Dexamethasone-induced M2c macrophages exhibit immunosuppressive effects
against parasites, bacteria, and viruses. The KEGG disease pathway maps of (A) Leishmaniasis, (B)
toxoplasmosis, (C) tuberculosis, and (D) pertussis, (E) Herpes simplex virus 1 infection, (F) Kaposi sarcoma-
associated herpesvirus infection, (G) human cytomegalovirus infection, (H) influenza A, (I) measles pathway,
and (J) coronavirus disease. The upregulated and downregulated DEGs in the pathway are respectively denoted

by red and blue colors.



