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Supplemental Figure 2. Molecular reaction network of core elements of the cytosolic PRR pathways

The MAVS and STING pathways are on the left, and the inflammasomes are on the right. The pathway diagram only spans from the
PAMPs to selected major effectors (the TRAFs, the transcription factors, and GSDMD). MAVS is active at the cytosolic side of the
outer mitochondrial membrane, and STING is active at the cytosolic side of the ER membrane.



