NLRP3 Inflammasome

Activation, Signaling & Regulation

PAMPs

Protozoan Pathogens (Hemozoin crystals), Fungi, Viruses (RNA, DNA),
Bacteria (RNA:DNA Hybrid), Pore Forming Toxins, (e.g. Nigericin,
Maitotoxin, Valinomycin, a-Hemolysin)

Signal 2: Activation
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DAMPs
ATP, UVB, Uric acid crystals, p-Amyloid, Fibrils, Asbestos, Cholesterol crystals, CPPD,

LIFE SCIENCES

Aluminium salts, PrPc fibrils, a-Synuclein, Saturated fatty acids, Siliva, High fat diet, IAPP,
TRPM2 . Nanoparticles, Hyperglycemia, Hypoxia, Acidosis, Tissue injury, Cell death, Cell stress
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