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Figure 4. LHACM dampens the macrophage pro-inflammatory response. (A) To induce an inflammatory response and inflammasome activity, THP-1 MO macrophages
[ were stimulated for 24 hr with 100 ng/mL LPS and 20 ng/mL IFNy, in the presence or absence of 20, 10, or 1 mg/mL LHACM. (B) Inflammasome function was
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