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The mechanism by which statins repress endogenous_pathogenic crystal- or
needle-like nanomaterial-induced inflammasome activation in macrophages
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Endogenous and exogenous pathogenic crystals, such as cholesterol crystals,
monosodium urate crystals, and asbestos-like multiwall carbon nanotubes (MWCNT) induce inflammasome
activation in macrophages. We found that statins repress the crystal-stimulated the NLRP3
inflammasome activation and mature IL-1lbeta release by inhibiting the internalization of crystals.
Various statins exerted the inhibition by decreasing prenyl-intermediates. The scavenger receptor
MSR1 partly contributed to MWCNT-stimulated IL-1lbeta production and statins repressed the
expression.
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