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Diabetes is a Worldwide Epidemic
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LETTERS

Gout-associated uric acid crystals activate the
NALP3 inflammasome

Fabio Martinon', Virginie Pétrilli', Annick Mayor', Aubry Tardivel' & Jiirg Tschopp'
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NLRP3 inflammasomes are required for
atherogenesis and activated by cholesterol crystals
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immunology

The NALP3 inflammasome iIs involved In the innate
Immune response to amyloid-p

Annett Halle!, Veit Hornung!, Gabor C Petzold?, Cameron R Stewart®, Brian G Monks!, Thomas Reinheckel?,
Katherine A Fitzgerald', Eicke Latz'!, Kathryn ] Moore® & Douglas T Golenbock!
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S o Innate Immune Activation Through Nalp3 Inflammasome Sensing of
Ashestos and Silica

Clence Catherine Dostert, et al.
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