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Role of NALP3 inflammasome in the pathogenesis of gout

and advances in drug treatment

WANG Lu, LI Lu, CHEN Guang-Liang™
(Clinical College of Integrative Medicine, Anhui University of Chinese Medicine, Hefei 230038, China)

Abstract: Gout is a kind of inflammation caused by purine metabolism disturbance and deposits of monosodium
urate (MSU) crystals. Nucleotide-binding oligomerization domain-like receptor protein 3 (NALP3) inflammasome
is a protein complex which can be activated by MSU crystal when the crystal is swallowed by macrophage, then
leading to gout inflammation reaction by cleaving caspase-1 to produce and release interleukin-1p. The activation
and composition of NALP3 inflammasome, the identification of MSU crystal in the pathogenesis of gout, and the
drugs targeting NALP3 inflammasome were summarized in this article.
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