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ﬁﬁNLRPg %E/J\1$E§§ﬁ%fﬁ (ﬁu ﬁ[] i ?Lﬂ% a variety of human diseases
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Research progress of ubiquitination on the regulation of NLRP3 inflammasome
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Henan University of Chinese Medicine, Zhengzhou 450046, China)

Abstract: NOD-like receptor family pyrin domain-containing protein 3(NLRP3)inflammasomes plays a key role in a va-
riety of disease processes because of its activation by many types of pathogens or danger signals. As the core of inflammatory
response, NLRP3 inflammasome may provide a new target for the treatment of various inflammatory diseases. As a multifunc-
tional post-translational modification, ubiquitination plays a key regulatory role in the inflammatory immune response mediated
by NLRP3. The study elaborated on the composition, structure and function of NLRP3 inflammasome, the ubiquitination
process, and the positive and negative regulation of NLRP3 inflammasome by ubiquitination and deubiquitination, and intro-
duced the targeted therapy effects of NLRP3 ubiquitination, which provided new ideas for the treatment of inflammatory
diseases.
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