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Regulatory mechanism and therapeutic application of NLRP3 inflammasome in atopic dermatitis

LIANG Shuning, JIN Shan
(Department of Dermatology, Yanbian University Affiliated Hospital , Yanji 133000, China)

Abstract  Atopic dermatitis (AD) is a chronic inflammatory skin disease caused by genetic,immunological and environmental factors,
with persistent and recurrent characteristics. Nucleotide-binding oligomerization domain-like receptor protein 3 (NLRP3) inflammasome
promotes the maturation of inflammatory factors interleukin (IL) -1 and IL-18 through the activation of various stimuli,and then regulate
the helper-T lymphocytes (Th) 2/Th1 immune shift, which plays a key role in the pathogenesis of atopic dermatitis in acute and chronic
phases. Inhibition of its activation can significantly alleviate symptoms of AD. This review systematically summarizes the research progress
in the pathogenesis and therapeutic applications of the NLRP3 inflammasome in AD, which provides a theoretical basis for the application
of inhibitors targeting this inflammasome for the treatment of atopic dermatitis.
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