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Research progress on Chinese medicine monomers targeting NLRP3

inflammasomes to ameliorate preeclampsia

CHEN Tingting, FAN Cuifang
Dept. of Obstetrics, Renmin Hospital of Wuhan University, Wuhan 430060, Hubei, China

Abstract

Preeclampsia is a pregnancy complication characterized by multiple organ dysfunction. The
overactivation of the inflammatory immune response is currently considered one of the mechanisms
that promotes the occurrence and development of preeclampsia. NLRP3 inflammasomes, as an
important mediator of the inflammatory response, can trigger pyroptosis. The release of pro -
inflammatory factors such as IL-18 and IL.-18 worsens local or systemic inflammation and accelerates
the progression of preeclampsia. Chinese medicine monomers, with their pharmacological effects of
anti—inflammation and antioxidant stress, can significantly improve the pathological and physiological
changes of preeclampsia. Therefore, this article reviews the relevant mechanisms of Chinese medicine
monomers targeting the NLRP3 inflammasome pathway in the prevention and treatment of
preeclampsia.
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