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[ Abstract]

mechanism. Methods Mouse primary peritoneal macrophages were isolated and pretreated for 24 h with LPS and leonurine. MTT

Objective To find the effect of leonurine on LPS-induced macrophages activation and its potential

assay was used to detect the cell viability of macrophages. The production of IL-1p, IL-6, TNF-a and IL-18 in culture medium were
tested by ELISA, and the production of NO was detected by Griess reagent. The mRNA expression of NLRP3, ASC, caspase-1,
TNF-0, iNOS, Arg-1 and CD206 were detected by RT-PCR, and the protein expression of NLRP3, ASC and caspase-1 were
detected by Western blotting. Results LPS can significantly increase the releases of NO, IL-1B, IL-6, TNF-a and IL-18 from
macrophages. Leonurine can suppress the expression of pro-inflammatory factor levels, such as IL-1f (P<0.05), IL-18 (P<0.05),
NO(P<0.05), IL-6(P<0.05) and TNF-a (P<0.05). Leonurine can decrease the activation of macrophage as well as the expression of
NLRP3 Inflammasome.Protein expressions of NLRP3, ASC. caspase-1 were mitigated. Conclution Leonurine exerts beneficial
effects through M1/M2 phenotypic differentiation of peritoneal macrophage via inhibiting overactivation of NLRP3 inflammasome.
These findings suggest that leonurine might have a therapeutic potential for pelvic inflammatory disease.
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