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(Abstract] Objective To investigate the promoting effects of ursolic acid (UA) and pomolic acid (PA) in endotoxin tolerance
of macrophages by up-regulating the expression of aconitate decarboxylase (IRG1). Methods Lipopolysaccharide (LPS) was used to
stimulate RAW?264.7 cells twice to construct macrophage endotoxin tolerance model. Cells were divided into the blank control
group, LPS group and LPS+IRG1 overexpression group, and the secretion of IL-6 and TNF—a in macrophages with overexpression of
IRG1 under two times of LPS stimulation were detected. Then, the cells were divided into LPS group and UA and PA intervention
groups with different concentrations. The secretion of IL—6 and TNF-a and the expression of IRG1 with two times of LPS
stimulation were checked. Results After the overexpression of IRG1, compared with the control group, the secretion of IL-6 and

TNF-o from macrophages in LPS group was inhibited by the second LPS stimulation (P<0.01). Compared with LPS group, the
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concentration groups of LPS+UA and LPS+PA set showed significant decrease in the secretion of IL-6 and TNF-a, and increase in

the expression level of IRG1 protein in macrophages after the second stimulation of LPS (P<0.01). Conclusion The intervention of UA

and PA could promote endotoxin tolerance of macrophages, and it is related to the up-regulation of IRG1 protein expression in

macrophages.
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