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The molecular regulation mechanism of endotoxin tolerance

LI Yu-Long
(College of Basic Medical Science, Shaanxi University of Chinese Medicine, Xianyang 712046, China)

Abstract: Innate immune cells, such as monocytes, will become more tolerable to subsequent endotoxin after prior
exposure to minute amounts of the same endotoxin. This is the so-called endotoxin tolerance. Endotoxin tolerance is
activated through negative feedback mechanism, and the main regulatory factors are IL-10 signaling pathway,
suppressors of cytokine signaling, and IL-1 receptor-associated kinases. Epigenetic modifications are also critical
for the maintenance of endotoxin tolerance. Endotoxin tolerance plays critical role in preventing the sustained
damage of long-term inflammation, and maintaining the balance of immune system. In this review, we summarize
and discuss the regulatory mechanism and the maintaining mechanism of endotoxin tolerance.
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