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Kupffer cells induced by lipopolysaccharide”
TAN Dingyong' ,QIN Fanbo* ,CHENG Yao® ,GONG Jianping*"
(1. Department of General Surgery,People’s Hospital of Wanzhou District ,Chongqing 404000, China
2. Department of Hepatobiliary Surgery sthe Second A f filiated Hospital of
Chongqging Medical University ,Chongqging 400010, China)

[ Abstract ] Kupffer cells are known as liver inherent macrophages. As a large group of macrophages,
they are closely related to innate and acquired immunity. Kupffer cells can be activated by the lipopolysaccha-
ride (LPS). It has been observed that both extracellular LPS and intracellular LLPS can activate macrophages
through different signaling pathways and participate in the release of inflammatory mediators and cause pyrop-
tosis. Endotoxin tolerance is a self-defense mechanism in the body in the face of infection, which can avoid tis-
sue damage caused by excessive activation of inflammation, while Kupffer cells play an important role in endo-
toxin tolerance. In recent years, due to the advances in research fields such as non-coding RNA and protein
ubiquitination, the mechanism of endotoxin tolerance has also made new research advance. Therefore, this re-
view summarized the activation mechanism of LPS on Kupffer cells and recent advances in the mechanisms of
pyroptosis and endotoxin tolerance.
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