i PR 2012 2% 35

o 154 Journal of Clinical Emergency (China)

2021 4
22 4% 2 M

- ZEiAs -

STINGNSGEETRBERFEFTNIFRIEE"

KEE AT

(€3] STING; WA ; RIE
DOI:10. 13201/j. issn. 1009-5918. 2021. 02. 015
[FEH%XS] R631.2 [xHtREB] A

}E]%Z jf’:&}&‘l.liﬁ

The research progress of STING signaling pathways in sepsis

Summary Sepsis is an inflammatory disease mediated by the host immune response. Complex interactions

between inflammatory and anti-inflammatory responses can lead to organ dysfunction and lethality in sepsis pa-

tients. The stimulator of the interferon gene(STING), as an endoplasmic reticulum-resident membrane protein,

mediates innate immune and inflammatory responses in host defense induced by DNA of intracellular pathogens,

and plays an important role in the development of sepsis. This review {ocuses on the mechanism and research pro-

gress of STING signaling pathways in sepsis in conjunction with relevant literature.
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