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[Abstract] Sepsis is caused by various pathogens and toxic factors, which can lead to multiple organ
dysfunction. The underlying mechanism of sepsis appears to be complex, involving epigenetic reprogramming, metabolic
failure, immune dysfunction, neuroendocrine system disorders, coagulation abnormalities, tissue or organ failure, and
many other scientific issues. With our deep understanding of the host reaction and development of sepsis, it is of great

significance to explore predicative markers and therapeutic targets according to the atypical characteristics of sepsis,

thereby contributing to the reduction of morbidity and mortality of sepsis.
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