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[Abstract] Sepsis is one of the main causes of death in critically ill patients. The intestinal tract is not only the
organ easily involved in sepsis, but also the initial organ in the progression of sepsis, so the improvement of intestinal
barrier function is the key of the treatment of sepsis. In recent years, it has been found that autophagy is involved in
the pathological process of sepsis, maintaining mitochondrial function by clearing damaged organelles, inhibiting
inflammation, oxidative stress and apoptosis, regulating immunity, maintaining intestinal homeostasis, and improving the
condition and prognosis of sepsis. It is an effective target for the treatment of sepsis. As a new type of medical gas signal
molecule, hydrogen sulfide (H,S) can regulate autophagy by regulating multiple signal pathways, which has become a
new target in the treatment of sepsis. This article reviews the signal pathway regulation mechanism of H,S regulating

autophagy in septic intestinal dysfunction.
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