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[Abstract] The effects of sepsis on the liver include hypoxic hepatitis caused by ischemia and shock, liver
cell damage caused by excessive inflammation, and cholestasis caused by changes in bile metabolism. Among them,
cholestasis is a common complication in patients with sepsis. Cholestasis and jaundice in patients with sepsis are
associated with an increased risk of infection, leading to an increased mortality rate. So far, the exact mechanism of

sepsis with cholestasis is still unclear, so this article briefly reviews the mechanism of cholestasis during the early stage

of sepsis.
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PN EEIM (disseminated intravascular coagulation, DIC ) RIER
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