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Research advances in the mechanisms of increased susceptibility to sepsis in alcoholic liver disease
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Abstract: Sepsis is a life-threatening organ dysfunction caused by a dysregulated host response to infection, and currently there is
still a lack of effective therapies. Alcoholic liver disease (ALD) is the most important cause of death caused by alcohol in Western
countries, and sepsis is one of the most common complications and causes of death in ALD. This article reviews the research
advances in the mechanism by which ALD increases the susceptibility to sepsis, in order to provide a reference for the prevention

and treatment of sepsis in ALD patients.
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Figure 1 Mechanisms by which alcoholic liver disease increases susceptibility to sepsis
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