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Abstract Heat stroke (HS) is a life-threatening systemic illness characterized by an increase in core body temperature

of more than 40°C followed by the development of multiple organ dysfunction syndrome. The liver is one of the organs that are

more susceptible to damage in the occurrence and development of heat stroke, and it is also the direct cause of death from the

disease. Studies have found that in addition to the combined effects of systemic factors such as heat cytotoxicity, coagulation

dysfunction, and systemic inflammatory response syndrome, hepatocyte hyperpyroptosis, kupffer cell dysfunction, and abnor-

mal expression of heat shock protein are also involved. This article aims to review the important pathogenesis and treatment

progress of heatstroke-related liver injury, in order to provide a reference for intervening in the occurrence, development and

exploration of potential therapeutic targets of the disease.
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