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[Abstract] During the onset of heat stroke, heat is the most fundamental cause of injury. It has been
demonsirated in a number of animal and cell experiments that hyperthermia can directly induce tissue damage and
cell death, and cells can activate apoptotic signals or direct necrosis depending on the extent of heat stress. In general,
high heat stress activates apoptotic signals and induce apoptosis. Therefore, the form of damage of tissue cells during
the onset of heat stroke is currently considered to be mainly apoptosis. In recent years, it has been found that the heat
stress molecular biology research regulates the physiological activities of cells in a wide range and participates in the
intracellular signal transduction process. Melatonin and its metabolites are broad-spectrum antioxidants and free radical
scavengers that regulate a variety of molecular pathways, such as inflammation, proliferation, apoptosis, and metastasis,
under different pathophysiological conditions. This article summarized the research on the effects of melatonin and heat
shock on apoptosis, and evaluated the possible protective effects of melatonin on the pathogenesis of heat stroke, and
provided new therapeutic ideas for the clinic.
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