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Review of a possible biological mechanism for sub low temperature and
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Abstract: The authors gave an overview of researches on the pathogenesis mechanism of non-alcoholic fatty liver
disease (NAFLD), various mechanisms for aerobic exercises to maintain homeostasis, and low temperature biologi-
cal comprehensive effects. The authors scientifically guessed and reviewed a possible biological mechanism for sub
low temperature and aerobic exercises to jointly intervene NAFLD: low temperature induces the body to produce
stress proteins to exert a comprehensive biological effect, and aerobic exercises promote body anti-oxidation stress,
restrains the death of mitochondria, and improves endoplasmic reticulum stress and insulin’s inflammation resisting
function, which jointly realize the pathologically reversible improvement of NAFLD.
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