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Effect of temperature on the lifespan of organisms
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Abstract: The effects of temperature on the lifespan of living organisms were reviewed, including the
temperature regulating specific gene expression and cell signaling pathways, as well as the effects of
temperature on energy metabolism, redox levels, immune function, and caloric restriction. A hypothesis
of introducing a temperature coefficient into the law of mortality was presented to calculate the
relationship between temperature and lifespan, which provides a reference and basis for exploring the

direct influence of temperature on lifespan.
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Fig.1 Cold sensitive pathway TRPA-1 activation genetic
programs to extend life
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