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Trends Pharmacol Sci. 2010 May;31(5):191-8. Epub 2010 Feb 18.
Circadian dysfunction in disease.Bechtold DA, Gibbs JE, Loudon AS.
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Figure 1. Clocks and diseaselnappropriate or dampened circadian rhythms in behaviour and physiology can
result from clock gene polymorphisms, de-synchronisation of our environment and behaviour from our natural
endogenous clocks, as well as during aging. Recent evidence suggests that disruption of the circadian system is a
contributory factor to clinical and pathological conditions including sleep disorders, cancer, depression, the

metabolic syndrome, and inflammation.
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