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Dysfunction of circadian clock along with aging is implicated with development of
lifestyle-related diseases, such as diabetes, cancers, and cardiovascular diseases. However, there was no
preventive strategy for lifestyle-related diseases by activation of circadian clock. In this study, we fou
nd that ATF4, a circadian clock-regulatory factor, regulates cellular oncogenic transformation and the sen
sitivity of tumor cells. In addition, control of the activity of ATF4 enabled to prevent oncogenesis. Sinc
e ATF4 was also involved in the regulation of amino acid synthesis and cellular senescence, control of the

activity of ATF4 may lead to develop the preventive method for lifestyle-related diseases through activat

ing the circadian clock.
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