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Identification of new drug targets related to cancer and circadian rhythm
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Recent progress of molecularly targeted therapy suggests that finding of new
connection between cancer and other pathway is beneficial to design new medicine. Epidemiological
and clinical studies suggest that circadian clock disruption and the cancer progression are related.
International Agency for Research on Cancer (IACR) classified shift work with circadian disruption

as a group 2 human carcinogen. However, the molecular mechanism of how the circadian clock is
disrupted in cancer and the consequence of circadian clock disruption in cancer are still unclear.
Recently, our group has reported that mutation in p53 or PML in mice show deregulated circadian
clock gene Period2 expression and disruption of the circadian rhythm, suggesting the close interplay
between pathways for circadian clock and tumor suppression. We have identified previously
unappreciated role of tumor suppressor in the mammalian circadian clock mechanism and cancer
progression.
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