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Abstract ; Circadian rthythm is an endogenous regulatory mechanism of organism under long-term
adaptation to the environmental changes. Many life activities are regulated by circadian rhythm
such as cell proliferation,cell metabolism,hormone secretion,etc. The organism orchestrates life
activities through the oscillating expression of circadian genes. Recently,with more researches in
circadian genes, it has been found that the dysregulation of circadian genes is closely related to the
tumor progression. In this review,the relationship between circadian genes and tumor progression
and tumor therapy is discussed from six aspects:biological circadian gene regulation pathway,ex-
pression of circadian genes in tumor,the relationships between circadian genes and cell cycle,cell
metabolism,oncogenes, and the application of circadian genes in tumor therapy. The potential ap-
plication of circadian regulation is also discussed from the perspective of tumor dormancy,to
provid new sight for researches related to tumors and circadian rhythm.
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Figure 1 The main mechanisms for the expressions of circadian genes
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