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Advances in research on blood pressure regulation by clock gene PER
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Abstract: The abnormal expression of clock genes is closely related to the circadian rhythm of blood pressure and
to the occurrence and development of hypertension. This article summarizes the relationship between the clock gene
period (PER) and the circadian thythm of blood pressure, the influence of abnormal expression of PER in periph-
eral tissues and organs related to blood pressure regulation on blood pressure, and the research progress in the field
of hypertension chronotherapy. The author hopes to provide new ideas for the clinical diagnosis, treatment and prog-
nosis of hypertension.
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