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Posttranscriptional and posttranslational regulation of circadian clock

YU Bo, WU Tao, NI Yin-Hua, ZHOU Jing-Lu, ZHU-GE Fen, SUN Lu, FU Zheng-Wei*
(College of Biological and Environmental Engineering, Zhejiang University of Technology, Hangzhou 310032, China)

Abstract: The circadian system in mammals is composed of a master pacemaker in the suprachiasmatic nucleus
(SCN) of the hypothalamus and slave clocks in most peripheral cell types. The clock genes and their coding proteins
compose the feedback loops of the circadian system. As for the regulating mechanism of circadian clock, the
modification of core clock transcripts and proteins can significantly affect the phase of circadian clock in addition to
the transcriptional regulation. This article briefly reviews the advances on some of the posttranscriptional and

posttranslational modifications and their effects on the circadian clock, and also suggests the future research

direction.
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R — IR AL BT BA ) 2 b el R v 1 A e
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PER ()43 yi% 11 PO I 45 14 FRQ £ 1 IS 1
E N2, 5 PR EHR 27 5 1 (familial advanced
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