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Circadian clocks constitute ubiquitous processes that regulate various biochemical and
physiological events occurring with a 24 hour periodicity. Dysfunction of these circadian
rhythms can be the cause of a variety of diseases. The exact timing of this rhythm is
established in cell-autonomous molecular clocks, and in mammals, the transcription
factors, BMAL1, is an essential regulator of molecular clock. This study provides several
lines of evidence indicating that BMALl may have important roles in dynamic changes of

deposition of the specific histone, namely histone H3.3
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~ 7 AREHESE R (MEF) , NTH3T3 #ifiE, 293T
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BE 2% A0~ o J& Gk FE BRI RetroMax
expression system (IMGENEX, San Diego, CA)
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beads (Amersham Biosciences) Z/lx 1 K§fH
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