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WFHFER B OMEEL (F£3C) : We analyzed chromatin structure responsible to the alternative
promoter usage of the aromatase gene (CYP19A1), which is transcribed from three major
promoters. Our novel method using sedimentation velocity centrifugation revealed that
working promoters were exclusively composed of open chromatin. In contrast, the
recruitment of trimethylation of histone H3 lysine 27, which is known as a negative mark
for transcription, was observed around unused promoters, suggesting that polycomb
proteins repressed the promoters selectively
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