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Wrge e o2 (9530) : The human aromatase (CYPI9) gene has three major promoters.
Human placenta—derived JEG3, hepatoma—derived HepG2, and ovary—-derived KGN cells
mainly utilize the promoters Ia, Ib, and Ic, respectively. In order to evaluate
histone modifications responsible for these promoter usages, we first performed ChIP
assays, which are well—-known as epigenetic markers of transcribed loci. The results
showed that lysine 27 of histone H3 at the inactive promoters was apparently
trimethylated and the trimethylated levels at the resting promoters was higher than
that at the active one. These suggest that alternative promoter usage in the CYPI9
locus is controlled by this silencing complex recruited by tri—-methylation of lysine

27 of histone H3.
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JEG-3: HepG2: KGN: Hela:
human placental human liver human granulosa human cervical
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TUBB is the gene encoding b-tubulin.
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