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Polycomb repressive complexes (PRC1 and PRC2) are important protein complexes, which carry
out epigenetic gene silencing by adding post—-translational modifications to Histone
proteins. PRC1 and PRC2 have been proposed to execute their transcriptional silencing
function through binding with RNA molecules. Using RNA immunoprecipitation combined with
next—generation DNA sequencer (RIP-seq) against RinglB protein, a component of PRC1, we
have recently identified those RNA molecules in a genome—wide manner.

Surprisingly, transcripts of many components of PRC1 are included in the RinglB—bound RNA
fractions. These results suggest that the amount of PRC components may be controlled by

PRCs themselves, providing a fine—tuning mechanism to maintain constant expression level

of PRCs.
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