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The female inactive X chromosome, which has heterochromtic condensed
structure throughout the whole chromosome mediated by noncoding RNA, XIST, is a good model for
heterochromatin formation. In this study, we searched for non-coding RNAs that act like XIST on
autosomes. As a result, proteins that are responsible for heterochromatinization with XIST, were
enriched in the Prader-Willi syndrome region, suggesting that these proteins contribute to the
condensation in this region. In addition, by the RNA FISH approach, several probes in this region
showed positive signals, suggesting the possibility that non-coding RNAs like XIST transcribe from
this region. These results will contribute for future study; how non-coding RNA is involved in
functional higher order structure of chromatin on autosomes.
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