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Elongin A

Identification of target genes of transcription elongation factor Elongin A and
analysis of its regulation

Yasukawa, Takashi
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The possibility that homeobox SHox) genes and non-coding RNA (Miat) gene
were the target genes of Elongin A (EIoA) was suggested by ChlP-Seq analysis using anti-RNA
polymerase Il (Pol 11) and anti-EloA antibodies. These genes ﬁlay an important role of the neural
development. Moreover, we demonstrated (i) that assembly of the El0oA ubiquitin ligase (EIOA-E3) is
triggered following DNA damage as well as by treatment of cells with drugs that block Pol 11
elongation (ii) that the assembly is also triggered by induction of ER and nutrient stress and by
retinoic acid treatment (iii) that EIoA-E3 associate in cells with the Cockayne syndrome B (CSB)
protein and (iv) that this interaction is also induced by DNA-damaging agents and alpha-amanitin (V)
CSB protein promotes stable recruitment of the EI0A-E3 to sites of DNA damage.
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