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type A receptor (ET,R)-interacting protein. Jabl overexpression accelerated ubiquitination and

: Iidentified Jun activation domain-binding protein 1 (Jabl) as an endothelin

degradation of ETAR. Long-term ET-1 stimulation markedly accelerated the rate of ET,R degradation
and increased the amount of Jabl bound to ETAR. The degradation rate of ETgR was markedly faster
than that of ETAR. Notably, the amount of Jabl bound to ETgR and ubiquitination level of ETgR were
markedly higher than those for ETAR (Nishimoto A. et al., Biochem Biophys Res Commun., 391,
pl1616-22,2010).
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