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WEZER S OMETE (J23C) :  In this study, we examined quality control mechanisms for mRNA lacking
in—frame termination codons (non-stop mRNA) using mammalian cells. The non-stop mRNA is
unstable and degraded in a translation—dependent manner. The decay requires another eRF3-eRF1
family member Hbs1-Dom34. Also, the elimination of aberrant proteins produced from the non—stop
transcripts requires Listerin, which functions as an E3 ubiquitin ligase.
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