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WFFER OB (332) - Nonsense-mediated mRNA decay (NMD), an mRNA quality surveillance
mechanism, affects disease condition by modifying post-transcriptionally the expression of
disease-related gene carrying premature termination codons (PTCs). Among them some disease
conditions are recovered by NMD suppression, which up-regulates the mutant mRNA and restores
partially the defect of protein and cellular function. Using Ullrich’s disease fibroblasts as a model cell
line of PTC-harbored genetic diseases exacerbated by NMD, we investigated effects of NMD
suppression on cellular physiological functions. NMD suppression by siRNAs targeted to NMD
components neither affects cellular cycle nor causes ER stress. However, knockdown of 6 NMD
components except SMG-8 suppressed cell growth although the effects were much milder than those on
epithelial carcinoma cell line (HeLa cells). In addition, we clarified that selenoenzymes were affected by
NMD execution and oxidative stress was induced under selenium deficiency by exposure to a
chemical toxin.
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