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Oxazolidinones inhibit mitochondrial DNA-encoded protein LZD inhibits bacterial protein synthesis. Due to the high degree 1. CYTox | expression and cytochrome c-oxidase activity: effect of concentration (HL-60) 4. Ultrastructural studies (HL-60 cells)
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Methods dysfunction [3]. TZD shows lower MICs than linezolid, due to the )
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CYTox I, a mitochondrial DNA-encoded subunit of cytochrome c- ] log of multiple of EUCAST modal MIC log of multiple of EUCAST modal MIC
oxidase, compared to nuclear DNA-encoded succinate LZD (600 mg BID; 10 days).
dehvdroaenase (western blot. normalization to TOM20): (iii . . Figure 1: CYTox | Western blot analysis (Tom20 as control) Figure 2: quantitative of data of Fig 1 (green and red Figure 3: cytochrome c-oxidase activity in cell Figure 7: ultrastructural appearance of whole cells and of mitochondria after 3 days incubation without (control) or with LZD or TZD at C,., (15 and 3 mgl/L)
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