Toll-like receptor 4 inhibition restores cytochrome C oxidase
mitigating hyperammonemia-induced hepatocyte mitochondrial dysfunction
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 Hyperammonemia has been demonstrated to induce mitochondrial dysfunction in hepatocytes, with a
particular impact on oxidative phosphorylation (OXPHOS).1-2
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by hyperammonemia, which was normalised following TAK-242 treatment.

9 Among all OXPHOS complexes, only complex IV (Cytochrome C oxidase) was significantly affected
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§100 § > * These results suggest that TLR4 antagonist may offer a promising therapeutic approach for

hyperammonemia by restoring cytochrome C oxidase regulation.
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