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We investigated two human gene products, hGTPBP3 and hMTO1, which modify the wobble
uridine of human mitochondrial tRNAs. They localized in mitochondria and interacted each
other. Replacement of each of these genes from yeast homologues to human genes did not
complement modification activity, and the C-terminal region of hGTPBP3 was suggested to
be required for the wobble modification.
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