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Replication-transcription regulation of human mitochondrial DNA
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Abstract: Mitochondria are the key organelles in energy production, cell metabolism and signaling. The
precise regulation of mitochondrial DNA (mtDNA) replication and transcription plays a critical role in the
maintenance of mitochondrial functions. It has been shown that mitochondrial transcription elongation factor
(TEFM) and mitochondrial DNA single-strand binding protein (mtSSB) act as molecular switches between
mtDNA replication and transcription, allowing specific regulation of mtDNA maintenance and expression. In
this review, we briefly summarize the recent advances in replication-transcription regulation of human
mitochondrial DNA by TEFM and mtSSB in order to provide insights into the molecular mechanism and
intervention strategy of diseases caused by the deficiency of TEFM and mtSSB.
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