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An in vitro approach for dynamics of unstable short tandem repeats.
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Numerous short tandem repeats are mapped throughout the eukaryotic genomes,
despite being particularly prone to replication errors. Although their physiological functions are
unknown, their alterations underlie neoplastic and neuromuscular diseases in humans. Molecular
mechanisms of STR alterations warrant attention. A posteriori approaches to observe STR alterations
occurred in vivo have thus far been attempted, which are, however, obviously partial and
insufficient. This study aimed to elucidate a priori molecular factors to determine the instability
and the dynamics of STRs using an in vitro DNA replication assay system. For this purpose,
replicative form M13 vectors carrying various repeat sequences have been constructed and prepared.
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