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TR OBEEE (330) : Recent studies revealed the existence of a novel anti-recombination
enzyme, MutS2; however the mechanism by which MutS2 inhibits homologous
recombination has been unknown. To elucidate the mechanism, we performed structural
and functional analyses on 7Thermus thermophilus MutS2. X-ray crystallographic
analysis on the C-terminal domain of MutS2 revealed that this domain resembles the
structures of known endonucleases. Furthermore, biochemical experiments demonstrated
that MutS2 preferentially incises the early intermediates in homologous recombination.
These results indicate that MutS2 suppresses homologous recombination through a novel
mechanism involving resolution of early intermediates.
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