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Structural studies on proteins involved in template switching pathway
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(TS), also known as the damage avoidance path-way, in
zed as an undamaged template for replication by

replicative polymerases, is an error-free process. Several DNA helicases including HLTF and ZRANB3
are crucially engaged in this pathway and these are involved in reversal of the replication fork.
HLTF and ZRANB3, might be involved in the early and late stages of the TS, respectively. Also, PARI
that is recently identified protein that inhibit homologous recombination thereby stimulating TS. In
this study, crystal structures of the HLTF N-terminal domain bound to DNA and PCNA bound to the
ZRANB3 peptides have been determined. These structures reveal interactions of these protein

complexes and mechanisms of these interactions.
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