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* The peptide occupies the central cavity with ligand-induced structural rearrangement. * The peptide adopts a similar conformation to that of the BCoR peptide.

 Binding conformation of the peptide is different from that of the Nrf2 peptide. * Fragmentation of the peptide suggested the “hot-spot” within the binding pocket.
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o All cyclic peptides occupy large surface area with different conformations.

Conclusion

» Peptide phage display screening
* The binding peptides were identified for difficult targets,
such as PPl targets and small globular proteins.
» X-ray crystallography
 The binding conformation of peptides indicated
"hot spot" of the targets as well as fragment
and HTS hits.
 The binding site of peptides showed unique
binding regions to estimate the druggabillity
of difficult targets.
e Crystal structures provide valuable clues to
better understand the probabillities of ligand binding
sites for drug discovery projects.
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* One peptie binds to the catalytic site and two other peptides bind to the distinct site

* The peptide binds in the vicinity of Switch Il, inducing structural rearrangements.

* The peptide allosterically inhibits interaction with GEF (SOS) and/or Ras effectors (Raf).
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