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pocket is 3.7 A. The ligand is bound in a4/a6 pocket.
Key interacting residues are highlighted.

had to be stopped on day 9 at dose levels > 100 mg/kg. (B) All dose levels of IAM-K1 were well tolerated throughout
-3 the treatment duration. In contrast, AMG650 was not tolerated at doses above 100 mg/kg QD. This presentation is the intellectual property of lambic Therapeutics, Inc.




