IQGAP1 is a novel non-degraded substrate of CELMoDs and involved in immune cell motility
to the tumor microenvironment

Hsiling Chiu', Ari Salinger?, Patrick Hagner', Pei-Hsuan Chen3, Andy Christoforou4, Antonia Lopez-Girona4, Ashok Dongre? and Anita Gandhi
Translational Development, Bristol Myers Squibb, NJ; 2Lead Discovery and Optimization, Small Molecule Drug Discovery, Bristol Myers Squibb, MA;
3Translational Development, Bristol Myers Squibb, MA; 4Protein Homeostasis, Thematic Research Center, Bristol Myers Squibb, CA
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residing at the region where interactions with CDC42 and actin occur (red box)
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Methods

IQGAP1 IP from lightly fixed cells confirms CELMoD enhanced mono-
ubiquitination on IQGAP1
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