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WFPERRRE OBEEE (5530) - We identified cell surface-annexins as components of their shedding complex.
Annexin family members, annexin A2 (ANXAZ2), A8, and A9 interacted with ADAM17 on the cell
surface. Shedding of proHB-EGF was increased when ANXA2 was knocked down, but decreased with
ANXAB8 knockdown. Taken together with studies of its related ligand, Amphiregulin, we propose that
annexins on the cell surface function as “shedding platform” proteins to determine the substrate
selectivity of ADAM17, with possible therapeutic potential in ADAM-related diseases.
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