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Mechanism of calcium-response regulation of EF-hand protein ALG-2 in the nucleus
and membranes
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In the early secretory pathway of proteins from the endoplasmic reticulum to

the Golgi apparatus, Ca2+-dependent accumulation of ALG-2 to the endoplasmic reticulum exit sites
bridges Sec31A, a component of COPII outer shell, and annexin All and retards transport of a model
cargo membrane protein, and causes multimerization of the TFG protein. Refinement of the binding
sequences by the X-ray crystal structural analysis of ALG-2 and the Sec31A peptide and by mutational
analysis of both proteins, we propose a new ALG-2-binding motif. We searched proteins containing
the motif and found a novel ALG-2 interacting proteins that passes through the ER membrane. ALG-2
was found to inhibit the activity of the Ca2+-dependent transcription factor NFAT.
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