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In this study, we developed the new screening system for isolating the novel S-nitrosylated
proteins (SNO-P). Samples were prepared from the human neuroblastoma SH-SY5Y cells treated
with or without calcium inophore A23187 to activate endogenous NO synthase (NOS) and produce
the physiological low concentration of NO. S-nitrosylated cysteine residues in cell lysates were
changed to the biotinylated one by biotin-switch technique. The samples including biotinylated
cysteines were subjected to the assay system and detected the fluorescent intensities. Twenty-five
candidates were identified; the known SNO-Ps such as caspase, NOS, and MAP kinase were
including. Since FADD was isolated as a candidate, we examined whether FADD is a target of NO in
cells. It was revealed that FADD is S-nitrosylated by treatment with NO donor and A23187. We are
now attempting to demonstrate the physiological roles of S-nitrosylation in vivo.




