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MR OB (JE3L) ©  Itis reported that S-nitrosylation of Parkin regulates its activity
and might play a role in the pathogenesis of Parkinson’s disease, however, its function in
physiological or pathophysiological situation is incompletely understood. I have tried to
identify cysteine residue(s) S-nitrosylated in Parkin by proteomics method using MS and
generating truncated forms of Parkin. I found some candidate cysteines but did not
comfirm that those are S-nitrosylated in physiological conditions. On the other hand, I
found Synhilin-1, which is reported to be ubiqutinated by Parkin, was S-nitrosylated by
nNOS. These data indicate not only Parkin itself but substrate of Parkin is regulated via
S-nitrosylation.
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