NOV-002, a glutathione disulfide mimetic, decreases Cisplatin-induced
nephrotoxicity and S-glutathionylates serum proteins in mice.
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Conclusions:

* NOV-002 is an effective therapy when combined with standard cytotoxic drugs.
* NOV-002 provides protection of normal tissues and permits administration of more

cycles of therapy.
* NOV-002 cause S-glutathionylation of a variety of proteins

for drug effects

*Some of the glutathionylated proteins in the serum may prove to be effective biomarkers

* Induction of the UPR by NOV-002 occurs through redox balance changes and
is independent of cell death
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