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Background Preliminary Results: as of October 1, 2014
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multiple critical nodes of the signaling networks controlling growth and survival of cancer cells is
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Carboplatin exposure was in the range of expected exposure (AUC 6 or AUC 5);
The pharmacodynamics effect of Debio 1143 on clAP1 degradation in PBMCs was confirmed at doses starting from 100 mg/day;
Hints of activity was observed in patients with triple-negative breast cancer and platinum-refractory ovarian cancer;
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