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OUTLINE
New PK profile of

MOTIVATIONS & OBJECTIVES

Chemotherapy Is a cornerstone in the treatment of solid tumors but is associated with high toxicities and patient discomfort. New
formulations with improved pharmacokinetics (PK) are being developed to increase efficacy and to reduce toxicities. These
formulations present greater. exposure, tumor uptake, lipophilicity and maximum tolerated dose, creating opportunities for
broader therapeutic index.
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RESULTS

Final structural PK/PD Model In vivo results and Model Validation
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