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MOTIVATION Cachexia is a complication responsible for around 20% of cancer deaths. For this reason, in preclinical pharmacological models,
the decrease in the net body weight time course Is considered a fundamental toxicological parameter to be evaluated. The energy loss caused by
the tumor growth within the body Is considered one of the causes of this side effect. Models based on dynamic energy budget (DEB) theory for
describing the dynamics of the tumor host interaction are currently available [1]; however the effect of anticancer treatments should also be
considered. For this purpose, we have developed a new PK/PD tumor-in-host DEB-based model that includes the Simeoni TGl model [2], able to
describe the drug action on the tumor mass.

Dataset METHODS

Pharmacological experiments in Harlan Sprague Dawley mice were performed in Nerviano Medical Sciences labs. In these experiments the tumor
and the net weights of control and treated animals were recorded at different doses. The PK profiles were derived from separated studies.
The current example involves male mice treated with vehicle (arm a) and two groups treated with drug A following different schedules (arm b and c).
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DEB theory: the physiological model
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Modifications of the model structure to describe other expected behaviors: dt
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CONCLUSIONS: A physiological meaning has been given to the transition from the exponential to the  REFERENCES
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