Modelling the effect of Sunitinib given alone and in
combination with CPT-11 on the tumor growth

in Xxenografted mice
L. Carraral, B. Ribba?, M. Tod3?, M. Wei4, B. You>, G. Freyer>, P. Magni

HBMS

\ bioinformatics
mathematical modeling
and synthetic biology

(1) Dipartimento di Ingegneria Industriale e dell’Informazione, Universita degli Studi di Pavia, Pavia, Italy, (2) INRIA Grenoble Rhone-Alpes, Montbonnot-Saint-Martin, Grenoble, Drug Disease Model Resources
France, (3) EMR3738, Université Claude Bernard Lyon-1, France, (4) CellVax Laboratory facility, Bdtiment Marcenac, aile Est, Ecole Nationale Vétérinaire d’Alfort, 7 avenue du

Général de Gaulle, 94704 Maisons Alfort cedex, France, (5) EMR UBCL/HCL 3738; Université Claude Bernard Lyon-1; France; Centre d’Investigation des Thérapeutiques en d d‘ l .o n e

Oncologie et Hématologie de Lyon (CITOHL); Institut de Cancérologie des Hospices Civils de Lyon (IC-HCL); Service d’Oncologie Médicale Lyon, Lyon, France.

Primary contact: letizia.carrara01@ateneopv.it

BACKGROUND.

Nowadays anti-angiogenic drugs are considered one of the cornerstone of the anticancer therapy. Limiting oxygen and nutrient supplies to
tumor, angiogenesis inhibitors cause tumor stasis but they do not exert a direct tumor cells killing effect. For this reason they are usually
administered in combination with chemotherapy. The aim of this work is to study the effects of Sunitinib on tumor growth in xenografted mice
both in the case of single drug experiment and in combination regimens with cytotoxic drug (CPT-11) to assess the type and the strength of the
Interaction.

METHODS.
Data were obtained from CellVax (France) and relate to 2 different The effect of the CYtOtOXi.C drug was
experiments both on athymic nu/nu mice xenografted with human described by the Simeoni TGl model [2].

colonrectal cancer cells. The treatment started when tumor volume
reached 200-300 mm3.
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