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Importancia de la angiogenesistras progresion a TKI

Histopathological correlation of sorafenib -treated
786-0 tumours with ASL perfusion maps
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M echanismsof resistance toanti-VEGF in RCC
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Mechanisms of resistance to anttVEGF in RCC
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FGF, fibroblast growth factor; HIF, hypoxia-inducible factor;

Zhou L, et al. Oncogene 2016



Mechanisms of resistance to anttVEGF in RCC

ORIGINAL ARTICLE
Fibroblast growth factor 2 regulates endothelial cell sensitivity to sunitinib

JC Welti', M Gourlaouen', T Powles®, SC Kudahetti’, P Wilson’, DM Berney’ and AR Reynolds’

d VEGF + vehicle € VEGF + 10 nM sunitinib  f VEGF + FGF2 + 10 nM sunitinib

Welti, et al. Oncogene 2010



Mechanisms of resistance to anttVEGF in RCC

Adapted from Stjepanovic N, Capdevila J. Biologics: Targets and Therapy. 2014.
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