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Progression Types After Antiangiogenic Therapy are Related to Outcome in
Recurrent Glioblastoma

Nowosielski M et al, Neurology. 2014; 82 (19):1684-1692.
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The Key to Angiogenesis?
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High-grade Glioma Before and After Treatment with Radiation and Avastin:
Initial Observation
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Response Assessment of Bevacizumab in Patients with Recurrent Malignant
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Production of Vascular Endothelial Growth Factor by Human Tumors Inhibits
the Functional Maturation of Dendritic Cells
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A Perivascular Niche for Brain Tumor Stem Cells
Calabrese C et al, Cancer Cell 2007: 11:69-82.
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