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Suramin inhibits glioma angiogenesis

Migration Tube formation Proliferation (C6 model)
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Interferon-p inhibits glioma growth
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TSP-1 Transfectant Tumor Growth
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Metronomic CPT11 schedule is effective and not-toxic
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Metronomic CPT11 schedule inhibits hypoxia
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Co-option -

Resistance to anti-VEGF / VEGFR strategies
In glioblastoma (GBM)

Intussusception - MImicry
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Mechanisms of vessel formation
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Co-option of existing
vessels by tumor cells
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Vasculogenic mimicry in GBM

a Active integration of VM-competent

VEGF independent CPECAM”
&

F

PECAM1-mediated cell-to-cell stabilization between
PECAM1* tumour cells and PECAM1* EC

LUMEN
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I 1
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Collagen (+)
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Vascular-like ‘bridges’ formed by interactions between PECAM1* tumour cells and EC
may protect tumours following VEGF inhibition

Yao Protein Cell 2011
Hallani et al. Brain 2010 Dunleavey, J Nat Commun 2014



