Determination of the effect of microglia-derived olfactomedin-like 3 on
primary mouse brain endothelial cell angiogenesis
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Introduction TGF-B1 pre-treatment decreased EC

Glioblastoma multiforme (GBM) is a uniformly fatal brain SRR % U e [N SR N differentiation
cancer in humans and canines. Within GBM, microglia i Aaatne =~ NN 0o L | 2

comprise up to 50% of the tumor mass. Under the influence
of tumor-derived transforming growth factor-beta (TGF- 1),
glioma associated microglia promote new blood vessel
formation. It is well established that olfactomedin-like 3
(OLFML-3), a secreted glycoprotein, promotes non-CNS
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