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VEGF and hematologic malignancies
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Abstract

As an essential regulator of physiologic and pathologic angiogenesis, vascular
endothelial growth factor (VEGF) triggers growth, survival, and migration of leukemia
and multiple myeloma cells, and plays a pivotal role in hematopoiesis. The expression
and the signaling pathways of VEGF play an important role in the pathogenesis and
clinical features of hematologic malignancies, in particular multiple myeloma. Direct and
indirect targeting of VEGF and its receptors may provide a potent novel therapeutic
approach.
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