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Vascular growth is necessary for normal lung
development. Although endothelial progenitor cells
(EPCs) play an important role in vascularization, little is
known about EPC function in congenital diaphragmatic
hernia (CDH), a severe neonatal condition that is
associated with pulmonary hypoplasia. We hypothe-
sized that the function of endothelial colony-forming
cells (ECFCs), a type of EPC, is impaired in CDH.
Cord blood (CB) was collected from full term CDH
patients and healthy controls. We assessed CB pro-
genitor cell populations as well as plasma vascular
endothelial growth factor (VEGF) and stromal cell-
derived factor 1a (SDF1a) levels. CB ECFC growth
kinetics, migration, nitric oxide (NO) production, tube
formation, and mRNA expression of VEGF-A, fms-

related tyrosine kinase 1 (FLT1), kinase insert domain
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