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Supplemental Fig. S7. MAFs are master regulators of VEGF transcriptional network. (A)
Sub-networks from Fig. 7B. The VEGFA gene regulatory network contained six major sub-modules
showing diverse functions. (B). Western-Blot detecting MAFs expression in four different types of
ECs. HPAEC: human pulmonary artery endothelial cell; HUVEC: human umbilical vein endothelial
cell; ECFC: endothelial clone forming cell, HMVEC: human dermal microvascular Endothelial cell. (C)
VEGFA upregulated expression of MAF factors at H1, as revealed by RNA-seq. (D) VEGFA upregulat-
ed the expression of MAF proteins at H1, as revealed by western-blot.



