Erg controls endothelial quiescence by repressing NF-kB

Supplementary Figure 1

Basal expression of ETS factors in HUVEC
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Supplementary Figure 1 Legend

Constitutive expression of ETS factors in EC. mRNA from resting HUVEC
was analysed by quantitative RTPCR using primers specific for Erg, Fli-1, Ets-2
or GABPa. Values were normalised to GAPDH mRNA, and expressed as

relative to Erg (N=3).
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Supplementary Figure 2
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Supplementary Figure 2 Legend

NF-kB inhibitors repress TNF-a induced ICAM-1 expression. A) HUVEC
infected with either AdLacZ control or AdIkBaSR virus were stimulated with
TNF-a. ICAM-1 mRNA levels were measured by quantitative RTPCR, and
expressed as fold change compared to Ad LacZ treated. N=4. (B) HUVEC
treated with BAY-11-7085 or DMSO were stimulated with TNF-a. ICAM-1
protein levels were measured by western blot using an anti ICAM-1 antibody
and normalised to levels of GAPDH then expressed as fold change compared

to untreated. N=3. *P<0.05;**P<0.01, ***P<0.001
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Supplementary Figure 3
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Supplementary Figure 3 Legend

Schematic diagram of clAP2 and IL8 promoters. The transcription start
site is marked by an arrow, with base pair numbers as indicated. ETS sites
are indicated by oval shapes and ETS sites matching Erg consensus motif
(28)(29) are shaded in grey. Functional NF-kB sites are represented by
black boxes. ChIP amplicons are represented by a black line below

corresponding promoter



