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13 independent experiments is shown.  Mean and SEM are indicated by wide and 

narrow horizontal bars, respectively (p < 0.0001).  

Figure 9 

Master regulatory activity of the +9.5 kb cis-element to establish the fetal liver 

hematopoietic stem/progenitor cell compartment and vascular integrity. Genetic ablation 

of the E-box-GATA composite element, which is disrupted as a heterozygous mutation 

in a MonoMAC patient, severely impaired hematopoiesis and mechanisms that confer 

vascular integrity.  This element is therefore a critical mechanistic determinant of 

endogenous GATA-2 expression in vivo in important target tissues, and its integrity is 

essential to oppose hematologic disorders. 

Table 1 

Developmental genotypes for Δ+9.5(NeoR-) heterozygous and homozygous animals 

(subsequently referred to as +9.5+/- and +9.5-/-,respectively) and genotypes for both 

+9.5(NeoR-) and +9.5(NeoR+) at weaning. Values at the top denote embryonic age. 

Other values represent numbers of live and dead (parenthesis) animals recovered at 

each developmental stage. 

Figure S1 

GATA-2 occupancy of loci dysregulated by the +9.5 mutation in PECAM-1 positive cells.  

Genome-wide ChIP-seq analysis of GATA-2 occupancy in HUVEC cells was previously 

described (43).  Signal maps of GATA-2 occupancy at loci identified by microarray in 
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Figure 8 were mined from the data.  The ChIP-seq profiles show chromosomal position 

vs. GATA-2 peak height. 

Table S1 

E-box-GATA composite elements in the human genome. 

 

 

 

 

 

 

 

 

 

 

 

 

 



CPA3

+8.8 kb

SERPINB2

-4.8 kb-5.8 kb
-7.7 kb

AFP

+10.4 kb

HDC

+7.6 kb

GP9

-6 kb

IL13

-1.7 kb

PRG2

-16 kb

-16.9 kb

RGS18

+12 kb-53.5 kb

PLAC8

-35.9 kb

ARHGAP15

+360 kb+302 kb

Fig. S1


