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Supplemental Figure 1.  FPLC analysis of serum samples from Apoe–/–Fcer1a+/+ mice and 
Apoe–/–Fcer1a–/– mice after 12 weeks on a Western diet. P<0.05 was considered statistically 
significant, Mann-Whitney U test. Representative data are shown to the left. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Supplemental Figure 2.  IgE induces human monocyte-derived macrophage apoptosis. 
Macrophages from three donors respond to IgE (SPE-7, 50 µg/mL) and undergo apoptosis. 
Caspase inhibitor ZVAD-FMK (20 µM) efficiently blocks IgE-induced macrophage apoptosis, 
although macrophages from different donors respond differently. *P < 0.05 is considered 
statistically significant, non-parametric Mann-Whitney test. 



   

 
 

Supplemental Figure 3.  pH effects on macrophage signaling molecule activation. Culturing 
human macrophages in pH6.5 or pH7.5 media did not cause MAPK (ERK1/2 and p38) or MF-kB 
phosphorylation, as detected by immunoblot analysis. IgE (50 µg/mL) was used as a positive 
control, and actin blot was used as a protein loading control. 

 
 

 
 

Supplemental Figure 4. Human endothelial cell adhesion molecule expression after stimulation 
with purified IgE (50 µg/mL) or recombinant TNF-α (10 ng/mL). A. RT-PCR to detect mRNA 
levels. B. Immunoblot analysis to detect protein levels. TNF-α was used as a positive control, 
and actin blot was used to ensure equal protein loading. 
 


