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SUPPLEMENTAL FIGURE 1. Femurs were uninfected or infected with S. aureus and were untreated or received the NK-1R antagonist aprepitant (10 mg/kg) local to the site of bacterial administration at days -1, 0, and +1 relative to infection. At day 3 post-infection, femurs were isolated and analyzed. Representative immunohistochemical images of uninfected and S. aureus infected bone tissue from untreated and aprepitant treated mice. The presence of S. aureus is indicated in red and DAPI stained nuclei are indicated in blue. Images of bone tissue cross sections were acquired using the Molecular Devices ImageXpress Pic (4x objective).
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SUPPLEMENTAL FIGURE 2. Femurs were uninfected or infected with S. aureus and were untreated or received the NK-1R antagonist aprepitant (10 mg/kg) local to the site of bacterial administration at days -1, 0, and +1 relative to infection. At day 3 post-infection, femurs were isolated and analyzed. Representative bright field images of H&E staining of uninfected and infected bone tissue sections from untreated and aprepitant treated animals. Images were acquired using the Leica DM IL LED microscope (10x objective). 
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SUPPLEMENTAL FIGURE 3. Characteristics of differentially expression genes by S. aureus infected osteoclasts compared to the rest in the genome. Panel A: Distribution of query genes on the chromosomes. Panel B: Distribution by gene type. Panel C: Number of exons (coding genes only). Panel D: Number of transcript isoforms per coding gene. Panel E: A heatmap displaying differential gene expression of proinflammatory cytokines and chemokines by S. aureus challenged osteoclasts in the presence or absence of SP (n=3). The color legend indicates the z-score, and the average log2 fold change between uninfected and infected osteoclasts.
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SUPPLEMENTAL FIGURE 4. Hierarchical clustering tree of differential gene expression summarizing the correlation among significant pathways in the molecular function (A), biological process (B), and cellular component (C), gene ontology categories expressed in osteoclasts following S. aureus infection. For each tree, pathways with many shared genes are clustered together and bigger dots indicate smaller p-values (number of pathways shown: 20; pathway range: 2-5000; FDR cutoff: 0.05). 
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