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SUPPLEMENTAL FIGURE LEGENDS 

 

Figure S1: Gut microbiome communities do not appear different with taxonomic 

summaries (A) by treatment (B) or sex (C), and do not differ in species richness (Observed 

Species) (D) or evenness (Shannon Diversity) (E) following treatment. 

 

Figure S2: Gut microbiome weakly cluster by geographic location (Sydney, Australia vs. 

Toronto, Canada). 
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