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Correlation between ARGs and dominant bacterial species
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Figure 1. Distinct resistome signature in Controls and Cognitively Impaired participants. (A) Beta diversity,

(B) ARGss, (C) Shannon diversity index, (D) Simpson diversity index, (E) Types of antibiotics categories, (F) Class,

(G) Mechanism, (H) Genes and (l) Differential expression analysis of ARGs.

Abbreviations: ARGs: Antimicrobial resistance genes
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disruption, while Controls appear to maintain a more stable and commensal-associated resistome.

Acknowledgement

27 USFHealth -

HEALTH

National Institutes
of Health



mailto:jains10@usf.edu

	Slide 1

