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2. Study Objectives

« Examine SARS-CoV-2 infection for loss of ACE2 in a biomedical model of COVID-19 injury.
« Determine whether loss of ACEZ2, independent of viral infection, can lead to cardiovascular and multi-organ injury in aged
diabetic, obese animals.
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Fig 5. A) H&E staining shows infected mice have cardiac perivascular
inflammation, and kidney intratubular inflammation. Infected mice lungs

show interalveolar hemorrhage, bronchial epithelial cell death and A B Tryptophan Fig 9. A) Plasma metabolomic PCA analysis
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