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SARS-CoV-2 has caused a broad spectrum of dlseases rangmg PN ; ..4,,;,5 , ,.;!s;:’* | ?,
from asymptomatic to Acute Respiratory Distress Syndrome B ¢ G OO B LIRS
(ARDS). Little is known about the host tissue and cellular
responses associated with COVID-19 infection, symptoms, and
disease severity.

....

CXCL10

Here, we use the Nanostring GeoMX Digital Spatial Profiler (DSP) . . S, S | e b .
Bronchiolar Epithelium Spatial map (total RNA)

and CosMX Spatlal Molecular Imager (SMI) tEChnOIOgy to Figure 4. Bronchiolar epithelium ‘region of interest’ selected for DSP profiling and staining for Mason’s Trichrome,
determine tissue signatures, and spatially resolved quantitative || H&E. (B) RNAscope for ‘SARS-CoV-2’ virus (red) in a core of a TMA. Similarly, Type 2 pneumocytes (T2 Pneu),

single-cell transcriptomic changes driven by SARS-CoV-2 infection. || macrophages (macro), hyaline membranes (hyaline).
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Figure 5. Cell deconvolution across COVID-19, pH1N1 and control cores )
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