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Supplementary Figure 1. Activation of immune response genes by Interferons in
human primary airway epithelial cells (SAECs) is mitigated by JAK inhibitors. a.
Genes induced significantly by IFNa., 8, y and A3 were significantly enriched in Hallmark
Gene Sets (FDR g-value < 0.005). Immune response genes accounted for 18.4%, 26.3%,
20.1% and 17% of the upregulated genes. b. Expression of immune pathway genes

induced by IFNB was mitigated by the JAK inhibitors, ruxolitinib and baricitinib.
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Supplementary Figure 2. Comparison of Interferon-response genes in human
bronchial epithelium, primary alveolar epithelial type-2 cells and primary airway
epithelium. Expression of genes related to COVID-19 and cytokine signaling from
interferons treated BEAS-2B cells (GSE148829)", SARS-CoV-2 infected AT2s?
(GSE152586) and interferons treated SAECs (this study) was displayed by heatmaps.
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Supplementary Figure 3. Interferon induced distinct immune pathway. Comparison
of relative normalized gene expression levels of representative genes between control
(n=4) and IFNs-treated (n=3) groups. Results are shown as the means + s.e.m. of

independent biological replicates.
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Supplementary Figure 4. Interferon induced distinct immune pathway. Comparison
of relative normalized gene expression levels of representative genes between control
(n=4) and IFNs-treated (n=3) groups. Results are shown as the means + s.e.m. of
independent biological replicates.
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Supplementary Figure 5. IFN induces ACE2 and dACE2 isoform expression. ACE2

and putative dACE2 proteins were detected by western blot in IFNa/B-treated cells.
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