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Figure S1. Hypothermic ischemia and normothermic reperfusion induce changes of cell morphology, reduce cell viability in human
lung epithelial BEAS-2B cells. (A) BEAS-2B cells underwent 6, 12, 18, or 24 h CIT followed with 2 or 4 h warm reperfusion. A CIT
time-dependent change of cell morphology and loss of cells was noted, which was increased after reperfusion (scale bar = 50 um). (B) The
cell viability was quantified via trypan blue exclusion assay. Reduced cell viability was noted after 12 h CIT and reperfusion, which was
further enhanced after 18 and 24 h CIT. *P<0.05, **P<0.01, ***P<0.001 vs. control conditions.
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Figure S2. Differentially expressed genes between the five groups within the HPMEC cells with one-way ANOVA and Tukey
HSD test. (A) Principal component analysis. (B) Heatmap for 2,901 DE genes with unsupervised clustering.
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Figure S3. Differentially expressed genes between the five groups within the BEAS-2B cells with one-way ANOVA and Tukey
HSD test. (A) Principal component analysis. (B) Heatmap for 2,957 DE genes with unsupervised clustering.
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Figure S4. Prolonged cold preservation and reperfusion reduced enriched DE gene-sets. (A) The numbers of DE genes between
two cell types remained at the similar levels under different conditions. (B) Venn diagram showed that most of the DE genes are
common in all groups, and each group has small number of unique DE genes. (C) The GSEA assay showed that after 18 h CIT, the

number of DE gene clusters in epithelial cells was dramatically reduced and disappeared after reperfusion; the number of DE gene-sets
in endothelial cells was also reduced.
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Figure S5. In comparison with control, CIT 6 h did not significantly affect the enriched DE gene clusters between endothelial
and epithelial cells. The cut-off of enriched DE gene-sets is FDR<0.05. Clusters enriched in endothelial cells are shown in red nodes,

and blue nodes are enriched in epithelial cells.
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Figure S6. In comparison with control, CIT 6 h followed by 2 h reperfusion also did not significantly affect the enriched DE
gene clusters between endothelial and epithelial cells. The cut-off of enriched DE gene-sets is FDR<0.05. Clusters enriched in
endothelial cells are shown in red nodes, and blue nodes are enriched in epithelial cells.



