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Supplementary Figure S1. FACS plot showing gating strategy of lung blood endothelial
subsets. Forward side scatter weight versus forward side scatter height, sideward scatter
weight versus sideward scatter height were used to exclude doublets, live/dead staining and
a pool lineage markers (CD11a, TER-119, CD45) versus forward side scatter was used to
exclude dead and lineage positive cells. Blood EC (BECs, CD31+ cells) were separated from
lymphatic EC (CD31+gp38+) and fibroblastic reticular cells (CD31-gp38+) by plotting CD31
versus gp38. Finally, blood capEC (CD31+Icam1+Vcam1-) and PCV (CD31+Icam+Vcam+)
were sorted from sham and CLP animals for RNA extraction. Purity of sorted cells were

confirmed over 97%.

Supplementary Figure S2. (A) Principal component analysis showing transcriptional
diversity in resting (sham) capEC and PCV. (B) Top 500 variables in PCA plot (p < 6.1e-06,
padj < 1.9e-04). Percentage in the parenthesis shows total variability calculated for each
principle component (1, 2, 3). (C) Hierarchical clustering of top 100 differentially expressed
genes plot (p < 1.9e-15, padj < 2.9e-13) in the lung sham capEC and sham PCV based on
logz normalized expression values. P value indicates statistical significance and padj value

indicates p value after correction using Bonferroni method.

Supplementary Figure S3. (A,B) Principal component analysis showing samples and
variables (top 500) of capEC after induction of sepsis, (p < 0.001, padj < 0.04). (C,D)

Principal component analysis showing samples and variables of PCV after induction of



sepsis, (p < 0.001, padj < 0.05). (E) Principal component analysis showing all samples (4
groups) containing 500 top variables, p=0.002, padj=0.06. Variables are colored based on
fold change. Percentage in the parenthesis shows total variability calculated for each
principle component (1, 2, 3). P value indicates statistical significance and padj value

indicates p value after correction using Bonferroni method.

Supplementary Figure S4. Top signaling pathway from KEGG analysis using top 500
DEGs (p < 0.001, padj < 0.04) of capEC. Gene with significant differential expression in the
lung capEC are marked by red asterisks in the top TNF signaling pathway. For KEGG
pathway analysis mouse genes are converted to human orthologs as described in the

material and method section. Pathway chart was created using online tool DAVID.

Supplementary Figure S5. Top signaling pathway from KEGG analysis using top 500
DEGs (p < 0.001, padj < 0.05) of PCV. Gene with significant differential expression in the
lung PCV are marked by red asterisks in the top NF-kB signaling pathway. For KEGG
pathway analysis mouse genes are converted to human orthologs as described in the

material and method section. Pathway chart was created using online tool DAVID.
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Supplementary Figure S2 o, capEC vs Sham PCV
p=0.0001, adj=6.1e-06
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Supplementary Figure S3

Sham capEC vs CLP capEC
p=0.001, padj=0.04
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Supplementary Figure S4

Top enriched pathway using top 500 DEGs of capEC
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Supplementary Figure S5
Top enriched pathway using top 500 DEGs of PCV
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