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A, UMAP visualization of all manually identified cell types within integrated dataset obtained by combining all four conditions using Seurat 4 package. B, Dotplot with scaled expression of canonical cell type markers in identified cell type populations. C, UMAP
visualization of cells in each condition.
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A, UMAP visualization of astrocyte clusters calculated (using Seurat 4 package) on all conditions. Names of the clusters were derived manually according to function of marker genes. B, Frequency
was calculated as a ratio of number of cells in each astrocyte cluster to total number of astrocytes in each condition. C, Marker genes calculated using Wilcoxon rank sum test. D, Displayed parent
terms were derived from gene ontologies of biological processes significantly enriched (using over-representation analysis, g-value < 0.05) in genes differentially expressed (padj < 0.05) between
Wr/G+V+ and Wr/G-V- astrocytes.
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