Integrative single cell RNA-sequencing descrambles a substantial
divergence of adaptive immune cell identities and transcriptional UNIVERSITATS
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BACKGROUND

Human atherosclerotic plaque leukocytes are dominated by T cells
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[ A pms Tl TTrEeal *  We found similar results in Immunofluorescence of human plaques, which were stained for CD3 as a T cell marker and CD68 as a macrophage/myeloid marker (b). * In order to validate the immune cell composition in human plaques, we tested a total of 43 carotid plaques from surgical endarterectomy and characterized these
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and were processed, usually within 2 hours after surgery.

landscape in human atherosclerosis

« The Plaque-tissue was dissected into multiple parts, depending on the size of the sample and was digested by an enzymatic cocktail. After digestion, we performed

rescue incubation on the liberated leukocytes and stained them for FACS. All samples were analysed in flow cytometry with a pan-leukocyte panel. b 43.291 cells C . _ ; _ ;
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