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V AODS: Vertebral bone marrow aspirates were collected from cLBP patients with v n=22, MC1+iIntra-patient control=c+a, control patients=0

undergoing lumbar spinal fusion, mononuclear cells were isolated and investigated by massively parallel flow cytometry. T-cell functional properties were
analysed with flow cytometry: 1.) ex vivo analysis of Granzyme B, 2.) cytokine release after in vitro stimulation with PMA/ionomycin, and 3.) proliferation
iIn response to IL-15 followed with CFSE labelling. Single-cell RNA-sequencing (scRNA-seq) was performed on enzymatically digested, neutrophils-
depleted MC1 and intra-patient control biopsies (n=4+4). Extracellular matrix proteins of intervertebral discs were analysed by LC-MS/MS. Cartilage
oligomeric matrix protein (COMP) was quantified in bone marrow plasma with ELISA. Finally, bone marrow-derived mononuclear cells were treated with
COMP, and cytokine production was analysed using flow cytometry.

Balgrist palgristcampus

University Hospital

Dudli-lab.ch
>,




