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Supplementary Figure S1. Associations of TAB histology with systemic inflammatory markers and sonographic measurements of temporal artery thickness. Lumen
occlusion was defined by histological examination of TABs and temporal artery wall thickness was measured by ultrasound. Legend: FGF2, fibroblast growth factor
2; GCA, giant cell arteritis; KLF4, Kruppel-like factor 4; miR, microRNA; MMP, matrix metalloproteinase; PELI1, Pellino E3 ubiquitin protein ligase 1; TAB, temporal
artery biopsy; TIMP, tissue inhibitor of matrix metalloproteinase; VEGFA, vascular endothelial growth factor A; VSMC, vascular smooth muscle cells; YAP1, Yes-
associated protein 1.
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Supplementary Figure S2. MicroRNA and H19X expression in TABs from GCA and nonGCA patients. Supplementary.
3




Supplementary Figure S3. Expression of miR-target genes and matrix-remodelling genes in GCA and
nonGCA patients and Spearman’s correlative analysis of their expression with sonographic
measurement of temporal artery thickness and systemic inflammatory markers. (A) MiR-target genes
which were not differentially expressed between GCA and nonGCA TABs. (B) Matrix-remodelling
genes which were not differentially expressed between GCA and nonGCA TABs. (C) Matrix of
Spearman’s rank correlation coefficients between normalized mRNA expression and sonographic
measurements of temporal arterial wall thickness in forty GCA patients. Temporal artery wall
thickness was measured by ultrasound. Plotted are miR-target genes and matrix-remodelling genes
that were identified as deregulated in GCA TABs. (D) Matrix of Spearman’s rank correlation
coefficients between normalized mRNA expression and systemic inflammation markers in 35 GCA
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patients with histologically positive TABs. Plotted are miR-target genes and matrix-remodelling
genes that were identified as deregulated in GCA TABs.



