Supplemental Figure IX, Rohde et al.
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Supplemental Figure IX. Neutralization of S100A1 in necrotic cardiomyocyte supernatant by
anti-S100A1 antibody. A, Supernatant taken from hypoxic cardiomyocytes (brightfield image) was
treated with unspecific control 1gG or anti-S100A1 antibody prior to incubation with cardiac
fibroblasts (immunofluorescence images). Pre-treatment of the supernatant with anti-S100A1
abrogated internalization of S100A1 in cardiac fibroblasts (right immunofluorescence image)
(S100A1: red, endoplasmic reticulum: green, DAPI/nuclei: blue). B, Cardiac fibroblasts were
exposed to supernatants from normoxic or hypoxic cardiomyocytes (nhormoxia, hypoxia,
respectively). Normoxic cardiomyocyte supernatant was treated with unspecific control IgG.
Hypoxic cardiomyocyte supernatant was either treated with unspecific control IgG or anti-S100A1
antibody. Cardiac fibroblasts incubated with S100Al-depleted supernatant of hypoxic
cardiomyocytes (hypoxia+anti-S100) responded with exaggerated pro-fibrotic marker expression
(col-1: collagen type 1; SMA: smooth muscle actin) together with abrogated interleukin 10 (IL10)
upregulation (n=5; *P-values vs normoxia: 0.02 for col-1, 0.04/IgG and 0.01/anti-S100 for SMA,
0.01 for IL10, #P-values vs hypoxia with control IgG: 0.03 for col-1, 0.02 for SMA, 0.01 for IL10).



