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Supplementary Figures
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Supplementary Figure 1. Hydrogen peroxide (#D;) production was measured by using AmpliFlu Red
reagent on MPM cells stimulated with soluble higblacular weight HA (HMW-HA), soluble low-molecular
weight HA (LMW-HA) and/or soluble C1q, as compareduntreated cells. Data are expressed as a ratio
between fluorescence units measured by Tecan 8Bfir8/595nm) in treated and untreated cells (F.W).=
The means of three to five experiments performedpticate are reported + SEM. LMW-HA increased RO
production, regardless of C1q preserf¢g<0.01;***p<0.001.
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Supplementary Figure 2. (A,B) ZL34 cell line was transfected with siCTRL an@%QBP for 72hC1QBP

(A) andHYAL2 (B) gene expression was analyzed by RT-qgPERAL2 mRNA expression was found to be
downregulated afte€1QBP silencing. TATA-box binding proteinTBP) was used as a housekeeping gene.
Data were expressed as the mean of three expesimperformed in duplicates + SEMC,0) Western blot
analysis performed on ZL34 cell lysates after tetton with siCTRL, siC1QBP and siCD44. Membrane
was probed witlu-CD44,a-HYAL2 and a-gC1gR primary antibodies, followed by anti-rabdnitanti-mouse
IRDye 800CW secondary antibodies. Signal intensig detected using Odysgeix near-infrared scanner
(LI-COR Biosciences, Lincoln, NE, USA). Image aiton, processing and data analysis were performed
by Image Studio 5.2 (LI-COR Biosciences). Histogsaepresent the means of three experiments perfiorme
in duplicate. Beta-actin was used to normalizerdsults. P<0.05. €) ZL34 cells were treated with anti-
gC1gR blocking antibodies and seeded onto HA+Cf.é¢jA alone. HYAL2 expression was then evaluated
through RT-gPCR. TATA-box binding proteifBP) was used as a housekeeping gepe0:05.



