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Supplementary Material

Supplementary Figure S1. Baseline characteristics of control and a-Gal A-deficient podocytes. (A) RT-
gPCR of a-Gal A expression, normalized against ACTB expression in control (coshRNA - set as 100%)
and a-Gal A-deficient podocytes (shRNA894) (mean + SD, n=5). (B) a-Gal A activity of a-Gal A-deficient
podocytes (sShRNA894) depicts a decrease in enzyme activity compared to control samples (mean % SD,
n=5). (C) Immunofluorescence of Gb3 (gray), counterstained with DAPI (blue) of control and Fabry
podocytes (scale bar 50 um). (D) Densitometric quantification of LC3-1I/R-tubulin immunoblot. Band
intensity of LC3-lIl was normalized to B-tubulin band intensity (mean + SD, n=5, Student’s T-test,
*=p<0,05). (E) Densitometric quantification of phospho-mTOR/R-Catenin immunoblots. Band intensity
of phospho-mTOR was normalized to B-Catenin band intensity (mean = SD, n=3, Student’s T-test
*=p<0,05). (F) Densitometric quantification of phospho-AKT/B-Catenin immunoblots. Band intensity of

phospho-AKT was normalized to B-Catenin band intensity (mean * SD, n=5, Student’s T-test *=p<0,05).



