








Fig. 1. Increased resting calcium levels in DRG α-Gal A (− /0) neurons. A) Phase-contrast micrographs of α-Gal A isolated DRG neurons from 8 to 12-week-old mice 
show intracellular inclusions (black arrows) only in the α-Gal A (− /0) genotype. B) The intracellular aggregates are increased in 1-year-old α-Gal A (− /0) compared 
to α-Gal A (+/0). Scale bar: 100 μm. C) Representative calcium traces show an increase in calcium resting levels in 8–12-week-old neurons: α-Gal A (− /0) (red trace, 
red arrow) vs α-Gal A (+/0) (black trace, black arrow). A large calcium transient upon administration of a 40 mM K+ extracellular confirmed neuronal viability. The 
histogram (right panel) shows basal calcium concentration calibrated with ionomycin perforation (α-Gal A (+/0) n = 13, α-Gal A (− /0) n = 9). D) Same as panel C in 
1-year-old mice (α-Gal A (+/0) n = 12, α-Gal A (− /0) n = 12). Data are means ± SEM, *p < 0.05 with unpaired Student’s t-test.
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