
Figure S2

2+ 2+ 
Ca currents and cytosolic Ca transients increase in response to prolonged APs. 

AP shapes (A) obtained from simulating control (blue) and α2δ-1 siRNA (red) currents in 

the myocyte computer model were used as command potentials for AP voltage clamp 

recordings in dysgenic myotubes transfected with GFP-α1C + control siRNA. Prolonged 

APs from modeling the α2δ-1 siRNA condition significantly increased (71%, p<0.001) 
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the integrated Ca currents (B). Parallel Fluo-4 measurements of Ca transients showed 

2+ 
an increased amplitude (37%, p=0.002) and duration of the Ca transients (C, D), 

resulting in an 86% (p=0.007) increase of the transient integral. This increase in the α2δ-1 

siRNA condition was similar to that predicted by the myocyte model (117 %). The 

2+ 
excessively long Ca transients suggest that dysgenic myotubes cannot properly manage 

2+ 
the increased Ca influx and release during a cardiac-like AP, probably because of the 

2+ low activity of the NCX and PMCA Ca removal systems in skeletal muscle. 


