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Supplementary Figure I: Voltage-dependence of activation and steady-state 
inactivation of T-type current.  In C57BL/6 mesenteric arterial smooth muscle cells, 
voltage dependence of activation and steady-state inactivation (availability) of T-type 
current was assessed.  Barium (10 mM) was employed as the charge carrier and 
recordings were made in the presence of an L-type blocker (nifedipine, 200 nM).  Upper 
insets depict protocols employed to assess availability (left) and activation (right).  The 
red bar denotes physiological potentials that overlaps with the window current.  Note 
that in physiological Ca2+ curves are expected to shift rightward by ~10-20 mV and 
window currents are expected to remain overlapping with physiological potentials.    
 



3 
 

 

 

Supplementary Figure II: Paxilline abolishes STOCs.  Spontaneous transient 
outward K+ currents were fully abolished in wild-type (C57BL/6) or knockout CaV3.2-/- 
smooth muscle cells by paxilline.  This BKCa inhibitor was equally effective at holding 
potentials -40 or -20 mV (n=10 cells each).  
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Supplementary Figure III: A diagram highlighting the proposed role of CaV3.2 
channels in vascular smooth muscle.  A stimulus, such as an increase in 
intravascular pressure, elicits membrane potential (VM) depolarization of the smooth 
muscle cells.  This electrical stimulus triggers the activation of the voltage-gated Ca2+ 
channel, CaV3.2.  Ensuing Ca2+ influx through CaV3.2 pores activates RyR on the 
sarcoplasmic reticulum to release Ca2+ sparks.  The latter release events then activate 
BKCa to generate hyperpolarizing K+ currents.  This hyperpolarizing stimulus feedbacks 
upon membrane depolarization (red) and Ca2+ influx responsible for smooth muscle 
contraction. 
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