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Supplementary Information 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Supplementary Fig. S1: Validation of BKCa α1 and BKCa β1 subunit 
antibodies. A) Representative immunoreactive bands corresponding to BKCa α1 
or BKCa β1 subunits in lysates from untransfected HEK293 cells, and HEK293 
cells transfected with either BKCa α1 or BKCa β1 subunit. β-actin was used as 
loading control (n = 3 lysates per condition). B) Representative Western blot 
showing only one immunoreactive band of the expected molecular weight and 
corresponding to BKCa β1 in an arterial lysate from non-diabetic patients. 
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Supplementary Fig. S2: Full-length blots corresponding to A) Figure 6A and 
B) Figure 6B. Red boxes indicate the crop region displayed in the main figure.  
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Supplementary Fig. S3: Comparison of the subcellular localization of BKCa 
α1 and BKCa β1 subunit in vascular smooth muscle from obese non-
diabetic and diabetic patients. A) Confocal images (left panels) and line profile 
analysis along the dotted yellow lines from the confocal images (right panels) of 
BKCa α1- and BKCa β1-associated fluorescence in vascular smooth muscle from 
non-diabetic and diabetic patients. (n = 10-13 cells per condition. B) Exemplary 
DIC and confocal image of a human vascular smooth muscle in which the 
primary antibody was excluded from the preparation (e.g. negative control). 
Scale bar = 10 µm. 
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Supplementary Table S1: Available Patients Characteristics 
All human arteries and dissociated vascular smooth muscle were obtained from 

obese non-diabetic and clinically diagnosed diabetic patients undergoing surgical 
sleeve gastrectomy 

parameters non-diabetic diabetic 
Sex (female/male) 23 F (88%) / 3 M (12%) 17 F (65%) / 9 M (35%) 
age (years) 47.4 ± 2.3 45 ± 2.2 
HbA1c (mg/dL) 5.8 ± 0.2 7.1 ± 0.9 
HbA1c (mmol/mol) 39.5 ± 2.1 54.0 ± 9.5 
Values are mean ± SEM. 

 
 
 

 
 
 
 

Supplementary Table S2: Characteristics of Arteries in Pressure Myography 
Experiments 

 metabolic state 
parameters non-diabetic diabetic 

age (years; # arteries and sex) 47.6 ± 5.1 (3M, 5F) 38.8 ± 3.1 (6F) 
baseline diameter (µm) 39.6 ± 6.5 28.5 ± 2.3 
myogenic tone (%) 44 ± 8.0 49.3 ± 7.0 
diameter of peak IbTx response (µm) 32.3 ± 5.9 27.2 ± 2.2 
IbTx-induced constriction (%) 23.2 ± 4.6 4.4 ± 3.5* 
diameter of peak 60 K+ response (µm) 24.3 ± 5.5 12.8 ± 3.0 
60 mM K+-induced constriction (%) 75.0 ± 4.2 71.0 ± 6.3 
passive diameter (µm) 73.3 ± 6.4 58.8 ± 4.6 
Values are mean ± SEM (* P < 0.05; Mann-Whitney test). 


