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Supplementary Figure S2.  

 

Figure S2. Oxygen consumption rates (OCR) and extracellular acidification rates (ECAR) traces from 
the mitochondrial and glycolysis stress test assays. All values are normalized to protein concentration 
from each individual well. Mean values ± s.e.m. are plotted. N=2-8 (a) SW948 OCR (b) SW948 ECAR 



(c) SW1116 OCR (d) SW1116 ECAR.  Abbreviations: HG, high glucose (25 mmol/L); LG; Low glucose (5 
mmol/L); met, metformin.  
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