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Supplemental Digital Content 1, Figure: Measurements of oxygen consumption in intact cells
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Cells were collected and resuspended in complete media to cell density of 0.4x106 cells/ml.  The degree of coupling of endogenous respiration rate (ROUTINE; i.e. respiration on endogenous substrates) to adenosine triphosphate (ATP) production was estimated based on oligomycin (2 g/mL) inhibition of the ATP synthase.  Non-phosphorylating leak state of respiration (LEAK) is mainly caused by compensation of the proton leak after inhibition of ATP synthase. This resulted in reduced respiration rate caused by the establishment of the maximal steady-state membrane potential.  The respiration rate was then restored by the addition of the uncoupler, carbonyl cyanide-p-trifluoromethoxyphenylhydrazone (FCCP).  Maximal capacity of the electron transport chain (ETS) was estimated from the maximum respiration rates obtained from a FCCP titration (2.5 – 25 M).  All rates were corrected for non-mitochondrial respiration,obtained from the rotenone- and antimycin-inhibited rates (ROX=residual oxygen consumption).  A trace representing this protocol is given in the Figure below.  Oxygen (O2) consumption rates were normalized to citrate synthase activity.
