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converted to rate values (pmol/min). Results correspond to pooled rate data obtained using the following cell lines (all in triplicate):
A431, A549, BAEC, C2C12, CD4* T cells, H9C2, HepG2, MDA-MB-231, neonatal rat ventricular myocytes (NRVM) and rat cortical
neurons and in the absence or presence of the mitochondrial pyruvate uptake inhibitor UK5099.
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