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Supplementary Figure S1.
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Figure S1. Metabolic viability assay by Alamar blue reagent after increasing metformin treatment.
Alamar blue absorbance values of metformin treated samples are shown normalized to their own
high (25 mmol/L) or low (5mmol/L) glucose control. Cells were seeded at 20 000 cells/well for
SW1116 and 10 000/well for SW948, with increasing metformin concentrations added to each well
and left for 48 hours. N=3 for all conditions. Error bars denotes s.e.m. Abbreviations: HG; high
glucose, LG; Low glucose.



