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ESM Fig. 1 Comparison of ATP sensitivities. (a) ICso for MgATP inhibition, and (b) the
fraction of unblocked current at 3 mmol/l MgATP for WT and the indicated Kir6.2 mutant
channels. Homomeric channels (E23K, G324R) are indicated by ‘hom’; all other data are
from pseudo-heterozygous Karp channels. White bars, mutations causing/predisposing to
diabetes in later life (see text); blue bars, TNDM; green bars, PNDM; pink bars, iDEND
syndrome; red bars, DEND syndrome. Data for mutations other than G324R and E23K are
taken from previous studies (see below [1-16]). Note the ICsy values for some DEND
mutations (a) do not adequately reflect the mutation/disease severity, as these channels
exhibit a large pedestal of unblocked current at physiological ATP levels (as seen in b). Data

are meant+SEM.
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