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Supplemental Fig. S1. Schematic model of the DGAT1 protein showing nine predicted
transmembrane domains, a histidine required for activity, and the location of amino acid changes
due to the three human DGAT] mutations. Adapted from adapted from TMHMM Server v. 2.0

and McFie et al 2010. A8: chromosome 8 145541756 A->G.



