Triacylglyceride Fatty Acid (TAGFA) Composition Longitudinally Associates with Changes in Insulin Sensitivity (IS)
and Beta-Cell Function Over 6-yrs in the Prospective Metabolism and Islet Cell Evaluation (PROMISE) Cohort
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» Participants completed an OGTT at each visit with 3 blood samples (0, 30, 120 min), used to Proportion of total fraction (mol%) - — — — ~ - — — — ~
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» Fasting TAGFA were quantified as mol% (proportion of total) using thin layer chromatography and

Multivariate cluster analysis of the TAGFA composition using partial least squares (PLS) analysis on the insulin sensitivity measures. Explained

(2004-2006). Each box represents the median and interquartile range (IQR), along with lines that represent 1.5 times the IQR.

gas liquid chromatography coupled to flame ionization detector using samples from the baseline variance of each component is shown in brackets on the x and y axis labels. The circles represent the amount of explained variance each variable
visit in 477 participants who attended at least one follow-up visit. provides to the overall extracted PLS component. The solid circle is 100% explained variance and the dashed circle is 50% explained variance.
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