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Figure 1: Proportion of subjects achieving the composite endpoint of >1% decrease in HbA,_, >5% BW loss and >5 mmHg
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‘On-treatment without rescue medication’ data are presented. A mixed model for repeated measurements imputation was used for missing data. BW, body weight; exenatide ER, exenatide extended release; IGlar, insulin glargine; SBP, systolic
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