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TTE Model Results

The candidate model with the lowest DIC value had the structure:

Mechanistic Model Results

Objectives
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Figure 3: Metadata summary by trial of longitudinal changes in BMD (A) and fracture rate (B). Colors identify The MSM predicted regional changes in BMD within the range of clinical variability in most treatment arms. The candidate TTE fracture model that best described the metadataset was the model that included BMD

corresponding treatment arms in plots A & B expressed as change from baseline, baseline BMD and an additional drug effect as covariates.

1.) R. Eudy, M. Gastonguay, K. Baron, and M. Riggs. Connecting the Dots: Linking Osteocyte Activity and Therapeutic Modulation of Sclerostin by Extending a Multiscale Systems Model. CPT: Pharmacometrics & Systems Pharmacology, (Sept), 2015. Presented at ACoP6; Arlington, VA; 07-October 2015; Copies available at: metrumrg.com/publications



