Exploring and explaining variability in tamoxifen and endoxifen pharmacokinetics
IN breast cancer patients: A pooled analysis
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Background and Objectives
To improve tamoxifen treatment, it is crucial to better understand the complex pharmacokinetics (PK) of tamoxifen and its major metabolite endoxifen, which Is
Influenced by many internal (e.g. CYP polymorphisms) and external factors (e.g. drug-drug interactions).
By combining data from different clinical studies we enriched the single database for analysis, I.e. increased the power to detect covariate relationships.
This study aimed to explore and explain different levels of variability in tamoxifen and endoxifen PK.
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