Ped Prioritization of Chemicals for Effects on Steroidogenesis Using an Integrated
\VEPA Statistical Approach to High-throughput H295R Data

Derik E. Haggard'2, R. Woodrow Setzer?, Richard S. Judson?, Katie Paul Friedman?

TORISE Postdoctoral Research Participant 2National Center for Computational Toxicology, Office of Research and Development, U.S. Environmental Protection Agency

WWW.epa.gov

Derik E. Haggard | haggard.derik@epa.gov | 919-541-0745

Introduction The Mean Mahalanobis Distance (mMd) Approach is Stable Development of a HT-H295R Prioritization Metric
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