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PREFACE 
 
 

The U.S. Environmental Protection Agency (EPA) is interested in developing methods to 

use genomic data most effectively in risk assessments performed at EPA.  The National Center 

for Environmental Assessment (NCEA) within the Office of Research and Development (ORD) 

prepared this document for the purpose of describing and illustrating an approach for using 

toxicogenomic data in risk assessment.  The approach and dibutyl phthalate (DBP) case study 

described in this document were developed by a team of scientists at EPA laboratories and 

centers, and outside organizations including The Hamner Institutes for Health Sciences, the 

National Institute of Environmental Health Sciences (NIEHS), and the EPA National Center for 

Environmental Research (NCER) Science to Achieve Results (STAR) Environmental 

Bioinformatics and Computational Toxicology (Comp Tox) Center at the University of Medicine 

and Dentistry of New Jersey (UMDNJ) and Rutgers University.  The intended audience for this 

document includes risk assessors as well as scientists with expertise in genomics, bioinformatics, 

toxicology, and statistics.  The approach outlined in this document is expected to be useful to 

EPA risk assessors in the Integrated Risk Information System (IRIS) Program and other program 

offices and regions, as well as the scientific community at large.  The review of the literature on 

the use of genomic data in risk assessment, as well as discussions of issues, recommendations, 

and methods for evaluating and analyzing toxicogenomic data, could be useful to scientists and 

risk assessors within and outside of EPA.  The research needs identified in this document will be 

useful to scientists performing toxicology and toxicogenomic research studies for application to 

risk assessment.  The DBP case study presented in this document is a separate activity from the 

IRIS DBP health assessment.  The review of the literature included in this document was last 

updated in July 2007. 



 

 xv 

AUTHORS, CONTRIBUTORS, AND REVIEWERS 
 
 
AUTHORS 
 

Susan Euling, NCEA-W, U.S. EPA, Washington, DC (Lead) 
Ioannis Androulakis, NCER STAR Bioinformatics Center, ebCTC, Rutgers/UMDNJ, 
Piscataway, NJ  

Bob Benson, Region 8, U.S. EPA, Denver, CO  

Weihsueh Chiu, NCEA-W, U.S. EPA, Washington, DC  

Paul Foster, NIEHS, Research Triangle Park (RTP), NC  

Kevin Gaido, U.S. FDA, Rockville, MD; formerly of *The Hamner Institutes for Health 
Sciences, RTP, NC 

L. Earl Gray Jr., NHEERL, U.S. EPA, RTP, NC  

Susan Hester, NHEERL, U.S. EPA, RTP, NC  

Channa Keshava, IRIS, U.S. EPA, Washington, DC 

Nagalakshmi Keshava, NCEA-W, U.S. EPA, Washington, DC  

Andrea Kim, Allergan, Inc., Irvine, CA; formerly of *NCEA-W, U.S. EPA, Washington, DC  

Susan Makris, NCEA-W, U.S. EPA, Washington, DC 

Meric Ovacik, NCER STAR Bioinformatics Center, ebCTC, Rutgers/UMDNJ, Piscataway, NJ 

Banalata Sen, NIEHS; formerly of *NCEA-RTP, U.S. EPA, RTP, NC 

Chad Thompson, ToxStrategies, Katy, TX; formerly of *NCEA-W, U.S. EPA, Washington, DC  

Lori White, *NIEHS; formerly of *NCEA-RTP, U.S. EPA, RTP, NC  

Vickie Wilson, NHEERL, U.S. EPA, RTP, NC 

 

CONTRIBUTORS 
 
Stan Barone, NCEA-W, U.S. EPA, Washington, DC  

Marianthi Ierapetritou, NCER STAR Bioinformatics Center, ebCTC, Rutgers/UMDNJ, 
Piscataway, NJ  

 

____________________ 

*Affiliation at the time of work on this project for scientists with more than one affiliation listed. 



 

 xvi 

AUTHORS, CONTRIBUTORS, AND REVIEWERS (CONTINUED) 
 
 
REVIEWERS 
 
Internal  
Maureen R. Gwinn, NCEA-W, ORD, Washington, DC 

Michael Hemmer, NHEERL, ORD, Gulf Breeze, FL 

Nancy McCarroll, Office of Pesticide Programs (OPP), Washington, DC 

Gregory Miller, Office of Children's Health Protection and Environmental Education 
(OCHPEE), Washington, DC 

Marian Olsen, Region 2, New York, NY 

Santhini Ramasamy, Office of Water (OW), Washington, DC  

Jennifer Seed, Office of Pollution Prevention and Toxics (OPPT), Washington, DC 

Imran Shah, National Center for Computational Toxicology (NCCT), ORD, RTP, NC 

Jamie Strong, IRIS, ORD, Washington, DC 

Dan Villeneuve, NHEERL, ORD, Duluth, MN 

 
External  
Jeanne Manson (chair), Exponent, Inc. 

Robert Chapin, Pfizer, Inc. 

Julia Gohlke, NIEHS 

Hisham Hamadeh, Amgen, Inc. 

Poorni Iyer, California EPA (Note: Dr. Iyer conducted the peer review as a private consultant 
and not as a representative of California EPA) 

 

ACKNOWLEDGMENTS 
 
This project was funded by NCEA and the EPA NCCT’s Research Program under their 

new starts grants.  We thank the outside partners, NIEHS and The Hamner Institutes for Health 
Sciences, for allowing team members at these institutions to work on this project.  Some of the 
work described was performed at the STAR Bioinformatics Center at UMDNJ and Rutgers 
University that is supported by the grant R832721 from the EPA’s STAR program.  We 
gratefully acknowledge Dr. Kevin Gaido for providing the data from the Liu et al. (2005) study 
performed in his laboratory at The Hamner Institutes for Health Sciences, Terri Konoza of 
NCEA for her detailed editorial contribution to this document, and Sarah Burgess-Herbert for her 
thoughtful review of Chapter 6. 
 


	LIST OF TABLES
	LIST OF ABBREVIATIONS AND ACRONYMS
	PREFACE
	AUTHORS, CONTRIBUTORS, AND REVIEWERS
	AUTHORS
	REVIEWERS
	Internal 
	External 

	ACKNOWLEDGMENTS

