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Penn. State University  State College, PA B.S. 1976 chemistry/biochem
The Rockefeller University, New York, Ph.D. 1983 cell biology 
Cornell Univ. Medical College, New M.D. 1984 medicine 
Duke University Medical Center  1984-87 medical residency 
Brigham and Women’s, Harvard Med Sch  1987-90 endocrine fellowship 

Harvard Medical School, Boston, MA postdoc 1988-90 genetics 

A. Professional Experience 
 1990 Associate Physician, Brigham and Women's Hospital, Boston, MA  
 1992 Assistant Professor of Medicine, Harvard Medical School, Boston, MA 

 2000 Associate Professor, Departments of Molecular and Integrative Physiology, Pharmacology and 
Internal Medicine, University of Michigan Medical School, Ann Arbor, MI 

 2008 Professor Departments of Molecular and Integrative Physiology, Pharmacology, and Internal 
Medicine, University of Michigan Medical School, Ann Arbor, MI 

Licensure and Certification 
 1987  Massachusetts License Registration 
 1988  Diplomate, American Board of Internal Medicine 

 1989  Diplomate, American Board of Internal Medicine, Endocrinology  Subspecialty 

 2000  Michigan Medical License 

Honors and Awards 

 1991-1996 Clinician Scientist Award, American Heart Association  

 1997-2000 Established Investigator Award, American Heart Association 

Federal Government Public Advisory Committee Service 
 1994  Cardiovascular and Renal Study Section (CVB), NIH, Reviewer,  Feb, 
 1994  Cardiovascular and Renal Study Section (CVB), NIH, Reviewer,  Oct  
 1995  Experimental Cardiovascular Study Section (ECS), NIH, Reviewer, Feb  
 1997  Structural Biology of Cardiovascular Proteins (NIH Program Project) May  
 2000  NHLBI Program Project, Feb  
 2001  NHLBI Program Project, Sept  
 2003  Metabolism Study Section reviewer (MET) Feb 
 2005  NIDDK Program Project Dec 
 2006  Atherosclerosis and Inflammation Cardiovascular (AICS) NIH Reviewer June 
 2006  NIDDK Program Project Nov 
 2008  NHLBI Program Project May 
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C.  Research Support.  
ONGOING 
 
R01 HL083201 (PI Mortensen)  3/01/06-2/28/2010 
NIH/NHLBI         
Metabolic Responsive Factors in Cardiovascular Disease 
The major goals are to elucidate the role of metabolic responsive transcription factors particularly PPAR-
gamma in metabolic syndrome and risk for vascular disease 
 
ADA Research Grant (PI Mortensen)   1/01/08 – 12/31/10 
ADA Lipodystrophy and Insulin Resistance: Mechanisms of TZD Action 
The major goal is to determine the mechanism of TZD action in a lipodystrophic model 
 
COMPLETED (within the past three years) 
 
R01 DK061501 Co-Investigator (PI. Craig Jaffe) 3/01/04-2/28/09  
NIH    
Physiological Importance of Growth Hormone Pulsatility 
The goal is to understand the physiologic role of pulsatile growth hormone 
 
P20GM069985 Co-Investigator (PI K.S. O’Shea)      9/29/03-8/31/07 
NIH 
 “Michigan Center for hES Cell Research” 
Medical School Core for human ES cells 
 
Human ES cell Pilot Project Grant (PI Mortensen)  2/1/06-1/31/07 
NIH/Michigan Center for hES Cell Research 
Differentiation and characterization of hES derived endothelial cells 
 
R01 HL070902 (PI Mortensen)  8/01/03-7/31/08 
NIH/NHLBI        New G-protein Signaling Pathways 
The major goals of this project are to define the G-protein initiated signaling pathways in the cardiovascular 
system and the cooperation and specificity of G-protein subtypes.  
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