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Education: 

1991-1995: B.S. Biological Sciences, Florida State University, Tallahassee, FL. 

1996 – 1998: University of South Alabama College of Medicine, Department of Pharmacology, Mobile, AL (transferred 

to Montana to complete Ph.D.) 

1998 – 2000: Ph.D. Pharmacology, University of Montana, Department of Pharmaceutical Sciences/Pharmacology, 

Missoula, MT. Supported by Intramural Research Training Award, NIH; research conducted at the National Institute 

of Allergy and Infectious Diseases, Rocky Mountain Laboratories (Hamilton, MT) 

 

 

Academic Appointments: 

2012 – present: Assistant Professor, Department of Integrative Biology, Oklahoma State University 

2009 -2012: Research Associate Professor, Department of Physiological Sciences, Oklahoma State University Center 

for Veterinary Health Sciences 

2009 - 2012: Lecturer in Physiology, Department of Zoology, Oklahoma State University    

2005 – 2006; 2008: Visiting Assistant Teaching Professor, Department of Zoology, Oklahoma State University 

2003 – 2005: Family Leave 

2001-2003: Field Applications Specialist, Promega Corporation 

 

 

Research Funding: 

Current 

2015-2018: The Role of CT228 in Chlamydia trachomatis pathogenesis, NIH R15. Role: Co-PI. 

2016-2019: Physiological Adaptation to Extreme Environments: Genes, Function, and Evolutionary Patterns. NSF IOS. 

Role: Co-PI. 

 

Past: 

2015-2016: The Role of Angiogenic Factors in the Development of Atherosclerosis During Chlamydia pneumoniae 

Infection, NIH CoBRE. Role: PI. 

2012-2013: Development of a Shared Tissue Culture Facility.  Oklahoma State University VP for Research & 

Technology Transfer Funds.  Role: PI. 

2013: The Effects of Chronic Oxidative Stress on Arteriogenic Factors.  Oklahoma State University, Spring Travel 

Grant. Role: PI. 

2013: The Effects of Shear Stress on Endogenous Production of Hydrogen Sulfide by Human Coronary Artery Smooth 

Muscle Cells, Summer Salary Research Grant, Oklahoma State University.  Role: PI. 

2010-11: Effect of hyperlipidemia on signaling pathways mediating exercise-induced vascular remodeling.  Research 

Advisory Committee (RAC) Award, College of Veterinary Health Sciences, Oklahoma State University.  Role: PI. 
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