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	Missouri State University, Springfield, MO
	BS
	2007
	Cell and Molecular Biology

	Missouri State University, Springfield, MO
	MS
	2009
	Cell and Molecular Biology

	University of Kansas Medical Center, Kansas City, KS
	PhD
	2014
	Toxicology

	Brigham and Women’s Hospital, Boston, MA (Research Fellow)
	
	2014-
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A. Personal Statement

My passion for science began at a young age and was cultivated following my placement into a science program for gifted students at the age of 8. Throughout my primary and secondary education my interest in science grew and I obtained a full scholarship to attend Missouri State University to become the first member of my family to attend college. While at MSU, I pursued a pre-medical track enrolling in a degree program for cell and molecular biology. My experiences in my degree program sparked me to pursue undergraduate research training. During my time as an undergraduate, my interest in cancer biology grew and this ultimately led me to receive graduate training in cell and molecular biology and toxicology. My hope was to diversify my understanding of cell proliferation and how this applies to cancer biology, and learn about toxicological insults that contribute to cancer pathogenesis and current pharmacologic approaches used to treat it. I spent the majority of my time at KU Med working in a research laboratory studying the mechanisms surrounding liver regeneration, in particular, the mechanisms that signal hepatocytes to stop proliferating. We have been able to apply parts of our findings to novel mechanisms of development of various liver cancers including hepatocellular carcinoma and cholangiocarcinoma.

I have recently joined the lab of Dr. Wolfram Goessling at Brigham and Women’s Hospital as a post-doctoral fellow. I chose to pursue a position in Dr. Goessling’s lab because of his exceptional knowledge of liver biology in regards to liver development and cancer pathogenesis. Further, I wanted to take this opportunity to learn a completely new model system and felt like a position in Dr. Goessling’s lab would help me to achieve this goal. His extraordinary knowledge and skills regarding the zebrafish model are demonstrated by his exceptional publication record in the field. My plan is to continue working in the area of liver regeneration and liver cancer pathogenesis with a particular emphasis in understanding the mechanisms involved in the delicate balance between hepatic differentiation and proliferation. Understanding these mechanisms will not only provide insight into an important and poorly understood area in liver biology, but may also lead to advances in clinical prognosis and treatment of various liver pathologies, such as acute liver injury and liver cancers. We plan to use our expertise in zebrafish liver development, WNT/-catenin signaling, and chemical screens combined with my unique background in HNF4 signaling to define the physical interaction of these signaling pathways in modulating the epigenetic landscape and gene expression to balance cell proliferation and differentiation, which is critical for cancer formation and progression. We believe that further understanding of these mechanisms will lead us to new strategies for cancer prevention, prognosis, and treatment. 
B. Positions and Honors
Post-Doctoral Training:

2014-
Research Fellow, Genetics Division, Brigham and Women’s Hospital, Boston, MA
Academic Appointments:
2007-2009

   Teaching Assistant, Human Anatomy and Physiology, Missouri State University, Springfield, 

         MO

Professional Societies:

2009-

American Association for the Advancement of Science

2009-

American Society for Investigative Pathology

2012-

Society of Toxicology
Committee Appointments:

2013-2014
Representative for Carcinogenesis Specialty Section, Society of Toxicology

2014-

Committee for Career Development and Diversity, American Society for Investigative Pathology

2014-

Co-editor for Trainee Newsletter, American Society for Investigative Pathology
Honors:
2011
Student Union Corporation Travel Award, University of Kansas Medical Center

2011
Trainee Travel Award, American Society for Investigative Pathology

2011
Student Research Forum (2nd Prize), University of Kansas Medical Center

2012
Biomedical Research Training Program Grant, University of Kansas Medical Center
2012
Charles River Award, Society of Toxicology

2012
Azarnoff Award, University of Kansas Medical Center

2013
Dharm V. Singh Carcinogenesis Award, Society of Toxicology

2013
Experimental Pathologist in Graduate Training Award, American Society for Investigative 


Pathology

2013
Charles River Award, Society of Toxicology

2014
Hope Funds for Cancer Research Fellowship Finalist

2015
Cholangiocarcinoma Foundation Innovation Grant Research Fellowship
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07/01/2015 – 06/302016
Cholangiocarcinoma Foundation

$60,000

A Balancing Act: Dysregulated Differentiation and Proliferation as a Novel Mechanism of Cholangiocarcinoma Formation
The goal of this project is to provide a link between two hallmarks of the cancer phenotype, uncontrolled proliferation and decreased differentiation, through direct interaction between two transcription factors (HNF4α and β-catenin/TCF). By exploring this relationship mechanistically through a genomic approach, we will further elucidate cholangiocarcinoma formation with the potential for discovery of new therapeutic targets. 
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