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A. Personal Statement
The ultimate goal of the training I provide for graduate students — and others interested in science — is to
provide a lasting framework for scientific inquiry.  This includes approaches to rational and ethical scientific
analysis that translate to most any endeavor and can help make the student a good scientific citizen.  In
addition, of course, I teach them the tools, techniques, and knowledge set more specific to molecular and
cellular biomedical research.  I have mentored four graduate students to the Ph.D. in the last six years, and
have advised several others as a committee member.  In each of the last five years I have also trained an
undergraduate summer student, two of those years my student won the overall prize for presentation in the
combined Tulane- LSUHSC competition at the end of the summer training period.
The long-term goal of my research is to develop therapies for degenerative conditions associated with aging.
The current focus is to understand why GAA•TTC DNA repeats expand with age, and how DNA expansion
impairs gene expression in Friedreich ataxia (FRDA).  My experience makes me uniquely suited to this project.
In graduate school, I studied the molecular and cell biology of neuronal plasticity and regeneration with a focus
on regulation of the neuronal growth associated protein, GAP-43.  As a post-doctoral fellow at MGH I extended
that work into a mouse model.  While at NIH I used in vitro approaches, tissue culture and mouse models to
investigate the molecular biology of trinucleotide repeat diseases with an emphasis on the role of unusual DNA
structures.  My background in neuroscience and transcription regulation, coupled with understanding DNA
structure has provided synergy in the study of neurodegenerative diseases caused by DNA expansion.  My
successful completion of an R01 grant addressing how DNA expansion impairs gene expression in FRDA
attests to my ability to administer a grant.  The grant was completed despite the destruction of my lab and all
its contents at the outset of that grant period by hurricane Katrina.  The current application builds logically on
my past and recent work in transcription mediated DNA structures and DNA instability.

B. Positions and Honors

Positions and Employment
2000-2001 Staff Fellow, National Institute of Diabetes and Digestive and Kidney Diseases

National Institutes of Health, Bethesda, Maryland
2001-2008 Assistant Professor, Department of Genetics

Louisiana State University Health Sciences Center, New Orleans, Louisiana
2008- Associate Professor, Department of Genetics

Louisiana State University Health Sciences Center, New Orleans, Louisiana



Other Experience and Professional Memberships
2006- Institutional Biosafety Committee LSUHSC
2002-2004 Core Labs Steering Committee LSUHSC
2003-2005 Research Space Advisory Committee LSUHSC
2002- Member, American Association for the Advancement of Science
2002- Member, American Society for Biochemistry & Molecular Biology
2002-2004 Member, American Society of Human Genetics
2003-2004 Member, Society for Neuroscience

Honors
National Institutes of Health Fellows Award for Research Excellence 1997
Grant Reviewer: Friedreich’s Ataxia Research Alliance, Ataxia UK
Journal Reviewer: Analytical Biochemistry, Biochemical Pharmacology, BioTechniques, Genomics,
Neuroscience Letters, Nucleic Acids Research, PLoS Computational Biology
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D. Research Support

Ongoing Research Support

Friedreich’s Ataxia Research Alliance Grabczyk (PI) 01/01/11-12/31/11
Transcription-coupled GAA•TTC expansion in human cells.
The long-term objective of this project is to investigate in human cells the role of transcription and DNA repair
in progressive expansion of the GAA•TTC repeats that cause Friedreich ataxia.
Role: PI

Completed Research Support

Friedreich’s Ataxia Research Alliance Grabczyk (PI) 11/01/09-12/31/10
Transcription-coupled GAA•TTC expansion in human cells.
The long-term objective of this project is to investigate in human cells the role of transcription and DNA repair
in progressive expansion of the GAA•TTC repeats that cause Friedreich ataxia.
Role: PI

R01 NS046567 Grabczyk (PI) 9/01/05-07/31/10
Mechanisms contributing to frataxin deficiency.
The long-term objective of this project is to investigate ways to alleviate the reduction in frataxin gene
expression caused by expanded GAA•TTC trinucleotide tracts in Friedreich's ataxia.
Role: PI

R01 NS046567-03S1 Grabczyk (PI) 9/01/07-07/31/09
NIH Administrative Supplement in response to NOT-NS-08-009: "Administrative Supplements for High-Quality
Low-Cost Monoclonal Antibodies for Studies of the Nervous System"
Role: PI

R01 NS046567-04S1 Grabczyk (PI) 07/21/09-07/31/10
NIH Administrative Supplement: ARRA summer supplement.  In response to NOT-OD-09-060: Recovery Act
Administrative Supplement to Provide Summer Research Experiences for Undergraduate Students.
Role: PI


