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	Carolina and now at the University of South Florida.
	

	Serum  amyloid  A  (SAA)  proteins  increase
	My  research  program  focuses  on  the  role  and
	

	
	mechanisms in disease pathobiology with a focus on
	

	dramatically in the blood following ischemic injury.
	neuroinflammation and aging.
	
	
	
	
	
	

	The impact of SAAs in the pathogenesis of stroke was
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	addressed in this study. Wildtype and SAA deficient
	
	
	
	
	
	
	
	
	
	

	mice were exposed to transient intraluminal middle
	
	
	
	
	
	
	
	
	
	

	cerebral  artery  occlusion  (MCAo),  examined  for
	
	
	
	
	
	
	
	
	
	

	infarct volumes, behavioral changes, inflammatory
	
	
	
	
	
	
	
	
	
	

	markers, TUNEL staining, and BBB changes.  In
	
	
	
	
	
	
	
	
	
	

	addition, over expression of SAA via transgene or
	
	
	
	
	
	
	
	
	
	

	viral vectors were examined in the SAA deficient
	
	
	University of South Florida
	
	
	

	mice.
	SAA
	levels  were
	significantly
	increase
	The University of South Florida, though a relatively
	

	following ischemia and reperfusion injury (IRI) and
	
	

	
	young university,
	founded in
	1956,
	we
	have
	rich
	

	mice
	deficient
	in  SAAs
	showed  reduced
	
	infarct
	
	
	
	
	
	
	

	
	
	
	
	
	
	traditions – traditions of access and opportunity for
	

	volumes and improved behavioral outcomes.
	SAA
	
	

	
	
	students, of academic excellence, of groundbreaking
	

	deficient  mice
	showed
	a
	reduction  in
	TUNEL
	
	

	
	
	
	
	
	research,
	of
	serving
	our
	communities.
	

	staining, inflammation and decreased glial activation.
	
	
	
	
	
	

	
	USF is situated in the vibrant and diverse Tampa Bay
	

	Mice lacking both acute phase SAAs demonstrated a
	
	

	
	region, with campuses in Tampa, St. Petersburg and
	

	reduction in expression of the NLRP3 inflammasome
	
	

	
	Sarasota-Manatee.
	Together,
	our
	campuses
	serve
	

	protein and SAA/NLRP3 KO mice showed a slight
	
	
	
	
	
	

	
	more than
	50,000
	students pursuing
	undergraduate,
	

	improvement.
	Restoration
	of
	SAA expression via
	
	
	
	
	

	
	
	
	
	graduate, specialist and professional degrees. Across
	

	SAA tg mice or adenoviral expression reestablished
	
	

	
	our
	13 colleges, undergraduates choose from
	more
	

	the detrimental effects of SAA on infarct volume. A
	
	
	
	

	
	than
	200 majors,
	minors and
	concentrations,
	from
	

	reduction in BBB permeability was seen in the SAA
	
	
	
	
	
	

	
	business and engineering to the arts and USF Health.
	

	KO mice and anti-SAA antibody treatment reduced
	
	

	
	High-impact  global  research
	is
	central
	to  USF’s
	

	the effects on ischemic injury.The data suggest that
	
	
	
	
	

	
	mission as
	one of
	only three
	Preeminent
	Research
	

	acute
	phase SAAs play
	an
	injurious role in
	stroke
	
	
	
	
	
	

	
	
	
	
	
	Universities, as designated by the Florida Board of
	

	outcomes. Therefore, therapeutics that target elevated
	
	

	
	Governors. The Preeminence program rewards high-
	

	SAA levels following stroke might help to reduce the
	
	

	
	achieving universities based on 12 metrics, including
	

	harmful effects and improve long-term consequences.
	
	

	
	graduation rates, student retention rates, research
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	expenditures and the number of patents awarded.
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I have a broad background in neurosciences, biochemistry, cell and molecular biology with specific training and expertise in neurological diseases. As a graduate student at Boston University and later in post-doctoral training at the Salk Institute, I gained significant training and expertise in pathophysiology of disease. I was faculty at the University of Kentucky, Medical University of South
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