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A. Personal Statement: 

My interest in the role of the renin-angiotensin system in cardiovascular disease and hypertension spans three 
decades. Our research group was among the first to propose that the balance between the vasoprotective axis 
and vasodeleterious axis, rather than a single component of the renin-angiotensin system, is critical in the 
maintenance of normal cardiovascular homeostasis. We were also among the first to provide conceptual 
evidence that neuroinflammation in the autonomic brain regions particularly in the paraventricular nucleus, is 
the central mechanism that may be responsible for drug-resistant neurogenic hypertension. Thus our group is 
investigating the hypothesis that activation of microglia in the PVN initiates a cascade of events starting with 
the activation of sympathetic nerve activity to the bone marrow that impairs the balance between the 
inflammatory and angiogenic progenitor cells regulation impacting cardiovascular pathophysiology associated 
with hypertension. This innovative concept, if proven, would offer us new and novel targets for drug resistant 
hypertension therapeutics  

B. Positions and Honors: 

2007– Present - Distinguished Professor, Department of Physiology & Functional Genomics,  UF  
1987-2006 – Professor, Department of Physiology & Functional Genomics, University of Florida 
1993-1998 – Associate Dean, Graduate Education, College of Medicine, UF 
1981-1986 – Associate Professor, Department of Physiology, University of Florida  
1979-1981 – Assistant Professor, Department of Physiology and Biophysics, University of Iowa 
1977-1978 – Associate, Department of Physiology and Biophysics, University of Iowa 
1974-1976 – Postdoctoral Associate, Lady Davis Institute for Medical Research, Montreal 
1973-1974 – Postdoctoral Fellow, Medical College of Wisconsin, Milwaukee 

Honors: 

2014- Carl Ludwig Distinguished Lectureship, NCAR Section of the American Physiological Society 
2013- Arthur C Corcoran Memorial Lecture, HBPRC of the American Heart Association 
2014- Ranbaxy Award for Outstanding Achievements in Biomedical Research 
2007- Distinguished Professor, University of Florida 
2003-2013- MERIT Award, NIH 
1985-1990- Established Investigator, American Heart Association 

Other Experience and Professional Memberships: 

2009-2010 NIH-VCMB study section, Regular Member 
2006- 2008           AHA Peer Review Committee, Regular Member 



 

 

2002-2006       NIH-HM study section, Regular Member 
2005- Present       British Physiological Society  
2004- Present       American Heart Association 
1996-2000       NIH-ECS study section, Regular Member 
1983- Present       Member, American Physiological Society  
1980- Present       The Endocrine Society  
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D. Research Support: 

ACTIVE 

R01 HL33610-28   (Raizada & Sumners, Co-PIs)             08/13 – 08/18   
NIH/NHLBI     
“Dysfunctional neural-bone marrow communication in hypertension” 
Our overall objective in this application is to investigate the hypothesis that the brain-bone marrow 
communication and activation of microglial cell in the autonomic brain regions plays important role in the 
development and establishment of neurogenic hypertension. We also propose to conduct clinical studies to 
determine if attenuation of microglia activation and inhibition of brain inflammation by minocycline would result 
in the beneficial outcomes in drug resistant hypertensive patients. 
 
R01 HL56921-16 (Raizada & Katovich, Co-PIs)             09/11 – 07/15 
NIH/NHLBI                               
“CVD protection mechanisms involving ACE2/Ang-(1-7) axis” 
The overall objective of this study is to use gene transfer technology to regulate the expression of various 
components of the RAS for long-term control of hypertension.  
 
HL102033-03 (Raizada & Katovich, Co-PIs)                05/10 – 04/15 
NIH/NHLBI                                 
“ACE2 in vascular endothelial function” 
 The overall objective of this application is to investigate the role of ACE2 in pulmonary hypertension 
therapeutics.  
 
UF Opportunity Funds (Raizada)                06/14 – 05/16 
UF Division of Sponsored Research  
“Oral Delivery of ACE2 for pulmonary hypertension therapeutics” 
Overall objective of this proposal is to develop transplastomic plant derived oral delivery system for ACE2 is for 
the treatment of pulmonary hypertension.       

OVERLAP 

There is no scientific or budgetary overlap.  
 


