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RESEARCH AND PROFESSIONAL EXPERIENCE:  Concluding with present position, list, in chronological order, previous employment, experience, 
and honors.  Key personnel include the principal investigator and any other individuals who participate in the scientific development or execution of the 
project. Key personnel typically will include all individuals with doctoral or other professional degrees, but in some projects will include individuals at the 
masters or baccalaureate level provided they contribute in a substantive way to the scientific development or execution of the project. Include present 
membership on any Federal Government public advisory committee. List, in chronological order, the titles, all authors, and complete references to all 
publications during the past three years and to representative earlier publications pertinent to this application. DO NOT EXCEED TWO PAGES. 
Intern, Department of Medicine, UCSF, June 1980 - July 1981 
Resident, Department of Medicine, UCSF, July 1981 - June 1983 
Chief Resident, Department of Medicine, UCSF, July 1983 - June 1984 
Fellow, Nephrology (D.G. Warnock), UCSF, July 1984 - June 1986 
Fellow Pharmacology (H.R. Bourne), UCSF, July 1986 - June 1988 
Visiting Researcher (J. Pouyssegur), CNRS, Nice, France, Nov 1989 - Feb 1990 
Asst. Professor, Medicine, UT Southwestern Medical Center at Dallas, July 1988 - June 1995 
Assoc. Professor of Medicine and Pharmacology, University of Florida, July 1995-April, 2001 
Professor of Medicine and Physiology, Case-Western Reserve University, May, 2001 – Present 
Chief, Nephrology Louis Stokes VAMC, Cleveland, OH May 2001 - Present 
Awards.    
Student Fellowship, Pathology - CWRU, July 1976 - June 1977, Alpha Omega Alpha 1979, Ph.D. Thesis 
Comm. Claude Sardet, Univ. de Nice Feb 1990, Post Graduate Education Committee Am Soc Nephrol 1990-
1993, Ad Hoc Physiology Study Section NIH June 1992, Ad Hoc GMB Study Section Feb 1993, Member, 
Council on Kidney and Cardiovascular Disease 1994 -1997, Chair Awards Committee Council on Kidney and 
Cardiovascular Disease, AHA.  Deputy Editor, Journal of the American Society of Nephrology, 1996-2002.  
Member VA Merit Review Study Section, 1997-2000.  Member AHA Molecular Signaling study section, 1997 - 
2000.  ASN Basic Science Committee 1998 -2001, Editorial Board, AJP Renal 1/99 - 12/04. 
 
Research Projects ongoing or completed during the last three years. 
 
1) G protein-dependent signaling in renal epithelial cells (NIH RO1 DK41726, 8/97 - 6/02).  The goal of this 
proposal is to understand the intracellular signaling systems that are regulated by G protein-dependent singling 
systems in renal epithelial cells.  The application focuses on the signaling systems regulated by the 
extracellular Ca-sensing receptor (CaR).  The hypotheses we will test are: 1) the Cao-R activates of multiple G 
proteins (Gq, G13, and a Gi);  2) the G proteins that couple to the Cao-R signal by different mechanisms, and 
activate different sets of MAP kinases;  3)  the G proteins and kinase activate different elements of the NHE-1 
promoter;  and 4) the signals that regulate Na/H exchange also regulate other transporters in a coordinated 
manner.  The studies will be performed in cells that allow simultaneous genetic and biochemical analyses, 
freshly isolated MTAL cells to verify the genetic and biochemical studies and cultured MTAL cells to test the 
effects of these signaling systems on regulation of transport.  Establishing the mechanisms by which the Cao-R 
acts will improve our understanding of the genetic diseases linked to the Cao-R and the electrolyte 
abnormalities and interstitial nephritis associated with hypercalcemia.     
 
2) Interaction of the Ca receptor with filamin, a potential scaffolding protein.  (NIH RO1, 7/02 - 6/05).  We found 
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that the Ca receptor interacts with filamin, a cytoskeletal, actin cross-linking protein in a yeast two hybrid assay 
and in mammalian cells.  Other investigators have shown that filamin interacts wita number of other proteins, 
many of which have signaling functions, suggesting that filamin may act as a scaffolding protein.  The goals of 
these studies are to characterize the interaction of the CaR and filamin using yeast two hybrid analysis and 
mammalian cells, to determine which of several cell signaling systems depend on the interaction of the CaR 
and filamin, and to look for additional proteins that interact with filamin and the CaR that could participate in a 
signaling complex.    
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