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New York, NY M.D. 05/1977 Medicine

A. Personal Statement

Dr. Budd is a well-established investigator and leader in the areas of death receptors, such as Fas (CD95), and
the activation of downstream caspases in apoptosis and regulation of the immune response. Fas-deficient
humans and mice develop an autoimmune disease resembling lupus, as well as profound enlargement of
lymph nodes. Dr. Budd is studying the origin of the lymphocytes that accumulate in the absence of Fas-
induced death. His group is also examining the Fas signal pathway and has made the paradoxical discovery
that caspase-8 is required not only for cell death by Fas, but also to initiate proliferation of T lymphocytes. The
switch between cell death and growth appears to be regulated by the caspase-8 paralogue, c-FLIP. Current
studies are focused on determining how and where in a cell caspase activity is controlled during cell growth
versus cell death. As caspase-8 and c-FLIP are ubiquitously expressed, they are likely to regulate cell growth
and death in many cell types.

Dr. Budd’s group is also investigating the function of an unusual subset of T lymphocytes known as yd T cells
in Lyme arthritis. These T cells accumulate in the synovial fluid in patients with various types of inflammatory
arthritis, as well as in inflammatory conditions of other organs. These yd T cells are activated indirectly by
lipopeptides from Borrelia burgdorferi via Toll-like Receptor (TLR)2 on dendritic cells. Current studies are
producing a soluble yd T cell receptor to determine what antigen(s) is recognized by the yd T cells.

Dr. Budd has directed the Immunobiology Program at UVM for the past 18 years, and more recently the
Vermont Center for Immunology and Infectious Diseases (VCIID) for the past 7 years. He directed the Cell and
Molecular Biology Graduate Program and is currently Pl for a T32 grant for Immunology and Infectious
Diseases. He is a former Pew scholar in the Biological Sciences and was a 2009 UVM University Scholar. He
has served on numerous NIH study sections, and chaired four of them.

B. Positions and Honors

1977-1980 Resident in Medicine, Dartmouth-Hitchcock Medical Center, Hanover, NH

1980-1982 Fellow in Rheumatology, Dartmouth-Hitchcock Medical Center, Hanover, NH

1982-1984 Fellow in Immunology/Rheumatology, Dartmouth-Hitchcock Medical Center, Hanover, NH (

1984-1987  Postdoctoral Research Fellow, Ludwig Institute for Cancer Research, Lausanne Branch,
Epalinges, Switzerland.

1987-1988  Postdoctoral Research Fellow, Department of Medicine, Division of Immunology, Stanford
University School of Medicine, Stanford, CA

1988-1989  Scientist, Division of Molecular Immunology, Genentech, Inc.
Clinical Assistant Professor of Medicine, Stanford University School of Medicine, Stanford CA.



1989-1992  Assistant Professor of Medicine, Department of Medicine, The University of Vermont College of
Medicine, Burlington, VT.

1992-1997  Associate Professor of Medicine, Department of Medicine, The University of Vermont College of
Medicine, Burlington, VT

1995-present Director, Immunobiology Program; Associate Chair of Medicine for Research

1997-present Professor of Medicine, Department of Medicine, The University of Vermont College of Medicine,
Burlington, VT

2006-present Director, Vermont Center for Immunology and Infectious Diseases, The University of Vermont

HONORS (SELECTED)

1983-1986 Arthritis Foundation Postdoctoral Fellow.

1989-1992 RJR Nabisco Research Scholars Award in Immunology.
1990-1994 Pew Scholars Program Award in the Biomedical Sciences.

1994 Member, American Society for Clinical Investigation

2009-2010 University Scholar (The University of Vermont)

2011 Member, Association of American Physicians

2013 Senior Researcher of the Year Award (University of Vermont Medical Group)
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D. Research Support
ONGOING RESEARCH SUPPORT

RO1 AR 43520 Budd (PI) vd T cells in Lyme Arthritis

07/01/95-7/14/14

The goals of this project are:

1. B. burgdorferi: does it activate synovial V31 T cells directly, or indirectly through Toll-like Receptor 2 (TLR2)-
induced upregulation of recognition determinants as well as costimulatory molecules?

2. Synovial ¥y T cells: how do they maintain prolonged high expression of FasL

3. Dendritic Cells (DC): does their high expression of the Fas inhibitor FLIP result in Fas signals being diverted
from death pathways toward positive differentiation signals that include upregulation of stimulatory molecules
for synovial yd T cells?

T32 Al 055402 Budd (PI) Immunology / Infectious Diseases Training Grant
09/01/05-07/31/16
This is a training grant for two graduate students studying in the area of Immunology and Infectious Diseases

P20 GM103496-07 Budd (Pl)  Vermont Immunobiology / Infectious Diseases Center (COBRE)
08/01/2006-06/30/16

The goal of this project is to establish a Vermont Immunobiology / Infectious Diseases Center that will serve to
nurture and mentor new faculty, support needed core facilities and seminars, and foster translational research
toward a better understanding of the immune response to infectious diseases.

COMPLETED RESEARCH SUPPORT (PAST THREE YEARS)

R21 Al079712 Budd (Pl) A caspase-8 substrate in T cell activation

07/01/2008-06/30/2010

The goal of this project was to determine whether c-FLIP, is the substrate for caspase-8 in T cell activation,
and that cleaved p43FLIP functions to recruit adaptor proteins important for NF-xB activation.

P01 Al 45666 Budd (Pl) Regulation of CD4 Effector T Cells During Infection
09/30/99-08/31/11



The goals of this program project were to examine the effects on development and survival of effector CD4 T
cells by: (1) histamine receptor polymorphisms (Project 1, PI: C. Teuscher), (2) yd T cells Project 2, PI: R.
Budd), and (3) IL-6 (Project 3, PI: M. Rincon).

R0O1 Al 36333 Budd (PI) Role of Fas in T Cell Development and Function
09/01/96 - 06/01/12
The goals of this project were:

1. Determine whether CD8" T cells that make low avidity/affinity TCR interactions with peptide/MHC
preferentially give rise to CD4'8" TCRap" T cells.

2. Does the loss of Fas increase the proportion of T cells bearing low affinity TCR interactions with a fixed
MHC/H-Y self-peptide?

3. Is Fas expression by host non-T cells important for homeostatic proliferation?

4. Does homeostatic proliferation enhance the frequency and function of self-reactive T cells?
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