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Travers worked in
a lipid biochem-

istry lab during his
first year of medical
school. It was, unex-
pectedly, a trans-
forming experience.
He found a passion
for research. And he
was fascinated by
lipids because they function in two separate
worlds. They are key structural elements in
the cell membrane, yet can be metabolized
in oxidative reactions to form very potent
signaling molecules. These lipid mediators
function as cytokines, but—unlike their
slower protein counterparts—are produced
in only minutes. Dermatology appealed to
Travers scientifically because of the skin’s
significant lipid content, especially the
sebaceous glands, and the close resem-
blance between the lipid profile of ker-
atinocytes and those in immune cells,
especially neutrophils. And clinically, he
would be able to practice the kind of
medicine he found meaningful. 

During his residency at the University
of Colorado, Travers encountered the lipid
that would become his life’s work. He was

ermatitis herpetiformis (DH) is an
intensely pruritic, chronic blistering

disease that often appears quite suddenly,
mainly between the ages of 20 and 
55, and is much more common in men
than women. Overall prevalence—more
frequent than the bullous pemphigoid
group of blistering diseases—is estimat-
ed at somewhere between 10 to 39
cases/100,000 annually. Erythematous
papulovesicular lesions are characteristi-
cally distributed symmetrically on extensor
body surfaces and on the buttocks and
back. Granular deposits of IgA (normally

involved in immunoprotection of the
body’s mucosal surfaces, especially the res-
piratory and gastrointestinal tracts) at the
dermo–epidermal junction (DEJ) are the
immunologic marker of this disease (see
photo, left), and patients have a gluten-sen-
sitive enteropathy (GSE) that is histological-
ly apparent but generally asymptomatic. 

Dapsone effectively controls cuta-
neous symptoms while leaving the gas-
trointestinal abnormalities untouched. Yet
eliminating gluten from the diet controls
not only these abnormalities but resolves
the skin lesions as well. This highly intrigu-
ing fact suggests that solving the pathogen-
esis of DH will rest on unraveling the com-
plex pathway connecting the gut’s clinical-
ly asymptomatic gluten-sensitive mucosal
immune response to the unusual presence
of IgA in the skin and the recurrent lesions. 

Russell P. Hall III, MD—chief of the
Division of Dermatology and professor of
immunology at Duke University Medical
Center—has been pursuing the secrets of
DH intently for more than 25 years, identify-
ing clues to this pathway one by one. He
stumbled across this fascinating disease
unexpectedly. After completing his medical
training, Hall began a research fellowship in
the laboratory of Stephen I. Katz, the well-
known immunodermatologist who headed
the Dermatology Branch at the NCI. “I was
interested in immunology and immunolo-
gy research,” Hall recalls, “and within that
context I wanted to explore the pathogene-
sis of disease. Dr. Katz was working on DH
when I arrived, and I became part of that
effort.” He has been at it ever since. 
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DH presents unique picture. DH skin is unique 
in the presence of granular deposits of IgA at the DEJ
(top) and the neutrophilic infiltrate at the papillary 
tips (bottom). (Top: courtesy of Dr. Russell P. Hall III; 
bottom: reprint permission from M. Irwin Freedberg 
et al (eds), Fitzpatrick’s Dermatology in General
Medicine, 5th ed., McGraw Hill:New York, 1998, p.619.)



DH: An Emerging Portrait
The first description of DH appeared

in the JAMA 120 years ago, back in 1884,
but little more was learned until a sudden
flurry of investigative activity in the late
1960s set the basic defining elements in
place. Cormane discovered immunoglob-
ulin at the DEJ in patient skin which Van
der Meer then characterized as IgA—a crit-
ical component of the protective immune
response in mucosal barrier tissues that is
normally found in the mucosal surfaces of
the respiratory, gastrointestinal, and uro-
genital tracts. This discovery allowed iden-
tification of two patient groups within the
DH clinical phenotype—the 85–90% of
patients with granular IgA deposits at the
DEJ, and the small remainder with linear
deposits at that site. The appearance of IgA
in patient skin was striking—and puzzling. 

Another investigator realized that DH
patients have an associated—although,
intriguingly, most often asymptomatic—
gastrointestinal disease that was eventual-
ly identified as GSE. The histology showed
two basic features; atro-
phy of the normal villous
architecture of the jeju-
nal epithelium, with lam-
ina propria and intraepi-
thelial lymphocytic infil-
trates. It was shown to be
morphologically identi-
cal to, although less
severe than, that seen in
patients with isolated GSE
(celiac sprue). And these
changes were confined
primarily to the small
intestine, most often the
jejunum. Despite this,
and several laboratory studies document-
ing abnormal intestinal function, less than
10% of DH patients were observed to expe-
rience the typical bloating, diarrhea, and
malabsorption of GSE.

During the 1970s, a high frequency of
certain human leukocyte antigens (HLA-
A1, -B8, -DR3, -DQ2) was documented 
in DH patients—but associated only with
granular cutaneous IgA deposits. It
became clear that, despite the clinical
parallels, patients with linear deposits of
IgA represent a different pathogenesis
and thus a different disease, and they
were recategorized as linear IgA dermato-
sis. (Linear IgA dermatosis is now known
to be one of the autoimmune blistering
diseases.)

Discovering the existence of GSE in
DH patients prompted some of them to
eliminate gluten from their diet. Doing so
normalized the morphologic changes in

the small intestine and controlled their
skin disease—yet another provocative
observation. “It became clear that GSE
plays a critical role in the pathogenesis of
DH,” Hall says, “but in what way the skin
disease, the cutaneous IgA deposits, and
the associated GSE interact in these
patients is still unknown.” The cutaneous
IgA presence itself also remains a mys-
tery—its origin, the manner in which it is
deposited, and the structures to which
this IgA binds. 

Hall’s Perspective
“I started out asking a set of simple

questions about IgA ,” Hall says. “I wanted
to learn what it is doing in the skin. What
is its source? How does it get from there to
the skin? And, what does it mean to this
disease? But my focus has broadened
considerably over the years,” he notes,
“and I have come to find additional points
about DH that make it very intriguing for
an investigator. 

“First, it is characterized by very
severe clinical symp-
toms,” Hall observes.
“Second, this disease
has a unique histologic
and immunofluores-
cence picture, with both
neutrophils and IgA in
the skin (see photos on
cover). Third,” he con-
tinues, “it can be con-
trolled exceedingly well
by use of the drug dap-
sone, but this drug does
not help normalize the
associated—but asymp-
tomatic—gut disease.

However, normalizing the asymptomatic
gut resolves the skin disease in a great
many patients. And reintroduction of
gluten is followed by deterioration of
small bowel morphology, recrudescence
of cutaneous IgA deposits, and relapse 
of skin disease.

“And the final point,” Hall notes,
“concerns the isolated GSE patients. Their
gut disease looks exactly—or very close-
ly—the same by biopsy, they are sensitive
to the same wheat protein—the gliadin in
gluten, and they possess the same HLA
association, but contrary to DH patients,
they do gets lots of problems with their gut
and they generally have no skin problems
at all. So here is a well-characterized
dietary protein that a group of people
react to immunologically and morpho-
logically in the same way,” he says. “Some
of these people develop highly sympto-
matic gut disease, with diarrhea and

bloating, but no skin changes. The others
develop extremely severe skin disease
but have little to no gut disease.” The
burning question is why—why do they go
on to develop different diseases in differ-
ent organs? 

The implications extend beyond the
DH–GSE association itself. “A number of
diseases of the skin are associated with
gut diseases—such as the links between
pyoderma gangrenosum and erythema
nodosum with inflammatory bowel dis-
ease. We do not understand the nature of
this association” Hall notes, “and we have
come to suspect that elucidating DH may
well provide an effective model for under-
standing what appears to be a more gen-
eral relationship between inflammation,
diseases of the intestinal tract, and dis-
eases of the skin. Hopefully we can use
the DH–GSE association to understand
some basic principles about how the two
largest epithelial organs in the body—the
skin and the gut—are related.”

And Hall is quick to point out that,
despite the years of research that he and
others have devoted to DH, we still do not
fully understand how IgA ends up in
patient skin.

Gut Instincts
With their initial focus on the mechan-

ism for IgA’s entry in to the skin, Hall and
his co-workers looked for—and found—the
presence of IgA immune complexes in 
the serum of DH patients. But it wasn’t
unique, as IgA immune complexes were
also detected in the serum of patients with
isolated GSE. “It was obvious that there
was something more than the presence of
these immune complexes that led to the
development of IgA in the skin,” Hall
notes, “and that’s when we realized that
the gut is where we really need to look
to understand this skin disease.” 

Hall and his group assessed the pro-
duction of antibodies in the gut secre-
tions, finding that DH patients develop
IgA antibodies against wheat protein, that
they are primarily of the IgA1 subgroup,
and that these distinctive antibodies enter
the circulation. This suggested that the
IgA in patient skin actually originates in
the intestinal tract as a response to
gluten, and confirmed Hall’s decision to
focus on events there. 

This raised additional questions:
What is the critical difference between
gluten-sensitive people who develop DH
and those who develop celiac disease?
And how does the gut relate to the devel-
opment of the actual skin lesions in DH?
Hall has approached these questions by
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studying tissue biopsied from the small
bowel of patients in each patient group—
and sometimes from normal people as
well—and looking at various aspects of
the gut’s mucosal immune response. 

Cytokine Patterns
Hall and his co-workers first turned

their attention to cytokine expression in
the gut. Cytokines mediate immune
responses, and the pattern of local
cytokine expression can determine the
immunopathogenesis of an inflammatory
disorder. Cytokines were already known
to function in the normal gastrointestinal
mucosa. Their presence often increases
greatly in inflammatory enteropathies,
which was suspected to play an important
role in the observed tissue damage. T cells
are among the cytokine-secreting leuko-
cytes, and there was already considerable
speculation due to evidence from isolated
GSE patients that a T-cell-mediated
immunologic response to ingested gliadin
is central to their disease pathogenesis.
Hall and his colleagues hypothesized that
systematic variations in this gut mucosal
cytokine pattern may account for the dif-
ferent clinical manifestations of these two
gluten-sensitive diseases. A number of
investigators had already identified
cytokines that appear to predominate in
the gut of isolated GSE patients—primarily
interferon-gamma (IFN-�), with some 
evidence as well for IL-2, IL-4, IL-6, IL-10,
and TNF-�—but no one had yet described
the gut cytokine profile in DH patients. 

Hall and his team took duodenal
biopsies from 3 healthy controls, 8 DH
patients (7 on medication controlling
their skin lesions, 1 on a partially gluten-
free diet because of moderate gastroin-
testinal symptoms, and about to start on
dapsone), and 9 isolated GSE patients (4
were asymptomatic on a gluten-free diet, 5
ingesting gluten with active gastrointesti-
nal symptoms). The research team looked
for the expression of two cytokines in par-
ticular. One was IFN-�, already identified
as prominent in GSE, and the hallmark
cytokine produced by Th1 helper T cells—
and thus, prominent in Th-1–associated
diseases  (eg, delayed-type hypersensitivi-
ty). The other was IL-4, the hallmark
cytokine produced by Th2 helper T cells—
and thus, prominent in Th-2–associated
diseases (eg, allergic disease). Each type
of helper T cell tends to involve a different
constellation of additional cytokines, and
thus a different type of inflammatory
response. Th0 cells—which express both
of these cytokines in relative balance—are
immune-activated but have not yet differ-

entiated into Th1 or Th2.
Hall and his team found mRNA levels

to discriminate between the groups (see
Table 1, page 8). Symptomatic GSE
patients showed a high level of IFN-�, in
line with earlier reports, while IL-4 expres-
sion was low—a Th1 pattern. Compared to
these GSE values, tissue samples from DH
patients showed lower IFN-� levels and
higher IL-4, although within the DH group
these values were comparable—a Th0 pat-
tern. The asymptomatic GSE patients fell
in between. Their IFN-� and IL-4 expres-
sion were equivalent, reflecting Th0 T
cells. But they expressed substantially less
IFN-� than the symptomatic GSE group,
yet still higher than for the DH patients.
Their IL-4 levels were higher than in both
of the other groups. 

Reflecting on these cytokine pat-
terns, Hall remarked on the similar Th0
pattern in both the DH group and the
asymptomatic GSE patients despite con-
tinued gluten consumption in the former
and a gluten-free diet in the latter. And
regarding the clear cytokine difference
between the DH and symptomatic GSE
patients, he found it “of considerable
interest that these different patterns
occurred in the face of continuing gluten
ingestion by both groups.” Although the
root of these cytokine similarities despite
different diets, and cytokine differences
despite the same diet—all in patients with
equivalent gluten sensitivity—remained to
be explained, Hall believed that these dif-
fering cytokine responses to dietary
gluten may play an important role in the
puzzling clinical differences between DH
and isolated GSE patients.

Looking at T-Cell Receptors
As these results were being prepared

for publication, evidence was appearing
from other labs pointing even more
strongly to a significant T-cell–mediated
immune event in the gut. Although both
varieties of T cells—�/� T cells and �/�
T cells—were found to be increased in 
the gut of DH and isolated GSE patients
groups, only �/� T cells returned to nor-
mal counts when dietary gluten was elim-
inated, paralleling normalization of the
small bowel mucosa. 

Carrying this to the next step, Hall
speculated that the lack of gastrointestinal
symptoms in DH patients might reflect a
more limited T-cell response to gluten in
the gut. This, in turn, would result from a
more limited repertoire of T-cell families
present in the gut of these patients. Isolated
GSE patients, on the other hand, may rap-
idly expand their gluten-associated T-cell

response, leading to symptomatic gastroin-
testinal disease. Variation is a function of
the T-cell receptor (TCR), which comes in a
vast array of alternatives, each variant
slightly different in behavior. The great
many possibilities are organized into fami-
lies, and the families into larger groupings,
based on certain common receptor ele-
ments. Because it was the �/� T cells show-
ing the responsiveness to the presence and
absence of gluten, Hall and his co-workers
compared the range of TCR families within
the variable (V) region of the �-chain (ie,
TCR V� families)—the appropriate TCR
component in this context—between the
DH and isolated GSE gut. 

They obtained small bowel biopsies
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from 11 DH patients and 17 patients with
isolated GSE. All of the DH patients were
on medication to control their skin dis-
ease, 9 were free of GI symptoms and still
consuming gluten, 1 without GI symp-
toms was avoiding gluten to lower med-
ication, 1 with GI symptoms was on a par-
tial gluten-free diet. Of the isolated GSE
group, 7 were symptom-free and follow-
ing a gluten-free diet. Four of the 10 with
symptoms were poorly compliant, and 4
had not modified their diet. Reverse tran-
scriptase PCR was used to assess the
range of TCR V� for each individual
patient. DH patients and the GSE gluten-
free/symptom-free subgroup had a com-
parable picture—they expressed 6.6 and
5.6 of 20 V� families, respectively, with 
no one family predominating. The indi-
vidual DH patient range was from 1 to 16
families (median = 4), with 16 identifying
the single DH patient with GI symptoms,
and the asymptomatic GSE patients had a
range of 1 to 15, also with a median of 4.
The remaining GSE patients expressed
12.6 V� families, with no single family pre-

dominating. They ranged from 6 to 20 fam-
ilies per patient gut, with a median of 13. 

So Hall’s suspicion was borne out.
GSE patients without GI symptoms—
whether DH patients or isolated GSE
patients who religiously avoid gluten—
express a small number of TCR V� fami-
lies, while those with symptoms express a
significantly larger number. Number of
V� families is correlated with pres-
ence/absence of GI symptoms, and clear-
ly not with gluten consumption or char-
acteristic small bowel mucosa changes,
as all but one DH patient consumed
gluten and showed the impact in gut
mucosal abnormalities. These results do
not constitute an answer, as “the role of
restricted TCR repertoire in human dis-
ease has proven controversial,” Hall
notes. “But they suggest that further inves-
tigation into the TCR utilization in DH
patients may provide important clues
into the initiating events in GSE and the
mechanisms involved in the different
clinical phenotypes associated with
gluten sensitivity.” 

Neutrophils: Ready for Action
The skin lesions that develop in DH

have a characteristic intense inflamma-
tory infiltrate composed almost entirely of
neutrophils that localize fairly exclusively
to the dermal papillary tips—contiguous
to the cutaneous IgA deposits. Since the
pathology begins in the gut, which is also
the source of the cutaneous IgA deposits,
it was logical to hypothesize that changes
in the gut also play a fundamental role in
this neutrophil presence in the skin. 

Before resting circulating neutrophils
can respond fully to inflammatory or infec-
tious events, they have to be primed. This
means equipping them with the molecules
enabling them to react to subsequent acti-
vation signals by extravasating and migrat-
ing to the site of chemoattractant action.
Priming occurs when specific cytokines (or
agents such as lipopolysaccharides)—
induced by the initial pathologic event—
then induce the expression of these
response molecules. Activation of primed
peripheral blood neutrophils by inflamma-
tion at distant sites had already been
demonstrated in other situations. “So we
hypothesized that the presence of an ongo-
ing mucosal immune response in the gut of
DH patients,” he explains, “may result in a
priming of circulating neutrophils that
would potentiate their ability to bind to vas-
cular endothelial cells and transmigrate to
the IgA deposits already present in the skin.”

Hall also knew from work elsewhere
that primed neutrophils upregulate their
expression of the cell surface adhesion
molecule CD11b (which helps neutrophils
adhere to the E-selectin molecule on
endothelial cells) and minimize their
expression of the adhesion molecule L-
selectin (which is a lymph node homing
molecule). So he and his team analyzed
neutrophils from 12 normal subjects, 10
DH patients with active, ongoing disease,
and 14 DH patients with quiescent dis-
ease activity. They quantified the relative
expression of both relevant adhesion
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molecules. They also quantified the
expression of Fc IgA receptor, the mole-
cule that binds with IgA (also referred to
as CD89), and they assessed the affinity
with which it binds to this antibody. The
results were in line with expectation. The
CD11b adhesion molecule was present in
much higher numbers on the neutrophils
from patients with active disease, and L-
selectin was reduced in both patient
groups compared to neutrophils from
healthy subjects. Fc IgA receptor expres-
sion did not change, but its binding affini-
ty did. When neutrophils from each group
were incubated with monoclonal human
IgA, binding capacity was significantly
greater for those taken from DH patients
with active disease. 

“Our observations suggest that limited
priming of neutrophils may be occurring in

the gut of DH patients who are eating a
gluten-containing diet,” Hall said at the time,
“but further studies will be needed to con-
firm our observation.” And he concluded by
adding that “further study of neutrophils and
cutaneous endothelial cell expression of
adhesion molecules in sites of minor trauma
may provide important insights into the
pathogenesis of these skin lesions.” 

The Impact of Minimal Trauma
This mention of “sites of minor trau-

ma” foreshadows the most recent study to
be published from Hall’s lab. “One of the
most intriguing issues for me at this point,”
Hall says, “is why DH skin lesions develop,
why they are uniquely localized on the
elbows, knees, buttocks, across the shoul-
ders, and on the extensor areas of the
body (see photo, page 8)—and how all of

this relates to what is occurring in the gut.”
A 1997 study from the Harvard-associated
laboratory of Thomas Kupper, MD, had
seemed to offer relevance. Kupper had
found that simple mechanical deforma-
tion of human keratinocytes leads to rapid
release of the primary cytokine IL-1�, that
the amount released is dependent on the
amplitude of strain, and that this release of
IL-1� holds the potential to activate vascu-
lar endothelium. Kupper viewed this as a
pathophysiologic mechanism that may
play a role in the anatomic localization of
some inflammatory skin diseases—such as
psoriasis—which occur more commonly
in locations where the dermis is subjected
to repetitive stretch or trauma. 

For Hall, Kupper’s observation
offered the possible sequence of steps
between the DH patients’ circulating
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PROFILES OF SUPPORT
The Dermatology Foundation—committed 

to maintaining the strongest possible scientific
progress and professional leadership for the under-
standing and care of the skin—is deeply grateful 
for industry’s substantial and ever-growing confi-
dence and generosity. Learning what motivates 
this institutional support for the DF’s agenda and
impact tells us something about the individual 
company as well as how we are perceived in this
allied community. And it puts a human face on
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DF efforts.) Past profiles have included
officials from Connetics, Fujisawa
Healthcare, Dermik Laboratories,
Galderma Laboratories, Oclassen
Pharmaceuticals, OrthoNeutrogena,
and Stiefel Laboratories.

This issue spotlights the biotech
company Biogen Idec, which has
recently made a dramatic entry into
dermatologic therapeutics with an
immunomodulator, the very first biolog-
ic to be approved (in January 2003) for
treating psoriasis. Doug Abel, Vice
President of the Dermatology Business Unit, talks
about Biogen Idec’s involvement with dermatology
and the Dermatology Foundation.

Doug Abel came to Biogen Idec in 2000 after
13 years with Allergan, a pharmaceutical company
with a major focus on the skin. Because Mr. Abel
had worked with the dermatology arm during many
of his years there, “I had been part of Allergan’s
support of the specialty,” he says, “which involved
support of the Dermatology Foundation. So when 
I came to Biogen Idec, I carried with me a number
of years of experience in dermatology and a keen

awareness of the DF and its activities. We knew
that dermatology was one of the specialties we
wanted to become part of, which began with 
our efforts to develop a psoriasis therapy.” As Mr.
Abel and his colleagues planned the most effective
way to bring Biogen Idec into dermatology, they
identified the important commitments to make.
“And one of those was a relationship with the
Dermatology Foundation,” Mr. Abel emphasizes.
“I identified support of the Foundation as a very
worthwhile investment and decision on our part,
and I had the weight of my history with the DF

behind my recommendation.”
Mr. Abel points out that two 

elements in particular make the
Dermatology Foundation especially
appropriate for Biogen Idec to sup-
port. Its psoriasis drug is just the 
first step in addressing treatment
needs in cutaneous disease. Biogen
Idec is beginning to explore other
applications for this drug, which
include scleroderma. They also have
plans for expanding their pipeline of
dermatologic therapeutics. “And 
supporting the DF is a meaningful

way to manifest this commitment to the specialty,”
Mr. Abel says.

The other aspect of the DF that appeals so
strongly to Biogen Idec is “how well its mission to
further research and support young investigators
fits in with the cultural environment that typifies
many biotech companies,” he explains. “It is an
environment founded on good science, on doing
cutting-edge exploratory work, and on the hope of
turning that work into unique advanced therapies
for patients who have unmet needs.” Biogen Idec
and the Dermatology Foundation are a good fit.

Doug Abel



primed neutrophils, their skin lesions, and
the typical appearance in areas subject to
stretch and/or friction. He knew that
primed neutrophils cannot migrate into
tissue unless the vascular endothelium
has also been altered, upregulating its
expression of the selectin family of adhe-

sion molecules (P-selectin and E-selectin
in this instance) that enable primed neu-
trophils—as they prepare to leave the cir-
culation—to tether to the endothelium
and then extravasate. E-selectin expres-
sion in particular requires induction by
local cytokines such as IL-1 or TNF-�.

Looking at the full sequence, Hall hypoth-
esized that when the DH patient—in the
absence of GI symptoms—continues to eat
wheat protein, this continuous presence
of gluten in an environment that produces
anti-gluten antibodies leads to a chronic
low-grade immune response in the gut.
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4 Dermatologists Honored With DF’s Highest Awards
The Dermatology Foundation empowers the 

specialty’s future through its premier Research
Awards Program, which funds the investigations
that advance knowledge and patient care, support
the field’s emerging leaders, and increase the uti-
lization of dermatologic resources. The DF also
recognizes the benchmark contributions of derma-
tologists whose remarkable talents and vision
have defined the specialty’s potential and paved
the way for continued progress. This began in
1971 with the Clark W. Finnerud Award to honor
exemplary clinicians/educators. The Practitioner of
the Year Award, initiated in 1976, recognizes the
highest levels of clinical care. The Lifetime Career
Educator Award, singling out a full-time academic
dermatologist dedicated to educating residents
and fellows, was first conferred in 1999. The
Distinguished Service Award—the highest honor
the Foundation bestows upon a colleague for
unique leadership and service to the specialty—
is being awarded again in 2003 for only the 
fourth time in the past 14 years.

Clark W. Finnerud
Award. Milwaukee dermatolo-
gist Thomas J. Russell, MD,
a “consummate clinician-edu-
cator,” is the 2003 honoree.
After earning his BS and then
MD at Milwaukee’s Marquette
University (the School of
Medicine is now called the
Medical College of Wisconsin,
or MCW), followed by his der-
matology residency at the
Mayo Clinic in Rochester, MN, Dr. Russell returned
to Milwaukee in 1968, joining the Department of
Dermatology at MCW as a clinical instructor and
establishing a thriving private practice that is now 
a group of 7 dermatologists. He achieved an 
enormous amount in these ensuing 35 years. He
was instrumental in establishing an independent
Department of Dermatology at MCW, as interim
chairman he sustained the department’s vitality 
and purpose during two extended periods, he was
chosen by medical school faculty to receive the
2002 Marvin Wagner Preceptor Award for dedica-
tion and excellence in teaching, and he has repeat-
edly earned public honors as a top clinical derma-
tologist. Dr. Russell’s exceptional clinical and teach-
ing strengths have long made his weekly clinics 

“a favorite of the residents.” He is also an integral
member of the team that manages patients with
CTCL. His active contributions to clinical photogra-
phy and promulgation of high standards are widely
acknowledged. Last but not least, Dr. Russell’s
innovative research in the early 1970s documenting
the immunogenetics of psoriasis paved the way for
current advances in the genetics of this disease.

Practitioner of the Year
Award. The 2003 awardee is
California dermatologist
Lenore S. Kakita, MD,
regarded as “a shining star in
dermatology” and “a perfect
role model and mentor.” Dr.
Kakita received her BS at
UC-Berkeley and her MD
from UCSF, then interned at
Children’s Hospital in Los
Angeles, and finished her
residency at UCLA in 1971. She has been with 
the Division of Dermatology there ever since, and
maintains an active private practice. Nominators
call Dr. Kakita “a caring and compassionate clini-
cian, a superb communicator, and innovative in 
her treatment techniques. Her patients love her,”
and she was recently named to “Best Doctors in
America.” In addition to her private practice, aca-
demic responsibilities, and active family life, Dr.
Kakita is continuously able “to take on new chal-
lenges for the betterment of a specialty she loves.”
These challenges have involved important derma-
tology and medical organizations at the metropoli-
tan, state, regional, national, and international lev-
els. She has led both the California Society of
Dermatology and Dermatologic Surgery and the
Women’s Dermatologic Society. Within the AAD Dr.
Kakita has functioned on an extraordinary number
and variety of committees, task forces, panels and
study groups, assumed many responsibilities on
the Advisory Board, and been a liaison with the
AMA. She is concerned with patient- and health
care-related issues, and “her interest and participa-
tion in California and federal legislation have result-
ed in many favorable dermatology medical policies,
enhanced reimbursement, and respect for the prac-
tice of dermatology,” one of her nominators noted.
Dr. Kakita also participates in clinical trials, and
finds time to write and publish, with providing the
best care to her patients as her constant focus.

Thomas J. Russell, MD

Lenore S. Kakita, MD



This cytokine milieu partially activates
inflammatory cells that traffic through the
gut. Based on Kupper’s observations, Hall
theorized that keratinocytes in the areas
where DH lesions develop—which regular-
ly stretch or rub—release IL-1, stimulating
inflammatory mediators and initiating the

local endothelial changes enabling migra-
tion of the gut-primed neutropils. These
neutrophils would home to the source of
this IL-1 release and bind with the IgA anti-
bodies already deposited there, and the
conditions for initiating lesions would all
be in place. 

Hall and his co-workers carried out
the initial steps to test this conception.
“We hypothesized that minor trauma to
the skin, which does not result in any per-
ceptible clinical or histologic change,
would lead to increased expression of the
adhesion molecules E-selectin and ICAM-
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4 Dermatologists Honored With DF’s Highest Awards
Lifetime Career

Educator Award. 2003 recip-
ient Harley A. Haynes, MD,
has accumulated a long and
distinguished track record in
teaching, and is considered
the “Dean of Dermatology
Education” throughout the
Harvard system. In 1970—
after graduating from
Princeton, then completing
medical school, an internship
and two residencies within the Harvard system,
plus a 3-year research fellowship in the
Dermatology Branch of the NCI—he joined the 
dermatology faculty at Harvard. In 1987 he also
became part of what is now the Harvard–MIT
Division of Health Sciences and Technology. Dr.
Haynes’ enormous agenda of clinical activities 
within the Harvard system has been matched only
by his teaching commitments and impact. His col-
leagues share their praise. “Dr. Haynes is a very
powerful force in teaching about skin and dermatol-
ogy, with great clinical judgment, the complete com-
passionate physician who is admired by students,
residents, and faculty.” “The best evidence of his
abilities as an educator is the number of dermatolo-
gists who have trained here and subsequently
named Dr. Haynes as the greatest influence on
their career. And each year, students from Harvard
Medical School (HMS) who are interviewed for the
residency program cite his influence on their choice
of specialty.” HMS has recognized Dr. Haynes with
the Faculty Award for Excellence in Teaching (1985
and 1987), the Sam Moschella Teaching Scholar
Award from the Department of Dermatology 
(1997), and most recently the Daniel D. Federman
Outstanding Clinical Educator Award (2000). In
addition to serving as consummate teacher, mentor,
advisor, and role model to students, and helping to
shape the dermatology curricula at all levels, Dr.
Haynes has influenced the training of all dermatol-
ogy residents through contributions to national edu-
cational committees. He regularly conducts educa-
tional sessions at AAD meetings, and has pub-
lished a significant number of teaching materials.
Dr. Haynes is currently Professor of Dermatology 
at HMS, Vice Chairman of the Department of
Dermatology at Brigham and Women’s Hospital,
and Associate Chief, Dermatology Service, Boston
VA Healthcare System.

Distinguished Service
Award. Eugene J. Van Scott,
MD, is only the fourth recipient
of this paramount award estab-
lished by the Dermatology
Foundation to recognize the
highest levels of dedicated and
insightful leadership and serv-
ice to the specialty. His great-
est legacy is his role as a
founder, and then guiding influ-
ence, of the Dermatology
Foundation. (The three previous recipients of this
award were Howard V. Dubin, MD, 1998, and Thomas
B. Fitzpatrick, MD, PhD, jointly with Irvin H. Blank,
PhD, 1989.) Dr. Van Scott has been a member of the
specialty for more than a half century, since his resi-
dency (1949–52) at University of Chicago Clinics. After
a year’s affiliation with the University of Pennsylvania, 
he headed the dermatology program at the NCI for
the next 15 years, first the Dermatology Service of 
the General Medicine Branch, then the full-fledged
Dermatology Branch. He was also Scientific Director
for General Laboratories and Clinics at the NCI from
1965–68. Dr. Van Scott spent the next two decades as
Professor of Dermatology, and then Clinical Professor
of Dermatology, at Temple University. His final several
years in academia were at Hahnemann University in
Philadelphia. Dr. Van Scott’s publication history spans
his professional career, and two hands are not enough
for counting his prestigious awards over these years.
Dr. Van Scott was also an eminent spokesman and
man of action on many fronts in the dermatologic
community, playing formative roles in the National
Psoriasis Foundation and the Society for Investigative
Dermatology, holding important advisory positions 
on a number of FDA committees and with the US
Pharmacopoeia, to name just a few, and joining the
AAD Board of Directors from 1961–63 and 1974–77.
And most important, Dr. Van Scott was one of the 
10 visionary founders of the Dermatology Foundation
in 1964, helping as well to guide its early years
(1964–73). Two decades later (1994) he continued 
to advance dermatology by bringing a new level of
commitment and financial support for the Foundation
as a founder of the Annenberg Circle. The
Dermatology Foundation’s growth from a new idea 
to a membership in the thousands, a budget in the
millions, substantial industry support, and a research
agenda rich in breadth and depth owes this success
in no small measure to Dr. Van Scott.

Harley A. Haynes, MD Eugene J. Van Scott, MD



1 in the skin, which are events critical to
the development of an inflammatory
response,” he says. “We also hypothesized
that pro-inflammatory chemokines and
cytokines in the skin that are known to be
involved in the development of skin
lesions—such as IL-8 and TNF-�—would
also be expressed in the skin after such
minor trauma. Such an expression of both
endothelial adhesion molecules and pro-
inflammatory cytokines would make skin
a permissive site for the development of
an inflammatory infiltrate,” he adds. 

The kind of minor trauma he envi-
sioned refers to the stretching and friction
that occur every day as we move and sit
and reach. Hall mimicked this kind of
minor trauma to the skin by gently rubbing
the inner arm skin of 11 healthy adults (6
women, 5 men) with a pencil eraser for 
2 minutes. Mild redness had disappeared
within the first hour, and there were no evi-
dent changes of any kind in the rubbed skin
by 4 hours afterward, at which point punch

biopsies were taken from both rubbed and
untouched skin. This 4-hour point was cho-
sen because of previous studies in humans
showing maximum expression of E-selectin
mRNA 4 hours after chemical irritation of
the skin. Assessing the normal and rubbed
skin for the level of mRNA for both E-
selectin and ICAM-1, and for the cytokines
IL-8 and IL-10, showed that the message for
both adhesion molecules had increased
significantly in 10 of the 11 subjects, and for
the two cytokines in all 11 subjects. IL-8, a
pro-inflammatory cytokine that is a neu-
trophil chemotactic factor, may possibly be
produced by the keratinocytes themselves.
IL-10—an anti-inflammatory cytokine that
inhibits E-selectin expression—would
appear to be the simultaneous mechanism
for restraining the inflammatory reaction.
Looking at E-selectin protein at 4 hours after
rubbing, staining was seen in the dermal
blood vessels of 3 of the 4 subjects whose tis-
sue was evaluated with immunohistochem-
istry (see photos at left). There were no dif-
ferences between rubbed and unrubbed
skin when it came to P-selectin (also
assessed) and ICAM-1.

Hall points out that “these studies
demonstrate that even minor trauma to
the skin—trauma that does not induce any
clinical or histologic changes—can result
in the expression of E-selectin, ICAM-1,
and IL-8 mRNA, and the production of E-
selectin protein by endothelial cells.
These events would appear to predispose
the skin to the development of an inflam-
matory infiltrate,” he adds, “and if activat-
ed or partially activated inflammatory
cells are traversing the skin in these areas
of trauma, the skin would be poised to
develop an inflammatory response that
could not be blunted with the low levels
of IL-10 induced by this minor trauma.” 

Looking Forward
Hall is continuing to characterize T-

cell receptor differences between DH
and isolated GSE. He finds his most
recent results extremely interesting, but
currently raising more questions than 
they have answered. He and his team 
are also continuing to explore the conse-
quences of minor trauma on keratinocytes

and the inflammatory process. In addi-
tion, they are taking a much closer look
at the specific T-cell responses to the dif-
ferent regions of the gluten protein
gliadin to see if DH and isolated GSE may
actually represent immune reactions to
different segments of the protein mole-
cule, and thus help to determine which
organ—the gut or the skin—becomes
symptomatic when the gut is inflamed. 

Reflecting on the therapeutic impact
for DH skin lesions that occurs from a
gluten-free diet, Hall speculates that
“dietary regulation of inflammation of the
gut, or regulation of inflammation there
by other means, may actually be a more
broadly important way to look at control-
ling skin disease.” This is something he
has given thought to for some time, and
intends to explore in the future. “We think
that there may be a real potential for
developing a model for the interaction of
inflammation in the intestinal tract and
the development of skin disease. And that
will lead the way to new therapeutics. ” 

Suggested Readings
Smith AD, Bagheri B, Streilein RD, et

al. “Expression of interleukin-4 and inter-
feron-� in the small bowel of patients with
dermatitis herpetiformis and isolated
gluten-sensitive enteropathy.” Dig Dis Sci.
1999;44:2124–32.

Hall RP III, Owen S, Smith A, et al.
“TCR V� expression in the small bowel of
patients with dermatitis herpetiformis 
and gluten sensitive enteropathy.” Exp
Dermatol. 2000;9:275–82.

Smith AD, Streilein RD, Hall RP III.
“Neutrophil CD11b, L-selectin and Fc IgA
receptors in patients with dermatitis her-
petiformis.” Br J Dermatol. 2002;147:1109–17.

Takeuchi F, Streileiln RD, Hall RP III.
“Increased E-selectin, IL-8 and IL-10 gene
expression in human skin after minimal
trauma.” Exp Dermatol. 2003;12:777–83.  ■
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Minor trauma initiates pro-inflammatory
changes. 4 hours after the skin was gently rubbed
for a few minutes with a pencil eraser, staining for the
vascular endothelial adhesion molecule E-selectin
was present in the dermal blood vessels (top). None
of the skin biopsies from unrubbed skin showed 
E-selectin staining (bottom). (Reprinted with permis-
sion from Exp Dermatol. See Suggested Readings.)

DH lesions. They are uniquely localized on the
elbows, knees, buttocks, across the shoulders, and
on extensor surface--all areas of light friction and/
or stretch. (Photo courtesy of Dr. Russell P. Hall III.)

Table 1. Cytokine Expression
DH GSE + symptoms GSE – symptoms

Cytokine (Mean ±SE) (Mean ±SE) (Mean ±SE)

IFN-� 0.71  (0.27) 2.13  (0.93) 1.22  (0.61)
IL-4 0.64  (0.28) 0.20  (0.11) 1.09  (0.97)
DH: n=8; GSE + symptoms: n=5; GSE – symptoms: n=4. Mean ratio cytokine/CD3 expression.
(Reprinted with modifications from Dig. Dis. Sci. See Suggested Readings.)
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a fellow in the lab of Robert C. Murphy,
PhD, at the National Jewish Medical and
Research Center, who studies the oxi-
dized products of arachidonic acid (one
of the major polyunsaturated fatty acids),
a diverse group of molecules that play
important physiological and pathophysio-
logical roles within tissues. Arachidonic
acid—from which the prostaglandins and
leukotrienes are derived—results from the
hydrolytic degradation of its membrane
precursor by the phospholipase A2
(PLA2) enzyme. The other lipid molecule
emerging from this process is the precur-
sor molecule for the lipid mediator
platelet-activating factor (PAF). This pre-
cursor—called Lyso-PAF—is transformed
into the PAF molecule by PAF-acetyltrans-
ferase. Receptors for this mediator (PAF-
R) were known to exist on many cell types
including platelets, vascular endothelium,
neutrophils, mast cells, and monocytes,
and Travers was initially studying PAF and
its receptor in human lymphoblasts and B
cells. Then he made the intriguing discov-
ery that keratinocytes also possess a
receptor for PAF. 

His overriding interest from that
point on was finding out what PAF does in
the skin, and he has been pursuing this
ever since. 

PAF Background
The name PAF reflects the context in

which it was very first identified decades
ago, ie, platelet aggregation induced by
stimulated basophils. Now it is recognized
as a family of glycerophosphocholines,
potent mediators that exert a wide range
of receptor-initiated actions (from
chemoattraction/activation of leukocytes
in responses that include inflammation
and anaphylaxis, to mitogenic effects on a
variety of cells types) as well as apoptotic
facilitation or protection. And the PAF sys-
tem is turning out to be very important in
the skin. It has not been found in normal
skin, but its presence has been identified
in an increasing number of conditions
involving skin damage of some sort. 

Based on the broad range of noxious
stimuli that bring the PAF system into play,
“it appears to be a primitive part of the
innate immune system,” Travers explains.
“PAF itself is very highly conserved across
species,” he adds, “and the molecule looks
the same in earthworms as it does in
humans. In the skin, the PAF receptor is
activated in response to direct cellular
damage from physical means—such as

scratching, burns—from such assaults as
UV radiation or a staphylococcal infection,
from chemotherapy and radiation.” Ideally,
it is a sentinel, an early warning system that
responds within minutes and signals the
need for the various protein mediators that
will carry out the long-term response, once
they have been expressed. And this is the
case when PAF is biosynthesized by enzy-
matic pathways. It is rapidly made in very
small quantities, serves its purpose, and is
rapidly broken down. “Where the system
can run amuck,” Travers points out, “is
when potent stimuli like repeated injury
(scratching) or a strong oxidative stressor
(UVB) results in the massive production of
PAF species by nonenzymatic routes.”
Then it gains the potential for initiating a
pathologic response. 

The urgency behind understanding
these dynamics and their various conse-
quences is the potential for developing
therapeutics that will inhibit the damag-
ing aspects of this response.

The Skin—A Site of PAF Action
When Travers began working with

PAF in the early 1990s, the receptor—
cloned from guinea pig lung and human
leukocytes—was known to belong to the
group of seven transmembrane G-pro-
teins. Several lines of evidence suggestive
of PAF involvment in epidermal patho-
physiology included detection of PAF in
psoriatic scale and in blister fluid from
both traumatic and bullous pemphigoid
blisters. Primary cultures of human ker-
atinocytes would synthesize PAF when
stimulated with a calcium ionophore,
activating calcium and—as a conse-
quence—the enzymes that include PLA2.
And in murine models of allergic and irri-
tant contact dermatitis, both systemic and
topical PAF-R antagonists had an anti-
inflammatory effect. 

Travers used a set of polyclonal anti-
bodies raised against the PAF-R in human
leukocytes and demonstrated binding in
primary cultures of human keratinocytes
harvested from neonatal foreskins, and in
two immortalized keratinocyte cell lines.
In sections of human skin, the antibodies
bound within the epidermis in a granular,
cellular membrane pattern. He deter-
mined that these keratinocyte-bound
receptors are functional by treating the
cells with PAF and recording the pres-
ence of intracellular calcium mobiliza-
tion within the appropriate time frame.
Travers also learned that neither fibro-

blasts nor melanocytes express the PAF-R.
Travers’ study appeared in 1995. “The

demonstration of a functional ker-
atinocyte PAF-R suggests that PAF may
have direct effects on keratinocyte func-
tion,” he said at the time, “but the nature
of this role is not at all clear.” He suspect-
ed that this lipid mediator would turn out
to be important in normal keratinocytes
or inflammatory processes, and thus pos-
sibly provide a path to better treatment
strategies for inflammatory dermatoses.
Travers would eventually learn that PAF is
important in both arenas.

PAF: What Induces It 
in Keratinocytes

Travers gradually learned that ker-
atinocytes will produce PAF, and less
potent analogs, in response to a variety of
stimuli that include the classic calcium
ionophore A23187 (which directly mobi-
lizes intracellular calcium) and the pep-
tide growth factor endothelin-1. Cytokines
and UV-radiation also induce ker-
atinocytes to synthesize PAF. And—in a
positive feedback loop—PAF produced in
the keratinocyte can then bind with its
receptor and stimulate additional PAF
production.

Travers and his co-workers also
explored the effect of exposure to signals
induced by oxidative stress, because this
kind of stress results in the mobilization of
intracellular calcium in keratinocytes as
well as other cell types. They used a
model system that his lab had created by
modifying the human KB epithelial cell
line, which normally lacks PAF receptors
(KBM—M for MSCV retroviral vector).
They used a retroviral carrier to transduce
some of these cells with the PAF-R gene
and called the resulting cells—now
expressing the missing receptor—KBP (P
for PAF-R). When both sets of cells are
stimulated and the results compared, any
observed differences are clearly due to
the newly added receptor. This highly
focused comparison enabled Travers to
document a dramatic receptor-related
drop in threshold for the response to
oxidative stress (from a potent pro-oxi-
dant lipid hydroperoxide), ie, synthesis of
a PAF-R agonist within 10 minutes follow-
ing exposure. This response was negated
when either PAF-R inhibitors or the antiox-
idants vitamin E or 1,1,3,3-tetramethyl-2-
thiourea were added to the mix. Travers
noted that responding to oxidative stress
by synthesizing additional PAF-R-activat-
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ing stimuli might well explain why cells
equipped with PAF receptors respond
more intensely to oxidative stress signals. 

Then Travers turned his attention to
the possible role of PAF in modulating the
consequences of damage to the skin’s
barrier function. Acute keratinocyte dam-
age that disrupts the cutaneous barrier
function occurs in response to inflamma-
tory dermatoses and to exogenous toxic
insults that include thermal and chemical
injury. Such toxic injuries as thermal
burns can be associated with significant
morbidity and even mortality, yet the
inflammatory mediators precipitated by
epidermal damage were still unknown.
Travers’ results with oxidative stress point-
ed to the possible involvement of the PAF 
system. So he and his team expanded
these earlier results by exposing HaCaT
cells—an immortalized, nontumorigenic
human keratinocyte cell line—to acute
heat or cold as well as to the potent 
pro-oxidant lipid used previously. 

Again, the HaCaT cells regularly syn-
thesized PAF and less potent PAF species.
“With such diverse toxic stimuli all result-
ing in the accumulation of these biologi-
cally active lipids,” Travers said, “these find-
ings provide evidence that the PAF system
may well be involved in the inflammatory
response that follows acute epidermal

damage.” And the fact that PAF levels gen-
erated in all of these studies were far above
the picomolar concentrations at which
PAF is effective gave further support for pos-
sible pathophysiological effects in vivo. “An
understanding of the mediators involved in
epidermal cytotoxicity/cutaneous inflam-
mation holds the potential for improved
treatment strategies,” Travers points out.

PAF—Not the Only Ligand 
for PAF-R

Next, Travers turned his attention to a
very different kind of potential PAF system
activator in the skin—a ligand that is neither
PAF, nor one of its analogs. Evidence was
appearing for the PAF-R on other cell types
that a variety of ligands—including staphy-
lococcal bacterial toxins—could bind and
activate it. Keratinocytes had not yet been
assessed, even though the skin is a primary
site of significant Staphylococcus aureus
infection and colonization. “These skin
infections are not only an important cause
of morbidity and even mortality,” Travers
points out, “they are thought to serve as ini-
tiation and/or persistence factors for
numerous inflammatory skin diseases,
including psoriasis and atopic dermatitis.
Significant evidence is accumulating,” he
adds “that the keratinocyte may be an
important target for such S. aureus-derived

proteins as superantigens, Protein A, and 
�-toxin. And an understanding of the inter-
actions of these proteins with target cells
has important therapeutic implications.” 

To gauge the role of the keratinocyte
PAF-R in these cutaneous interactions,
Travers and his colleagues recently
exposed his HeCaT and KB cell lines to
�-toxin, a cytolytic compound that forms
a transmembrane pore to breach the tar-
get cell membrane. This mediates intra-
cellular calcium mobilization, stimulat-
ing the release of both arachadonic acid
and PAF. Exposing HeCaT cells to �-toxin
produced a large increase in both medi-
ators. To gauge any PAF-R-associated
contribution to this impact, Travers
either pretreated cells with PAF-R antag-
onists or overexpressed the PAF metabo-
lizing enzyme acetylhydrolase II. All of
these receptor-inhibiting conditions
blunted arachidonic acid release by
approximately one-third.

Then Travers examined samples of
his KBM and KBP cell lines. Some of each
type were left alone for 30 minutes, while
the remainder were stimulated with puri-
fied �-toxin for that period. Then the
amount of arachidonic acid released into
the supernatant—an index of receptor
activation—was measured (see bar graph,
page 13). Because �-toxin causes arachi-
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Leaders Society: News and Views
The Leaders Society—begun in 1989 as a bold

step to increase the Dermatology Foundation’s
financial resources for funding quality research in
dermatology—is celebrating its 15th anniversary.
Its founding has proved to be a wise move.

That first year, even though less than 100 der-
matologists stepped forward to contribute the $1,000
required for annual DF membership at that new
level, the Career Development Award program was
able to make a nominal start, providing $40,000 a
year for up to three years to bridge the transition
from research training to independent researcher.
In 2003, the annual Leaders Society campaign
attracted nearly 1,200 dermatologists. The total
annual LS contribution has reached over $1.1 mil-
lion, now funding a substantial number of three-year
career grants that provide $55,000 annually.

Dermatology itself has also been changing
dramatically during this time. An explosion of
research-driven knowledge has fueled gratifying
progress in understanding, diagnosing, and 
treating skin diseases and conditions. Cosmetic
and surgical dermatology are achieving new
recognition. As a result, the specialty has attained

a significant level of respect and is sought out 
by patients desiring expert care for a wide range 
of problems affecting the skin.

The Dermatolgoy Foundation’s Research
Awards Program—the raison d’être for its exis-
tence—has played an increasingly prominent 
role in fueling this tremendous growth. But the
Foundation is determined to provide an even
greater stimulus to progress and will not be 
content until its annual fund-raising efforts enable
it to support all of the research projects deemed
worthy by the review committee.

To help accomplish this goal, the Foundation 
is changing its membership dues structure. The 
DF has never increased the annual Leaders Society
or Scientific Society commitments despite infla-
tion’s continued encroachment on their purchasing
power. By the end of 2002, what $1,000 had
bought in 1989 was costing $1,493,80. The time to
catch up with inflation has arrived. So starting in
2004, the annual LS commitment is $1,500 and the
Scientific Society dues are $750. Bringing these
dues in line with current purchasing power will ben-
efit the specialty and its patients for years to come.



donic acid production via calcium mobi-
lization, some presence of arachidonic
acid was expected in both groups of
exposed cells. The amounts released in
the receptor-positive cells, however, were
far greater, reflecting receptor participa-
tion. And pretreating both cell groups
with a receptor antagonist reduced pro-
duction only in receptor-positive cells. In
unpublished studies, his group has found
that the staphylococcal cell-wall product
lipotechoic acid can actually signal
directly via the PAF-R. 

“Our growing awareness of the diver-
sity of ligands recognized by the PAF-R,”
Travers says, “may mean that the PAF sys-
tem is actually involved in a wide range of
pathologic conditions going significantly
beyond oxidative damage and bacterial
infection.”

....And What Does PAF Do?
PAF does a lot. It is a pleiotropic

mediator—it has a variety of effects,
some of them working in opposite
directions—depending on the imme-
diate circumstances. This great span
of activity stands to reason. PAF pro-
duction is stimulated by an impres-
sive variety of endogenous and
exogenous assaults, in the skin as
elsewhere. And by now it has been
recognized that the PAF receptor is
linked to numerous signal transduc-
tion pathways that include NF-�B,
mitogen-activated protein kinases,
and intracellular calcium mobiliza-
tion, and the receptor can transacti-
vate the epidermal growth factor
receptor.

One of the more dramatic
examples of its opposing actions
involves apoptosis. PAF can
enhance it or inhibit it, depending
on the cause. When UVB radiation pro-
duces severe kerotinocyte damage—
from oxidative stress and cytokine pro-
duction—cells that are beyond the capa-
bilities of endogenous repair mecha-
nisms undergo programmed cell death.
Travers used his KBM/KBP system to dis-
cover that the ensuing apoptosis of unre-
pairable cells occurs much more rapidly
when PAF is able to participate. More
recently, Travers examined the effect of
PAF on chemotherapy-induced apopto-
sis. Again, he exposed KBM and KBP
cells to chemotherapy agents (etopo-
side, mitomycin C). He also created a
modified HaCaT cell line by ablating the
PAF-R with an antisense vector. With
both types of keratinocytes, receptor-
positive cells were much more likely to

apoptose than their receptor-lacking
counterparts. Travers believes that PAF
plays a supportive role to NF-�B here,
and that this important pathway is stimu-
lated to induce the death of cells that are
no longer able to synthesize proteins
adequately. He sees this type of coopera-
tive partnership between PAF and NF-�B
as offering a potential strategy for
increasing the impact of chemotherapy
without increasing dose, and thus sys-
temic toxicity. 

And on the other hand, Travers and
his group documented PAF’s protective
anti-apoptotic effect when it comes to the
cytokines TNF-� (tumor necrosis factor-
�) and TRAIL (TNF-related Apoptosis-
inducing Ligand-induced Apoptosis).
Travers links this to NF-�B as well, explain-

ing that these cytokines do not damage
cells to the point of impairing their basic
ability to manufacture proteins, and thus
NF-�B has a protective effect in part
through the production of anti-apoptotic
proteins.

Travers and his team have also
shown that the epidermal PAF-R stimu-
lates cytokine (IL-1, -6, -8, -10, TNF-�) pro-
duction and ICAM-1 expression.

Current Work
Improving our understanding of the

PAF system in the context of keratinocyte
biology and cutaneous inflammation
holds the potential for therapeutic inter-
ventions specifically designed around
this lipid mediator. Toward this goal,
Travers and his co-workers are now pro-

gressing beyond the world of cell cul-
tures. “For a while we were simply look-
ing at our receptor-positive and receptor-
negative cells,” he notes. “But more
recently, we have begun working with
two types of in vivo model systems.”
Travers and long-term collaborator Dan
Spandau, PhD, use retroviruses to over-
express the PAF-R in human kera-
tinocytes and grow this transgenic skin
in SCID mice. So far, as in the cell cul-
tures, we see an increased responsive-
ness to UVB-induced programmed cell
death and cytokine production in tissue
made up of keratinocytes carrying many
more PAF receptors than normal,”
Travers says. He has recently acquired
knockout mice totally lacking the PAF-R,
and has begun looking at their cuta-

neous response to UV light.
He has not done any clini-

cally associated work with
humans since identifying PAF
and a related species in blister
fluid from bullous pemphigoid
patients. But existing evidence
leads him to suspect that the
PAF system has a role in modu-
lating AD. He is also looking
toward a broad utility from the
development of more effective
PAF-R antagonists, and an area
that particularly interests him
is treatment to prevent burn-
induced shock. There are
reports that PAF-R antagonists
have been protective in several
animal models, and Travers is
preparing to explore this using
his knockout mice. He is hop-
ing that muting the impact of
this lipid mediator will elimi-
nate the risk of shock.

Suggested Readings
Travers JB, Murphy RC, Johnson CA,

et al. “Identification and pharmacologi-
cal characterization of platelet-activating
factor and related 1-palmitoyl species in
human inflammatory blistering diseases.”
Prost Lipid Mediators. 1998;56:305–24.

Travers JB. “Oxidative stress can acti-
vate the epidermal platelet-activating factor
receptor.” JID Symp Proc. 1999;112:279–83.

Travers JB, Norris DA, Leung DYM.
“The keratinocyte as a target for staphy-
lococcal bacterial toxins.” JID. 2001;
6:225–30.

Alappatt C, Johnson CA, Clay KL, et
al. “Acute keratinocyte damage stimu-
lates platelet-activating factor produc-
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Figure 1. Staphylococcal �-toxin binds with PAF-R. When exposed
to this bacterial protein for 30 min., receptor-bearing epidermal cells (KBP)
release substantially more arachidonic acid than identical cells lacking
the receptor (KBM). (Reprinted with permission from JID Symp Proc. 
See Suggested Readings.) 
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Clifton Smith, MD
George B. Sonnier, MD
Robert H. Zax, MD

LOUISIANA
Chair

Elizabeth I. McBurney, MD
Vice Chairs

Mary P. Lupo, MD ★
Richard N. Sherman, MD

Rhonda R. Baldone, MD
Harris M. Blackman, MD
Erin E. Boh, MD, PhD
Harry A. Burglass, MD
Martin D. Claiborne III, MD
David J. Clemons, MD
David Cooksey, MD
Michael E. Cormier, MD
John H. Counce, MD
Patricia Farris, MD
Wesley King Galen, MD
Robert A. Koppel, MD
Daniel A. Marshall, Jr., MD
Larry E. Millikan, MD
Lee T. Nesbitt, Jr., MD
Donald I. Posner, MD
H. Patrick Ragland, MD
Marilyn C. Ray, MD
Jack S. Resneck, MD
Glenn G. Russo, MD
Gordon J. Russo, MD
Joseph P. Shrum, MD
Nia Katechis Terezakis, MD
John M. Yarborough, MD

MAINE
Nancy Egan, MD

MARYLAND
Chair

Stanley J. Miller, MD
Vice Chairs

Anthony A. Gaspari, MD
Lisa J. Renfro, MD
Daniel N. Sauder, MD
David P. Smack, MD

Grant J. Anhalt, MD

Robert S. Berger, MD
Elizabeth M. Burke, MD
Valerie D. Callender, MD
Diane S. Ford, MD
Ronald Goldner, MD
Allan C. Harrington, MD
Howard Hines, MD
Robert Katz, MD
Stephen I. Katz, MD, PhD
Dennis Kurgansky, MD
Stanford I. Lamberg, MD
Gerald S. Lazarus, MD
Barbara E. McAlpine, MD
Sean L. McCagh, MD
Mona Z. Mofid, MD
Warwick L. Morison, MD
Alan N. Moshell, MD
Angela R. Peterman, MD
Ronald B. Prussick, MD
Kenrick H. Roberts, MD
Howard N. Robinson, MD
Tara A. Rumbarger, MD
Luette S. Semmes, MD
Albert Shapiro, MD
David A. Spott, MD
Mark C. Udey, MD, PhD
Robert A. Weiss, MD
Mark L. Welch, MD

MASSACHUSETTS
Chair
Steven K. Shama, MD, MPH ◆ ★
Vice Chairs

Thomas H. Cahn, MD
Jeffrey S. Dover, MD
Richard A. Johnson, MD
Kay S. Kane, MD
Jill R. Rosenthal, MD

A. Razzaque Ahmed, MD
R. Rox Anderson, MD
Kenneth A. Arndt, MD
Howard P. Baden, MD
Jag Bhawan, MD
Paul S. Birnbaum, MD
Nina C. Blumenthal, MD
Nydia Del R. Camacho-Padilla, MD
Marilyn R. Capek, MD
Lisa M. Cohen, MD
Thomas W. Cooper, MD
Dorothy J. Cunningham, MD
Glenn A. Dobecki, MD
Jessica L. Fewkes, MD
Barbara A. Gilchrest, MD
Ernesto Gonzalez, MD
Samuel D. Goos, MD
Donald J. Grande, MD
Terry P. Hadley, MD
Christine M. Hayes, MD
Harley A. Haynes, MD
Ranella J. Hirsch, MD
Shang I. Brian Jiang, MD
Steven M. Kahn, MD
Michael S. Kaminer, MD
Seth G. Kates, MD
Amy B. Koff, MD
Nellie Konnikov, MD
James V. Kowalski, MD
George Kroumpouzos, MD, PhD
Thomas Kupper, MD
Joseph C. Kvedar, MD
Lisa H. Lerner, MD
Mark A. Liska, MD
Merrill G. Liteplo, MD
Claire P. Mansur, MD
Martin C. Mihm, Jr., MD
John A. Parrish, MD
Barry S. Paul, MD
Michael M. Pugliese, MD
Francis S. Renna, MD
Andrew D. Samel, MD
Jeffrey M. Sobell, MD
Steven J. Ugent, MD
Stephen G. Werth, MD
Donna M. Yonkosky, MD, PhD

MICHIGAN
Chair

Henry W. Lim, MD
Vice Chairs

Sewon Kang, MD ★
Darius R. Mehregan, MD ★
Ali Moiin, MD
George J. Murakawa, MD
Earl J. Rudner, MD
John R. Vydareny, MD ★
Kay E. Watnick, MD

David A. Altman, MD
Mary Beth Anderson, DO
Thomas F. Anderson, MD
Anonymous
Peter J. Aronson, MD
Richard J. Ashack, MD
Barry I. Auster, MD
David A. Baird, MD
David S. Balle, MD
Mark R. Balle, MD
Walter Barkey, MD
Alan R. Berlin, DO
Henry G. Bryan, MD
David R. Byrd, MD
Roger C. Byrd, DO
Amy B. Cardellio, DO
Albert C. Cattell, MD
Johanna Chapel, MD
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Chair
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Vice Chair
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Members
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Steven K. Shama, MD, MPH
Richard D. Sontheimer, MD
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Neldagae S. Chisa, MD
Cynthia Tseng Chow, MD
Jenny Cotton, MD, PhD
Lawrence J. Desjarlais, MD
Andrzej A. Dlugosz, MD
Helene C. Dombrowski, MD
Thomas F. Downham II, MD
Howard V. Dubin, MD
James T. Elder, MD, PhD
Charles N. Ellis, MD
Lori Marcum Fedoronko, MD
Kevin J. Gaffney, MD
Brian J. Gerondale, MD
Michael T. Goldfarb, MD
Steven K. Grekin, DO
Joan M. Griner, MD
Iltefat H. Hamzavi, MD
Thomas D. Harris, MD
Karen A. Heidelberg, MD
Ann E. Hern, MD
Jean M. Holland, MD
Timothy M. Johnson, MD
Darius J. Karimipour, MD
Scott B. Karlene, MD
Robert J. Lamberts, MD
Robert G. Lee, MD
Won K. Lee, MD
Lori Lowe, MD
Jolanta E. Malinowski, MD
Lisa A. Manz-Dulac, MD
David A. Mehregan, MD
Andrew L. Messenger, MD
Gregory G. Messenger, MD
Jeffrey L. Messenger, MD
John E. Miner, MD
Andrew J. Mitchell, MD
Jeffrey S. Orringer, MD
Dipa S. Patel, MD
Michael J. Redmond, MD
Mitchell A. Rinek, MD
Robert J. Schoenfeld, MD
Jennifer L. Schwartz, MD
Steven Shumer, MD
Marvin D. Siegel, MD
Michael T. Siegel, MD
Kimball W. Silverton, DO
Milton D. Soderberg, MD
Robert M. Soderstrom, MD
David V. Spurlin, MD
Marek A. Stawiski, MD
Daniel M. Stewart, DO
Stephen W. Sturman, MD
John J. Voorhees, MD ★
Timothy S. Wang, MD
Howard G. Welgus, MD

MINNESOTA
Chair

Natalie S. Roholt, MD
Bruce J. Bart, MD
Charles H. Dicken, MD
Daniel K. Elieff, MD
Frederick S. Fish III, MD
Lynn A. Benson Glesne, MD
Ngo Thanh Hien, MD
Maria K. Hordinsky, MD
Valda N. Kaye, MD
Roy S. Rogers III, MD
Arnold L. Schroeter, MD
Al Sheldon Zelickson, MD
Brian D. Zelickson, MD

MISSISSIPPI
C. Ralph Daniel, MD
William H. Gullung III, MD
Jeffrey C. Houin, Jr., MD

MISSOURI
Chair

Peter J. Muelleman, MD
Vice Chair

Victoria Gunn, MD
Susan K. Ailor, MD
Jennifer D. Ashby, MD
Lynn A. Cornelius, MD
John D. DeSpain, MD
Gary A. Dyer, MD
Karen E. Edison, MD
Arthur Z. Eisen, MD
Jacquelyn B. Garrett, MD
John C. Hall, MD
Mark A. Hurt, MD
Madhavi Kandula, MD
Craig L. Leonardi, MD
Sharon G. McDonald, MD
David E. Payne, MD
Lindall A. Perry, MD
David C. Rada, MD

MONTANA
Chair

Juliana Hicks, MD
Jeffry A. Goldes, MD
Gail A. Kleman, MD
E. David Wright, MD

NEBRASKA
Chair

Rodney S.W. Basler, MD ◆ ★
Vice Chair

Geoffrey C. Basler, MD
Brent Behrens, PA-C
John J. Ferguson, MD
Bert C. Frichot III, MD
Christopher J. Huerter, MD
David N. Kingsley, MD
John R. Luckasen, MD
Kerri Otto, PA-C
David J. Watts, MD

NEVADA
Chair

Curt P. Samlaska, MD

NEW HAMPSHIRE
Daniel W. Collison, MD
F. William Danby, MD
E. William Frank, MD
Sidney N. Klaus, MD
Kathryn A. Zug, MD

NEW JERSEY/North
Chair

Cheryl D. Ackerman, MD
NEW JERSEY/South
Chair

Eric F. Bernstein, MD

Beatrice Bland Abrams, PhD
Jerry Bagel, MD
Saida Baxt, MD
Bruce J. Berger, MD
Susan Bershad, MD ◆
Jay E. Birnbaum, PhD
Gregory M. Borsuk, MD
Douglas Canfield
Meghan M.S. Caruso, DO
Coyle S. Connolly, DO
William F. Cosulich, MD
Booth H. Durham, MD
Herbert S. Feinberg, MD
Rami E. Geffner, MD
David J. Goldberg, MD
Ira H. Gouterman, MD
Daniel S. Groisser, MD
Melvin S. Gruber, MD
Warren R. Heymann, MD
William D. Ju, MD
Lincoln Krochmal, MD
Emanuel G. Kuflik, MD
David G. Lewis, MD
Albert L. Rosenthal, MD
Kurt S. Stenn, MD
James T. Vail, Jr., MD

NEW MEXICO
James H. Auerbach, MD
Joel R. Barkoff, MD

NEW YORK/Downstate
Chair

Richard K. Scher, MD ◆ ★
Vice Chairs

David J. Arluk, MD
Hilary E. Baldwin, MD
Ronald R. Brancaccio, MD ★
Lance H. Brown, MD
Richard D. Granstein, MD
Neil S. Sadick, MD

NEW YORK/Upstate
Chair

Walter S. Brooks, MD
Vice Chairs

Michael Bobrow, MD
Marc D. Brown, MD
Kevin B. Kulick, MD

Dale M. Abadir, MD
A. Bernard Ackerman, MD
Douglas D. Altchek, MD
Anonymous
Jay G. Barnett, MD
Vincent S. Beltrani, MD
Diane S. Berson, MD
David R. Bickers, MD ◆
David E. Biro, MD
Gary J. Brauner, MD
Karen E. Burke, MD, PhD
Penina Burnstein, MD
Julide Tok Celebi, MD
Richard A. Clark, M.D
Steven R. Cohen, MD, MPH
Patrick J. Condry, MD
Michael J. Dannenberg, MD
Vincent A. DeLeo, MD
Jack Eisert, MD
Michael Fisher, MD
Helen Flamenbaum, MD
Raul Fleischmajer, MD
Paul J. Frank, MD
David F. Frankel, MD
Irwin M. Freedberg, MD
Robert J. Friedman, MD
Maria C. Garzon, MD
Ellen C. Gendler, MD
Roy G. Geronemus, MD
Herbert P. Goodheart, MD
Lillian R. Graf, MD
Alan J. Halperin, MD
N. Patrick Hennessey, MD
Ann C. Hill, MD
Francis W. Iacobellis, MD
Marie-Louise Johnson, MD, PhD
Richard S. Kalish, MD, PhD
Hideko Kamino, MD
Paul Kechijian, MD
Jeffrey S. Kezis, MD
Lester Klein, MD
Mitchell A. Kline, MD
Mark Lebwohl, MD
Albert M. Lefkovits, MD
Donald L. Levin, MD
Lawrence M. Lieblich, MD
Peter C. Lombardo, MD
Cynthia A. Loomis, MD, PhD
Timothy D. Mattison, MD
Thomas O. McMeekin, MD
Mary G. Mercurio, MD
Craig C. Miller, MD
Jan E. Muhlbauer, MD

Rhoda S. Narins, MD
Richard B. Narins, MD
Kishwer S. Nehal, MD
Antoinette P. Notaro, MD
Norman Orentreich, MD
Allan R. Oseroff, MD, PhD
Ariel Ostad, MD
Virginia Fallon Pellicci, MD
Alice P. Pentland, MD
Robert G. Phelps, MD
Stephanie H. Pincus, MD, MBA
Ross B. Pollack, MD
Desiree Ratner, MD
Michael L. Reed, MD
Dana L. Sachs, MD
Stacy P. Salob, MD
Glynis A. Scott, MD
Alan R. Shalita, MD ◆
Jerome L. Shupack, MD
Daniel M. Siegel, MD
David N. Silvers, MD
Lynn Silverstein, MD
Robert A. Skrokov, MD
Nicholas A. Soter, MD
Joel L. Spitz, MD
Marcia G. Tonnesen, MD
John H. Tu, MD
Donald S. Waldorf, MD ◆
Heidi A. Waldorf, MD
Robert R. Walther, MD
Patricia S. Wexler, MD
Michael B. Whitlow, MD, PhD
Daniel B. Yarosh, PhD
Eugene G. Zappi, MD
Murray Zung, MD

NORTH CAROLINA
Chair

J. Blake Goslen III, MD ★
Vice Chairs

Alexander Chiaramonti, MD ★
Gloria F. Graham, MD
Frederick A. Lupton, MD ★
W. Harrison Turner III, MD

Robert A. Briggaman, MD
Charles J. Brown, MD
Marc R. Carruth, MD
Robert E. Clark, MD, PhD
Gerald E. Cooley, MD
Mary L. Courrege, MD
George W. Crane, Jr., MD
Luis A. Diaz, MD
Zoe D. Draelos, MD
Steven R. Feldman, MD, PhD
Donald D. Fraser, MD
Walter R. Gammon, MD
Ronald L. Godbold, MD
Lowell A. Goldsmith, MD
James H. Graham, MD
Russell P. Hall III, MD
Frank M. Houston, MD
Joseph L. Jorizzo, MD
William S. Ketcham, MD
Barry Leshin, MD
Debra C. Liu, MD
John C. Murray, MD
Adnan Nasir, MD, PhD
Elise Olsen, MD
Lawrence H. Pearson, MD
Sheldon R. Pinnell, MD
Elisa M. Roberts, MD
Kerry M. Shafran, MD
Cameron L. Smith, MD
Stuart Tafeen, MD
John A. Thompson, Jr., MD
John R. Van Gurp, MD, PhD
Clayton E. Wheeler, Jr., MD

NORTH DAKOTA
Chair

Richard W. Blaine, MD

OHIO/Northern
Chair

Jonathan Bass, MD
Vice Chairs

Anita C. Gilliam, MD, PhD
Gary D. Lichten, MD
William S. Lynch, MD
Eliot N. Mostow, MD ★
Stephen C. Somach, MD

OHIO/Southern
Chair

Hugh M. Gloster, Jr., MD
Vice Chairs

Diya F. Mutasim, MD
Julian J. Trevino, MD

John P. Anders, MD
Jaye E. Benjamin, MD
Brian P. Biernat, MD
Robert T. Brodell, MD ◆
Brett M. Coldiron, MD
Kevin D. Cooper, MD
Renuka Diwan, MD
Heidi B. Donnelly, MD
William Dorner, Jr., MD
H. Michael Duke, MD
R. Bennett Eppes, MD
James W. Finn, MD
Z. Charles Fixler, MD
Monte E. Fox, DO
Mahmoud A. Ghannoum, PhD
Scott C. Grevey, MD
Curtis W. Hawkins, MD
Stephen E. Helms, MD
Cynthia Paradies Huang, MD
Michelle A. Jahnke, MD
Christine Jaworsky, MD
Jay C. Klemme, MD

Neil J. Korman, MD, PhD
George H. Kuffner, MD
Stephen B. Levitt, MD
Lian-Jie Li, MD
Jenifer R. Lloyd, DO
Michael G. Mancuso, MD
Robert E. Marsico, Jr., MD
Robert E. Marsico, Sr., MD
Beno Michel, MD
John C. Moad, MD
Susan T. Nedorost, MD
Thomas G. Olsen, MD
Jerome R. Pomeranz, MD
Jennifer M. Ridge, MD
Omar S. Salem, MD
Donald R. Schermer, MD
Patrick L. Shannon, MD
Guillermo R. Sicard, MD
Willard D. Steck, MD
Helen M. Torok, MD
Allison T. Vidimos, MD
Schield M. Wikas, DO
Marlene D. Willen, MD

OKLAHOMA
Chair

David M. Adelson, MD
David K. Eslicker, DO
Lawrence J. Gregg, MD
Scott W. Meyers, MD
James B. Stewart, Jr., MD
Douglas M. Vaughn, DO

OREGON
Chair

Richard E. Otoski, MD
Vice Chair

Douglas N. Naversen, MD
Michael J. Adler, MD
Anonymous
Diane R. Baker, MD
Brooks G. Cofield, DO
Scott A. B. Collins, MD
Jon M. Hanifin, MD
Frederick A.J. Kingery, MD
Marla M. Klein, MD
Walter G. Larsen, MD
Ken K. Lee, MD
Edgar Maeyens, Jr., MD
Robert T. Matheson, MD
Phoebe Rich, MD
Julee K. Richards, MD
Janet L. Roberts, MD
Marla Ross, MD
Theresa L. Schroeder, MD
Neil A. Swanson, MD
Bert G. Tavelli, MD
Dwight R. Tribelhorn, MD
Douglas K. Zirker, MD

PENNSYLVANIA/Eastern
Chair

Stuart R. Lessin, MD
Vice Chairs

Bruce A. Brod, MD
Scott L. Gottlieb, MD ★
O. Fred Miller III, MD ★
Franziska Ringpfeil, MD
Diane M. Thiboutot, MD
Victoria P. Werth, MD
Joseph A. Witkowski, MD
Jonathan T. Wolfe, MD

PENNSYLVANIA/Western
Chair

Orin M. Goldblum, MD
Vice Chairs

Nancy S. House, MD
Douglas W. Kress, MD

Edward Abell, MD
Donald J. Adler, DO
David A. Amato, DO
Arthur K. Balin, MD, PhD
John O. Barton, MD
Joseph B. Bikowski, MD
Elizabeth M. Billingsley, MD
Steven A. Binnick, MD
Dominic A. Brandy, MD
J.B. Braun, MD
David G. Brodland, MD
Guy J. Carnabuci, MD
Rebecca J. Caserio, MD
Donald R. D’Annunzio, MD
Jau-Shyong Deng, MD
Louis D. Falo, Jr., MD
Rosalie Elenitsas, MD
Patrick R. Feehan, MD
Richard G. Fried, MD, PhD
Loren S. Funt, MD
Herbert Goldschmidt, MD
Charles H. Greenbaum, MD
Thomas D. Griffin, MD
Gary Grove, PhD
Mark H. Hassel, MD
Nathan R. Howe, MD, PhD
Sharon L. Hrabovsky, MD
William D. James, MD
Bernett L. Johnson, MD
Waine C. Johnson, MD
Jacqueline M. Junkins-Hopkins, MD
Kays H. Kaidbey, MD
Albert M. Kligman, MD, PhD ◆
Caroline S. Koblenzer, MD
E. Michael Kramer, MD
Herbert M. Leavitt, MD
Stanton S. Lebouitz, MD
Jason B. Lee, MD
James J. Leyden, MD ◆
Paul R. Long, MD
Stephanie A. Mackey, MD
James G. Marks, Jr., MD

Victor J. Marks, MD
Michele S. Maroon, MD
Barbara M. Mathes, MD
Michael E. Ming, MD
Suzan Obagi, MD
Steven K. Orman, MD
Lawrence C. Parish, MD
Herbert M. Parnes, MD
Michael L. Ramsey, MD
Daniel Roling, MD
Alain H. Rook, MD
Robert L. Roschel, MD
Rudolf R. Roth, MD
Paul J. Ruschak, MD
Michael Saruk, MD
Mark P. Seraly, MD
Douglas L. Sheldon, MD
William K. Sherwin, MD
Alan R. Silverman, MD
Shobana Sood, MD
Richard L. Spielvogel, MD
John R. Stanley, MD
Lawrence M. Stokar, MD
John G. Stoner, MD
Jouni J. Uitto, MD, PhD ◆
Eugene J. Van Scott, MD ◆
David B. Vasily, MD
Guy F. Webster, MD, PhD
Ruey J. Yu, PhD, OMD ◆

RHODE ISLAND
Nomate Kpea, DO
Leslie Robinson-Bostom, MD

SOUTH CAROLINA
Chair

Linwood G. Bradford, MD
John M. Brewer, MD
A. Thomas Bundy, MD
Jim C. Chow, MD
Pierre Jaffe, MD
Carl A. Johnson, MD
Lawrence Klein, MD
Phillip L. Latham, Jr., MD
John C. Maize, MD
Oswald L. Mikell, MD
Ben M. Treen, MD ◆

SOUTH DAKOTA
Chair

James R. McGrann, MD

TENNESSEE
Chair

George P. Stricklin, MD, PhD
Vice Chairs

Michael W. Bell, MD
John Q. Binhlam, MD
Lawrence L. Bushkell, MD ★

Rex A. Amonette, MD ◆
Donald E. Clemons, MD
T. Wayne Day, MD
Dan A. Dunaway, MD
Darrel L. Ellis, MD
Melvin L. Elson, MD ◆
James P. Fields, MD
Charles S. Fulk, MD
J. Harvey Gardner, MD
Michael H. Gold, MD
Paul Googe, MD
Don C. Harting, MD
Charles I. Huddleston, MD
Larry D. Hudson, MD
Clark E. Julius, MD
Lloyd E. King, Jr., MD, PhD
Dana L. Latour, MD
Jami L. Miller, MD
Lucien C. Simpson, MD
Thomas Stasko, MD
James E. Turner, MD, PhD
George B. Winton, MD
Michael D. Zanolli, MD

TEXAS/Dallas
Chair

Lisa A. Garner, MD ★
Vice Chairs

Christine D. Brown, MD
Philip W. Giles, MD
M. Gayle Mullanax, MD
Dennis E. Newton III, MD

TEXAS/Eastern
Chair

Phillip B. Bandel, MD
Vice Chairs

Lawrence L. Anderson, MD
T. Lynn Warthan, MD

TEXAS/Houston
Chair

Ronald P. Rapini, MD
Vice Chairs

Jimmy D. Schmidt, MD ◆ ★
Jaime A. Tschen, MD
Stephen K. Tyring, MD, PhD

TEXAS/San Antonio-Austin
Chair

Charles S. Thurston, MD
Vice Chairs

Stephen D. Houston, MD ★
Jeffrey J. Meffert, MD
Gregory W. Thompson, MD

William Abramovits, MD
Daniel S. Achtman, MD
Mary Zieglschmid Adams, MD
Max F. Adler, MD
Ross A. Alexander, MD
Myra O. Barker, PhD
Matthew D. Barrows, MD
Paul R. Bergstresser, MD

Stephen L. Blum, MD
James R. Bond, Jr., MD
Michael W. Braden, MD
Forrest C. Brown, MD
Stuart M. Brown, MD
Suzanne Bruce, MD
Turner M. Caldwell III, MD
Fred F. Castrow II, MD
Jennifer Clay Cather, MD
Robert L. Chappell, Jr., MD
Debra L. Chernosky, MD
Marvin E. Chernosky, MD ◆
Justin W. Clark, MD
Stephen W. Clark
Clay J. Cockerell, MD
Jack B. Cohen, DO
Maria I. Colome-Grimmer, MD
William F. Cothern, DO
Michael H. Coverman, MD
Ponciano D. Cruz, Jr., MD
Ronald S. Davis, MD
Thomas L. Davis, MD
Elizabeth Dolan, MD
Susan E. Dozier, MD
Janet C. DuBois, MD
Madeleine Duvic, MD
Anne Epstein, MD
Rebecca L. Euwer, MD
Wayne A. Fagan, MD
R. John Fox, Jr., MD
Toni Funicella, MD
John J. Ghidoni, MD
Irma Gigli, MD
Leonard H. Goldberg, MD
William J. Grabski, MD
Brad S. Graham, MD
Ronald E. Grimwood, MD
Adelaide A. Hebert, MD
Beverly L. Held, MD
James H. Herndon, Jr., MD
Peter D. Hino, MD
Edmund R. Hobbs, MD
Richard H. Hope, MD
Karen R. Houpt, MD
F. Lester Howsden, MD
Susan M. Howsden, MD
Sylvia Hsu, MD
Mary E. Hurley, MD
Coleman Jacobson, MD ◆
Robert E. Jordon, MD
Aaron K. Joseph, MD
Lawrence M. Joseph, MD
Candace S. Kasper, MD
Charles D. Kennard, MD
Mark D. Koone, MD
Byron L. Limmer, MD
Rachel L. Limmer, MD
James D. Maberry, MD
Stephen D. Maberry, MD
David D. Madorsky, MD
Michael L. Maris, MD
Christie E. Matter-Baranski, MD
Martha L. McCollough, MD
Alan Menter, MD ◆
D. Scott Miller, MD
Angela Yen Moore, MD
Tho Q. Nguyen, MD
Jeffrey M. Niemann, MD
Jackie L. Nixon-Fulton, MD
Amit G. Pandya, MD
William T. Parsons, MD ◆
Steven D. Pedro, MD
Alden Pinnell
Susana C. Poliak, MD
Mark A. Price, MD
William M. Ramsdell, MD
Mark K. Ray, MD
Ronald J. Ressmann, MD
Joe B. Richardson, MD
Robin A. Roberts, MD
Carl B. Rountree, MD
Richard N. Rudnicki, DO
Lilly H. Schaffer, MD
Shelley Sekula-Gibbs, MD
Edward M. Shapiro, MD
Jerald L. Sklar, MD
Roy E. Spencer, MD
Cloyce L. Stetson, MD
Charles S. Stevens, MD
Allison J. Stocker, MD
R. Stan Taylor, MD
Craig F. Teller, MD
Mark D. Thieberg, MD
Bryan L. Townsend, MD
Gary L. Upton, MD
Premalatha Vindhya, MD
Patrick Walsh, MD
Bill V. Way, DO
David A. Whiting, MD
Daniel D. Witheiler, MD
John E. Wolf, Jr., MD
Jeffrey P. Young, MD

UTAH
Chair

Leonard J. Swinyer, MD
Vice Chairs

John L. Bezzant, MD
R. Ralph Bradley, MD
C. David Hansen, MD
Gerald G. Krueger, MD
Wendy L. Matis, MD

John S. Blake, MD
Anneli R. Bowen, MD
Glen M. Bowen, MD
Russell W. Eyre, MD
Warren G. Eyre, MD
Scott R. Florell, MD
Douglas Grossman, MD, PhD
Kraig K. Jenson, MD
Sancy A. Leachman, MD, PhD

Laurence J. Meyer, MD, PhD
Robert L. Orme, MD
Marta J. Petersen, MD
Douglas L. Powell, MD
Bernard J. Simbari, MD
Wallace B. Smith, MD
Wayne E. Smith, MD
Bradley K. Summers, MD
Mark B. Taylor, MD
Stephen T. Thomson, MD
Justin F. Thulin, MD
Sheryll L. Vanderhooft, MD
John J. Zone, MD

VERMONT
Chair

Paul A. Krusinski, MD
Alan N. Binnick, MD
W. Landon Dennison, Jr., MD

VIRGINIA
Chair

William S. Sawchuk, MD
Vice Chair

Evan R. Farmer, MD
Lawrence Kuo Chang, MD
Herbert S. Golomb, MD
George W. Hambrick, Jr., MD
Martin S. Horn, MD
Hazle Smith Konerding, MD
Paul H. Kravitz, MD
Russell H. Mitchell, MD
Andrew D. Montemarano, DO
David M. Pariser, MD
Jerome M. Parsons, MD
Charles F. Payne, Jr., MD
Steven M. Rotter, MD
Robert Silverman, MD
Katherine A. Treherne, MD
Charles B. Weber, DO

WASHINGTON
Chair

James L. Brazil, MD
Paul W. Becker, MD
Craig S. Birkby, MD
Joel H. Datloff, MD
Richard S. Herdener, MD
Brandith Irwin, MD
Peter B. Odland, MD
John E. Olerud, MD
James H. Petrin, MD
Joel K. Sears, MD
Karen M. Vigeland, MD
W. Phillip Werschler, MD
Dan A. Wiklund, MD

WEST VIRGINIA
Chair

Alan M. Ruben, MD

WISCONSIN
Chair

Janet A. Fairley, MD
Vice Chairs

Donald J. Miech, MD ★
Marcy Neuburg, MD
Gary S. Wood, MD

Eric R. Berg, MD
John S. Cantieri, MD
David L. Crosby, MD
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Jeffrey B. Travers, MD, PhD, Kampen-Norins
Investigator and Chair of Dermatology at Indiana
University, brought a background in organic chemistry 
to his medical studies, and began working in a lipid 
biochemistry laboratory during his first year. His experi-
ences there radically altered his initial desire to become
a small-town physician, and his recently discovered
interest in working in an academic environment led 
him to study for his PhD in pharmacology as well. Dr.
Travers’ new fascination with lipids in particular influ-
enced his choice to specialize in dermatology, as lipids
are particularly important in keratinocytes. He realized
as well that dermatology would allow him to combine 
the kind of clinical practice he desired with highly stimu-
lating work in academic medicine.

During his residency at the University of Colorado, 
Dr. Travers concomitantly spent two years as a research
fellow in the laboratory of Robert Murphy, PhD, at the
National Jewish Medical and Research Center. Dr.
Murphy studies lipid mediators, and for years has been
celebrated for his use of mass spectrometry in investigat-
ing them. “So I found myself doing mass spectrometry
work,” Dr. Travers recalls, “but I began to realize that the
kinds of questions I really wanted to ask about lipid medi-
ators—and especially about PAF—could not be answered
this way.” While working in Dr. Murphy’s lab, Dr. Travers
had made the surprising discovery that keratinocytes
express a receptor for PAF. “And I wanted to find out what
that receptor does! But,” he adds, “I needed the tools of
molecular biology to pursue these studies. And I had
never learned them. That revolution had passed me by.”

Dr. Travers first step was finding a congenial facul-
ty position at the University of Indiana. “Then I was
very fortunate in finding a position here in the lab of
David Williams, MD, a Howard Hughes investigator.” If
Dr. Travers could find funds, Dr. Williams would teach
him everything he knew about retroviruses, and about
molecular biology and the tools and techniques for
studying it. In 1975, Dr. Travers applied for a grant
from the Dermatology Foundation, and received a
three-year Career Development Award beginning in
July 1976 to study The Role of Platelet-Activating
Factor in Keratinocyte Function. He used only the ini-
tial year of his DF award, because the following year
he received one of the coveted NIH KO8 grants (their
Mentored Clinical Investigator Award).

In the years since then, Travers has fundamentally
established much of the existing knowledge initiating
our understanding of the functions and importance of
the platelet activating factor system in the skin, begin-
ning to outline its critical roles—both protective and
pathological—in both innate and adaptive immunity 
and its potential as a therapeutic target. “My DF award
was crucial to my ability to get started,” Dr. Travers
points out. Without this bridge funding, he would not
have been able to gain his formative education and the
experience and credentials enabling him to support his
research with NIH funds.

Ponciano D. Cruz, Jr., MD
Medical Editor

Where Are They Now?—DF Profiles Research Award Recipients
From Old-Fashioned Scientist to PAF Expert 

This column, written by Medical Editor Ponciano D. Cruz, chronicles the level of return on the DF’s research 
investments over the years, ie, the progress that ensures the health of our patients—and our specialty.


