that CTLA-4 isinvolved in the mechanism responsible for
suppression by Tregs, at least in the LTT assay for certain
antigenic molecules. Since CTLA-4 is important in Ni-
specific T cell proliferation, Treg-antigen presenting cell
interaction could be a possible mechanism in our case.
Although the number of cases is limited in this study, our
method represents a modified LTT with improved sensiti-
vity for Ni, thus warranting further investigation. B
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Herpetiform pemphigus with anti-Dsg 1
and full-length BP180 autoantibodies

Herpetiform pemphigus (HP) has been considered an
unusua clinical variant of pemphigus. HP shows vesi-
cles arranged on the periphery of annular erythemas in a
manner similar to dermatitis herpetiformes. Histopathol og-
ically, HP is characterized by eosinophilic spongiosis in
the epidermis without apparent acantholysis. Intercellular
deposition of immunoglobulin G (1gG) is usually detected
by direct immunofluorescence (DIF) [1]. Previous authors
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haveidentified autoantibodiesagainst desmoglein 1 (Dsg 1)
or 160 kD pemphigus foliaceus (PF) antigen in the major-
ity of cases. It has been proposed that autoantibodies in
HP may recognize different epitopes from those of classi-
cal pemphigus [2]. We report a patient who was clinically
diagnosed with HP and was revealed as having anti-Dsg 1
and full-length BP180 autoantibodies.

A 42-year-old woman visited our clinic in October, 2009.
She presented pruritic eruptions on her trunk and limbs
which had started 2 years prior to her visit. The eruption
was characterized by a generalized, and partially annu-
lar, edematous erythemawith tense or erosive vesicles and
bullae of variable sizes on the periphery (figure 1A). No
abnormal lesionwasfound on her oral mucosa. Histopathol-
ogy of a biopsy specimen taken from the vesicular lesion
showed intragpidermal blistering containing eosinophils
and neutrophils. In the epidermis, both acantholysis and
eosinophilic spongiosis were also observed (figure 1B).
DIF reveaded IgG deposition in the intercellular spaces
(ICS) in the epidermis (figure 1C), but not in the basement
membrane zone (BMZ). Under indirect immunofiuores-
cence (I1F) with the patient’s sera using normal human
skin, the titer of anti-ICS 1gG autoantibodies was found
to be over 1:160, and that of anti-BMZ IgG autoantibodies
to be 1:10. IIF using 1M NaCl-split human skin (ss-11F)
showed 1gG antibodies in the epidermal side of the blister.
Immunoblotting (1B) with epidermal extract showed reac-
tivity against Dsg 1, full-length BP180, but no reactivity
against Dsg 3, BP230, envoplakin, or periplakin (figure 1D).
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Figure 1. A) Clinical appearances on the femur. Annu-
lar, edematous erythema with vesicles on its periphery is
shown. B) Histopathol ogy revealed intraepidermal blistersand
eosinophilic spongiosis. (hematoxylin-eosin, original magni-
fications: x100). C) DIF revealed 1gG deposition in the ICS
of the epidermis. D) Resactivity of serum with human epider-
mal extracts by immunoblot procedures. The representative
sera from pemphigus vulgaris (PV), paraneoplastic pemphi-
gus (PNP), bullous pemphigoid (BP) are shown in lane 1-3.
The patient serum (lane 4) shows reactivity against Dsg 1 and
full-length BP180.
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IB showed no reactivity against the recombinant protein of
NC16A or the C-terminal region of BP180. Enzyme-linked
immunosorbent assay (ELISA) showed thetiter of anti-Dsg
1 autoantibodies at 1:1620, anti-BP180 (NC16A) antibod-
iesat 1:14 (positivelevel=morethan 1.:9), and no anti-Dsg-3
autoantibodies.

With the characteristic clinical picture, we diagnosed the
patient with HP. Treatment with oral prednisolone starting
at a daily dose of 60 mg and gradually tapered to 25 mg,
the conditionwastemporarily improved. Neverthel ess, after
leaving hospital, she rapidly reduced the prednisolone to
5 mg of her own accord. After that, the eruption recurred
immediately. After re-administration from 25 mg, with
strict instructions, the condition has been well controlled.
There have been some cases presenting immunological
findings of both pemphigus and pemphigoid in the same
patient [3, 4], in which the authors suggested that the addi-
tional “secondary” autoantibodies might be derived from
the primary autoimmune bullousdisease. Thisphenomenon
was named epitope spreading (ES). ES is the sequen-
tial development of new antibodies against less accessible
regions of target autoantigens in autoimmunity [5]. Maeda
et al. [4] emphasi zed that simultaneous detection of autoan-
tibodiesin asingle patient did not necessarily represent the
concomitance of two different diseases, but rather that this
fact could point to ES. On thisbasis, we regard the BP-like
immunological findingspresented in our case asaninstance
of ES.

Tchernev er al. [6] stated that, in cases of pemphigus,
the formation of new antibodies may induce a non-typical
clinical picture and may result in early recurrence if
therapy is not maintained. Therefore, in our case, it is
possible that atypical immunological findings, possibly
interpreted as ES, may have contributed to establishing
the characteristic clinical features and tendency for early
recurrence. il
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Does treatment of metabolic syndrome
components improve psoriasis? Report of
three cases.

Psoriasis is a chronic, immune-mediated, inflammatory
skin disease with a prevaence of 2-3%. There is increas-
ing awareness that psoriasisis more than “skin deep”, with
important systemic manifestations due to systemic inflam-
mation with increased levels of inflammatory cytokines. Of
emerging importanceistherel ationship between cardiovas-
cular disease and severe psoriasis, explaining theincreased
mortality observed in psoriatic patients [1]. Recently, a
strong associ ation between increased adiposity, obesity and
psoriasis has emerged. Several studies have shown asignif-
icant association between increased BM1 and psoriasis and
arecent prospective cohort study has confirmed that obesity
precedes psoriasis, with body weight being directly associ-
ated with the risk for developing psoriasis. Furthermore, it
has been shown that weight |oss increases the responsive-
nessof psoriatic obese patientsto low doses of cyclosporine
[2]. In addition to obesity, psoriasis patients are morelikely
to have metabolic syndrome [2, 3] which comprises three
out of the following five criteria: abdominal obesity, hyper-
tension, hypertriglyceridemia, low HDL cholesterol, and
insulin resistance. Metabolic syndrome is currently con-
sidered a strong predictor of cardiovascular disease with a
twofold rise in cardiovascular events and 1.5 fold increase
in overall mortality.

We report 3 cases of patients with mild plague-type pso-
riasis, with no psoriatic arthritis, and metabolic syndrome
that improved after controlling the risk factors associated
with metabolic syndrome, in the absence of any systemic
or topical psoriatic drugs. All patients had lesions local-
ized mainly on the extremities and trunk, with a mean
PASI score of 6.1, and metabolic syndrome with diabetes
mellitustype2, hypertension, hypercholesterolemia, hyper-
triglyceridemia and obesity (BMI>30), that was under
treatment but without good control. All patients started
a strict diet, dyslipidemia was treated with atorvastatin,
hypertension was controlled with increase dosage of the
hypertensive drug and glycemic control was achieved with
increased dosages of metformin and/or the addiction of
glibenclamide. No systemic or topical psoriatic drug was
used, except emollient. Demographic, clinical and thera-
peutic data are shown in table 1. After 6 months of diet
and the new pharmacological treatment, an improvement
of psoriasis severity of at least 50% was observed, aong
with significant loss of weight and BMI (from obesity
to overweight), control of dydlipidemia, hypertension and
glycemic control (zable 1).
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