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Dyshidrosiform Linear Immunoglobulin A
Dermatosis夽
Dermatosis Inmunoglobulina A lineal
dishidrosiforme
Dyshidrosiform eruptions have a broad differential
diagnosis.1 Linear immunoglobulin (Ig) A dermatosis is
a rare, autoimmune blistering disease that can be idiopathic or drug-induced,2 and is characterized by a linear
deposit of IgA in the epidermal basement membrane.3,4 We
describe a case of linear IgA dermatosis that began as a
dyshidrosiform eruption.
A 56-year-old woman presented at the emergency room
with palmoplantar blisters and vesicles (Fig. 1) that were
very painful and itchy and had appeared 24 hours previously.
She was diagnosed with dyshidrosis. Several days later she
developed blisters on the trunk and extremities, without
mucosal involvement. A biopsy of one of the lesions was
performed. Three weeks previously the patient had been
treated for a urinary tract infection with oral fosfomycin,
and had experienced diarrhea secondary to the antibiotic
treatment. Laboratory tests, including indirect immunofluorescence analysis of antinuclear, antitransglutaminase,
anti-intercellular adhesion, and anti-basement membrane
antibodies, were normal. Histopathology revealed subepidermal blisters that contained a papillary dermal infiltrate consisting of abundant neutrophils and formed
noneosinophilic microabscesses at the tips of the papillary ridges. Direct immunofluorescence (DIF) revealed linear

Figure 1
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IgA deposition in the epidermal basement membrane, but
no deposits of IgG or C3 (Fig. 2). Based on these findings
the patient was diagnosed with linear IgA dermatosis. She
responded well to treatment with oral prednisone with no
recurrence within 6 months of stopping treatment.
While the initial appearance of palmoplantar vesicles and
blisters suggested a diagnosis of dyshidrotic eczema, the
subsequent appearance of lesions on the trunk and extremities was indicative of a blistering disease. Histopathology
and the results of the DIF led to a diagnosis of linear IgA
dermatosis.
Linear IgA dermatosis can be clinically and histologically
similar to bullous pemphigoid and dermatitis herpetiformis.3
These 3 entities are characterized by subepidermal blister
formation, an inflammatory infiltrate, and immunoglobulin
deposition in the epidermal basement membrane. They
can be distinguished by histological analysis and DIF. In
dyshidrosiform pemphigoid the inflammatory infiltrate is
composed mainly of eosinophils, and DIF shows a linear
deposition of IgG and C3.5 Cases of IgA pemphigoid involving
linear deposition of IgA and C36 have also been reported. In
dermatitis herpetiformis abundant neutrophils are observed
at the tips of the dermal papillae and DIF shows granular
deposition of IgA.5 In linear IgA dermatosis the inflammatory infiltrate is composed mainly of neutrophils, and DIF
reveals linear IgA deposition in the epidermal basement
membrane.5
It should be noted that although dyshidrosiform linear
IgA dermatosis is rare, several cases have been reported.7,8

Palmoplantar vesicles of 24 hours duration.
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Figure 2 Direct immunofluorescence showing linear and
homogeneous immunoglobulin A deposition.
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Differential Diagnosis of Dyshidrosiform Eruptions.

Infantile acropustulosis

Fixed drug eruption

Adult T-cell lymphoma
Bullous impetigo
Dyshidrosiform pemphigoid

Friction blisters
Pemphigus vulgaris
Polymorphic eruption of
pregnancy
Pustular psoriasis

Linear immunoglobulin A
dermatosis
Epidermolysis bullosa

Erythema multiforme
Hand-foot-mouth syndrome
Herpes infection

SAPHO (Synovitis, Acne,
Pustulosis, Hyperostosis,
Osteitis) syndrome
Scabies
Subcorneal pustular
dermatosis
Small vessel vasculitis

Adapted from Wollina,1 2010.

This clinical form was first described in 1988 by Barth and
coworkers,7 who reported 3 cases. Another case was later
described by Duhra and colleagues.8 All 4 cases featured palmar involvement. Dyshidrosiform linear IgA dermatosis can
be induced by drugs, most commonly vancomycin.2,9,10 While
no association between fosfomycin and linear IgA dermatosis
has been described, we cannot rule out the possibility that
fosfomycin acted as a trigger in the present case. Treatment involves the administration of dapsone, together with
corticosteroids in refractory cases.4
We have presented this case so that linear IgA dermatosis
can be included within the broad differential diagnosis of
dyshidrosiform eruptions (Table 1).1
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Allergic contact dermatitis due to
acrylates in acrylic gel nails: a report of 3
cases夽
Dermatitis alérgica de contacto a acrilatos por
uñas artificiales acrílicas: estudio de 3 casos
To the Editor:
Acrylates in artificial nails are a well-known cause of allergic
contact dermatitis (ACD).1 The recent emergence of photo-
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bonded acrylic gel nails has resulted in a growing number
of cases of ACD in both manicurists and clients.2 As the
number of beauty salons offering these new type of nails
in Spain is increasing, we might soon see an increase in the
incidence of ACD due to acrylates. We describe the case of
3 women, 2 manicurists and a client, with ACD induced by
acrylic gel nails. The clinical presentation was different for
each patient. Interestingly, 1 of the manicurists experienced
an airborne reaction to nail sanding dust.
The epidemiological data, clinical manifestations, and
patch test results are summarized in Table 1.
Patch tests were performed according to the International Contact Dermatitis Research Group criteria using the
Spanish baseline series (T.R.U.E. TEST and allergEAZE) and
an extended series of acrylates (Chemotechnique Diagnostics AB). Positive reactions were observed for 2-hydroxyethyl
methacrylate (2-HEMA) and ethylene glycol dimethacrylate

