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A man in his 60s was referred to our clinic because of a well-demarcated, circular erythem-
atous plaque that had been present at the area of median sternotomy for 3 months. Physical
examination findings revealed a 20-cm–diameter plaque that consisted of multiple concen-
tric annular formations with raised erythematous margins and studded with numerous blis-
ters and pustules, some coalescing into lakes of pus (Figure 1A). Nikolsky sign was not elic-
ited, and oral, ocular, and genital mucosa involvement was absent. The patient did not report
other symptoms, and findings of the overall physical examination were normal.

Over the past 5 years, the patient’s medications consisted of metoprolol and acetyl-
salicylic acid for treatment of established ischemic heart disease. Nine months prior to being
referred to our department, he was given oral furosemide and amiloride and then under-
went median sternotomy and coronary artery bypass surgery 2 months later. Four days
after the operation, he developed a red patch at the area of the incision that was accom-
panied by mild pruritus. Over the following months, the lesion showed a marked tendency
for centrifugal extension over the chest area.

Results of routine laboratory studies, Mantoux test, chest radiography, and chest
computed tomography of the area were within the normal range. Gram stain, periodic
acid–Schiff stain, and tissue culture results were negative (Figure 1B and C).

Diagnosis
C. Linear IgA dermatosis

Discussion
A biopsy specimen showed a subepidermal bulla, prominent neu-
trophilic infiltrate arranged in a linear fashion, and evidence of der-
mal papillary microabscesses. Direct immunofluorescence (DIF)
study results demonstrated linear deposits of IgA along the base-
ment membrane without C3, IgG, or IgM antibody deposition
(Figure 2). The diagnosis of linear IgA dermatosis (LAD) was ren-
dered on the basis of clinical, histologic, and DIF findings.

Prior to the patient’s clinical admission, the lesion was treated
as a surgical wound infection, and the patient was sequentially pre-
scribed amoxicillin and clavulanic acid, doxycycline, ciprofloxacin and
clindamycin, and fluconazole as an add-on therapy, with minimal clini-
cal response. After confirmation of the diagnosis, the furosemide and

amiloride were discontinued and replaced by hydrochlorothiazide
and valsartan. He started a regimen of dapsone and achieved a short
clinical improvement followed by important clinical deterioration.

Oral colchicine and a class III topical steroid cream were admin-
istered instead of dapsone because the patient was not a candidate
for treatment with prednisone owing to severe coronary heart dis-
ease. Within 6 weeks, the patient achieved complete remission, and
the colchicine and steroid were tapered without any rebound effect.

Linear IgA dermatosis is a rare autoimmune subepidermal bul-
lous disease that may be idiopathic or acquired. Acquired LAD is
often associated with drug intake, predominantly vancomycin.1

Furosemide has also been implicated in 2 reported cases.2,3

Lesions appear within 1 month of drug initiation, and withdrawal of
the agent causes remission within several weeks. Other triggers
include systemic autoimmune diseases, infections, and malignant
neoplasms.1,4
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Figure 1. A, A crusted, focally vesiculating, well-demarcated erythematous plaque at the area of median sternotomy. B, Histopathologic examination of lesional skin
(hematoxylin-eosin). C, Histopathologic examination of lesional skin (hematoxylin-eosin).

WHAT IS YOUR DIAGNOSIS?

A. Annular pustular psoriasis

B. Bullous tinea

C. Linear IgA dermatosis

D. Acute localized exanthematous
pustulosis
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Linear IgA dermatosis is characterized by the specific binding
of IgA antibodies to the epidermal basement membrane, which
leads to complement activation and neutrophil chemotaxis with
release of proteolytic enzymes and blister formation.5 Clinically,
considerable variation exists regarding age at disease onset, clini-
cal morphology, and mucosal involvement.1,5 Typical cutaneous
manifestations include tense arciform bullae in a cluster-of-jewels
configuration or, less commonly, grouped papulovesicles.5,6

Atypical lesions owing to Koebner phenomenon have also been
reported in areas where adhesives were previously applied.7,8

This patient developed a lesion on the median sternotomy scar,
which was highly suggestive of koebnerization. Although isomor-
phic response on operation scars has been described in other
bullous dermatoses, to our knowledge, only 1 case has been
described in LAD.8

The histopathologic features are represented by the presence
of subepidermal bullae with neutrophil-predominant infiltrate at
the dermal-epidermal junction, which are characteristically
arranged in a linear array.1,9 The criterion standard for establishing
an LAD diagnosis is DIF revealing linear IgA antibody deposition
along the basement membrane.5

Treatment modalities vary with the degree of involvement and
identification of inciting factors.9 Drug-induced LAD is usually self-
limiting and gradually resolves after discontinuation of the caus-
ative agent. Additional therapy, such as dapsone, sulfonamides,
corticosteroids, colchicine, tetracyclines, and nicotinamide, may be
required.1,6,10

A presumptive clinical diagnosis of annular pustular psoriasis
was supported by the annular lesion morphology, formation of pus-
tules, centrifugal expansion, and potential koebnerization; how-
ever, pustular psoriasis was unlikely given the DIF positivity and his-
tologic findings. Bullous tinea is a clinical mimicker, and 2 cases
have described basement membrane DIF positivity. Nevertheless,
the presence of subepidermal rather than intraepidermal bullae,
the temporal relationship with medications, and the negative peri-
odic acid–Schiff stain exclude this diagnosis. Acute localized exan-
thematous pustulosis, a rare localized variant of acute generalized
exanthematous pustulosis, may also present with multiple nonfol-
licular, sterile pustules on a background of edematous erythema in
the context of recent drug administration. Distinguishing differ-
ences are that in acute localized exanthematous pustulosis, skin
reaction occurs within a few hours, is usually accompanied by fever
and neutrophilic leukocytosis, and does not exhibit DIF reactivity.
Given the potential for koebnerization, this patient’s case empha-
sizes the importance of including LAD in the differential diagnosis
for atypical lesions with an isomorphic response.
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Figure 2. Direct immunofluorescence analysis of lesional skin showing high-
intensity linear deposition of IgA antibodies at the dermal-epidermal junction.
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