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Vancomycin-associated linear IgA bullous dermatosis 
mimicking toxic epidermal necrolysis

Dear Sir,
Linear IgA bullous dermatosis (LABD) is an auto-immune

vesiculobullous disease with an often misleading clinical
picture. Although most reported cases are idiopathic, drug-
induced disease may rarely occur. Both forms of LABD have
indistinguishable clinical, histological, and immunofluores-
cence features. The clinical presentation is heterogeneous and
can resemble dermatitis herpetiformis, bullous pemphigoid,
cicatricial pemphigoid, pemphigus vulgaris, erythema multi-
forme, lichen planus, and rarely toxic epidermal necrolysis
(TEN). Identification of linear IgA deposition at the basement
membrane zone on direct immunofluorescence is essential
to diagnosis. We describe an exuberant case of LABD to
Vancomycin presenting as TEN.

Case report
A 67-year-old woman was transferred to our department
because of a bullous dermatosis of 3 days’ evolution. The
patient had been hospitalized in another hospital for 2 weeks
owing to pneumonia and received a 10-day course of vanco-
mycin, subsequently substituted for meropenem. Cutaneous
lesions started abruptly 3 days after stopping vancomycin,
presenting as tense bullae with a symmetric distribution on the
arms, hands (Fig. 1), breasts, back, lower legs, buttocks, and
perineum. Most of the bullae had a surrounding erythema, and
on the trunk were associated with annular maculo-papules.
There was no mucous or ocular involvement. The patient
complained of a burning sensation and denied pruritus. During
the following 72 h extensive erosions progressed (Fig. 2)
with a positive Nikolsky sign obtained at their periphery.
The patient was on chronic prednisolone (30 mg/day) owing
to rheumatoid arthritis, and besides being blind had no other
relevant medical antecedents. We diagnosed TEN. The patient
was in good general condition and the relevant laboratorial
changes were leucocytosis (19.5 g/L) with 93% neutrophils
and anemia (8.3 g/dL). Oral prednisolone and meropenem were
maintained and endovenous methylprednisolone (500 mg) was
administered. On the next day the patient had maintained a
good general condition although new lesions had occurred
and there was progression of erosions covering 40% of body
surface. Microscopic examination of the frozen section of
a blister roof showed a normal epidermis. Toxic epidermal

necrolysis was therefore excluded and linear IgA bullous
dermatosis to vancomycin seemed the probable diagnosis.
This was confirmed by direct immunofluorescence (DIF) on
perilesional skin, which revealed a linear IgA deposition at
the basement membrane zone. Histology of the lesional
skin exposed a subepidermal blister with a superficial dermal
inflammatory infiltrate composed of polymorphonuclear

Figure 1 Hand with tense bullae within erythematous plaques

Figure 2 Back showing annular maculo-papules and major 
exfoliation leaving areas of denudated skin
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neutrophils, mononuclear cells, and some interspersed
eosinophils. Prednisolone was maintained at the same dosage
and topical betametasone was initiated. Five days after
beginning the dermatosis no new lesions had developed and
the eruption had completely resolved in 2 weeks without
scarring. Meropenem was suspended on the ninth day of
dermatosis owing to the favorable pulmonary evolution.

Discussion
The interest of this case report is the unusual clinical presen-
tation suggesting TEN. Although vancomycin is the most
frequently involved agent in drug-induced LABD, this form
of presentation has been rarely reported.1–4 A similar case was
described with phenytoin,5 and there are a few reports of
idiopathic LABD mimicking Stevens–Johnson syndrome6 and
TEN.7,8 When the later is suspected the microscopic examina-
tion of the frozen section of a blister roof is helpful to confirm
full-thickness epidermal necrosis. On drug-induced disease, if
the suspected agent is interrupted a spontaneous remission of
lesions is noticed and IgA deposits will also disappear. This
evolution is not observed in the idiopathic form.

Polymorphous clinical and immunopathologic features
of this dermatosis can be partially explained by the different
target antigens identified on Western blotting, namely collagen
type VII9 and antigens of 97 kDa and 230 kDa.10

This case demonstrates the benignity of drug-induced LABD,
even in cases presenting as a severe bullous eruption.
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Cutaneous small vessel vasculitis and pulmonary 
tuberculosis: an unusual association

Cutaneous small vessel vasculitis (CSVV) may present as
“palpable” purpura, erythema, urticaria, bullae, or skin
infraction leading to ulceration. Causative factors vary.1

Mycobacterium tuberculosis is a rather uncommon etiologic
agent for CSVV. Our case report deals with the infrequent
coexistence of pulmonary tuberculosis (PT) and CSVV.2

A 39-year-old Greek man presented to our hospital
with a 3-month history of an eruption located mainly on the
legs, which began with the appearance of erythema progress-
ing to sparse palpable purpuric macules. Medical history
revealed a low-grade fever, a slight nonproductive cough and
a weight loss of 5–8 kg over the last 5 months. There was non-
associated medication use. Initial investigations showed an
erythrocyte sedimentation rate of 68 nm/h and a white cell
count of 12,650-cells /mL. Blood chemistries and urine anal-

ysis were normal. Antinuclear antibodies, anti-DNA, anti-
Sm, anti-Ro, anti-La, anticardiolipin, lupus anticoagulant,
cytoplasmic, and perinuclear antineutrophil antibodies
were all negative. C-reactive protein, cryoglobulins, and com-
plement levels were found within normal ranges. Immu-
noglobulins fraction revealed a slight elevation of IgG and
IgA. The viral serology was negative for hepatitis B, C, and
acquired human immunodeficiency virus. Chest X-rays
showed calcificated lymph nodes and a few confluent opac-
ities in the upper pulmonary segments. The skin purified pro-
tein derivative (PPD) test was positive (indurations of 14 mm)
and the Ziehl – Nielsen staining of the sputum was positive
for acid-fast bacilli. Sputum culture eventually grew
Mycobacterium tuberculosis. Skin biopsy from a recent
purpuric lesion showed perivascular polymorphonuclear
infiltration in the upper dermis with extravasation of eryth-
rocytes, fibrinoid necrosis of dermal vessels and presence of




