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Dear Editor,
pidermolysis bullosa acquisita (EBA) is a rare chronic autoimmune
blistering disease that affects the skin and mucous membranes.1,2
Koebner’s phenomenon is encountered when the typical features of

a dermatosis are observed on a skin part previously subject to friction or
trauma. This phenomenon was reported in a variety of dermatoses.3,4

To our knowledge, this is the first reported case of EBA manifesting
with a Koebner-like phenomenon due to scratching.

A 22-year-old man presented to the Dermatology Clinic of Fırat Uni-
versity Hospital with recurrent, intensely itchy and crusting vesiculobullous
lesions with a duration of 10 years. Personal and family history revealed no
specific data. Examination revealed multiple ulcerated and crusted lesions,
erosions, tense bullous and vesicular lesions, and milia formations distrib-
uted mainly over the flexural aspects of the lower extremities. Moreover, he
had linear vesicular lesions resembling Koebner phenomenon (Figure 1).
There were no mucosal involvements. Very few lesions were present on
the trunk, hands and feet. In addition, there were dystrophic changes of
the toe and finger nails (Figure 2). Systemic examination revealed no ab-
normal findings. Routine hematological and biochemical parameters were
within normal limits. Histopathological examination of the biopsy materi-
als revealed a subepidermal blister formation. Edema and perivascular mild
chronic inflammatory infiltrations, with lymphocyte predomination were
noted on the superficial dermis. There was no eosinophilic infiltration. Di-
rect immunofluorescence (DIF) study of perilesional skin showed linear IgG
and C3 deposits at the basal membrane level. The clinical and histopatho-
logic findings were consistent with the diagnosis of EBA. 

EBA is a rare, chronic, autoimmune blistering disease that usually af-
fects middle-aged to elderly adults.1,2,5 Three clinical variants of EBA exist.
In the non-inflammatory mechanobullous form, blisters arise on a non-ery-
thematous base and heal with scar and milia formation. Nail dystrophy may
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be present in the majority of the cases. The inflam-
matory form is characterized by blisters and vesi-
cles on erythematous skin. This inflamatory
vesiculobullous eruption shows marked similarities
with bullous pemfigoid. The blisters and vesicles
may be very pruritic. In this form, scarring and
milia formations are less prominent compared to
the previous one. Typical sites are the trunk and
flexural aspects of the extremities. The blisters fre-
quently remain intact and are not enlarged with
subtle pressure. A third type clinically resembles
cicatricial pemfigoid and is characterized by promi-
nent mucosal involvement.2,6

The histology of an EBA lesion demonstrates
subepidermal blister formation. The infiltrate
within the dermis can be variable, and in some pa-

tients, it is not present. DIF examination of the per-
ilesional tissue reveals a linear deposition of IgG
and C3 at the dermoepidermal junction in most
cases. DIF using salt split skin demonstrates bind-
ing of antibodies from the sera of EBA patients to
the dermal side of the split. The main histological
differential diagnosis is bullous pemphigoid, which
is characterized by moderately dense eosinophilic
and other inflammatory cells.1,2,6,7 Our patient had
subepidermal blister with perivascular lymphocytic
infiltration without eosinophils. These findings
supported the diagnosis of EBA. The dilemma in
the diagnosis of our case was the lack of salt-split
skin study for bullous pemfigoid considered in the
differential diagnosis because of technical inade-
quacy. Our clinical clues were the presence of milia
and nail dystrophy in our patient. 

Koebners’ phenomenon was reported in a va-
riety of dermatoses.2,3 It is rare in chronic bullous
diseases.2 However, in the available literature, our
presentation is the first report of Koebner phe-
nomenon occurring in EBA patients. The exact
pathogenesis of the Koebner phenomenon remains
unknown. Although mechanical trauma like pru-
ritus as a precipitating factor of blister formation in
bullous pemphigoid was previously reported, the
exact pathogenesis is still unclear.8 Some authors
consider it as the result of different forms of epi-
dermal damage in predisposed patients, with the
induction of antigen exposure in the context of
subclinical pemphigoid followed by activation of
the corresponding autoimmune process.9-11 It is
likely that in our case the scratching secondary to
the intense pruritus may act as a trigger factor for
the development of the linear vesicular lesions.

In conclusion, we report that a Koebner phe-
nomenon-like eruption may occur in EBA. There-
fore, the differential diagnosis in patients with
Koebner phenomenon-like vesiculobullous erup-
tions should also include EBA. 

FIGURE 1: Blisters, erosions, scarring and linear vesicular lesions on the
lower extremities.

FIGURE 2: Blisters, erosions, scarring and linear vesicular lesions on the
lower extremities.
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