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Sir, � udarabin. Some days prior to consultation she had applied
Ketoprofen is a non-steroidal anti-in� ammatory drug, ketoprofen gel (Ketum) on her knees on two occasions to
belonging to the group of arylpropionic derivatives, which is relieve arthralgia. Within a matter of hours she developed
widely used per os and by cutaneous application as a 2.5% pruritic, well-demarcated, erythematous lesions over both
gel. Side-eVects after oral administration mainly relate to the knees, which later became studded with vesicles and small
gastrointestinal tract and aVect up to 15.3% of patients (1). bullae (Fig. 1). On examination an additional erythematous
Cutaneous side-eVects secondary to local application are much lesion was found on the thigh. The mucous membranes were
rarer, with an estimated frequency ranging from 0.008% to unaVected. The vesicles and bullae subsided as a result of local
0.023% (2), depending on the commercial preparation. These steroid treatment but the erythema persisted on the knees for
consist mainly of contact dermatitis (3–6) and photocontact the next 10 days. Histologic examination of a skin lesion
dermatitis (7–9), which may be persistent (10). We present showed a moderately acanthotic epidermis. Several deeply-
herein a patient who developed a vesiculobullous dermatosis seated intraepidermal vesicles were found, whose � oor con-
at the site of application of ketoprofen, with histologic and sisted of a single row of basal keratinocytes. The vesicles were
immunopathologic features of autoimmune pemphigus. As far occasionally coalescing into small blisters and contained many
as we know, contact pemphigus has never been reported before eosinophils (Fig. 2). The underlying dermis contained a mild
with ketoprofen. in� ammatory in� ltrate composed of lymphocytes and eosino-

phils. Direct immuno� uorescence performed twice on perile-
CASE REPORT sional skin (at the initial consultation and 10 days later)

showed deposits of IgG and C3 on the surface of epidermalA 65-year-old Caucasian woman had been suVering from
keratinocytes, i.e. an aspect of autoimmune pemphigus.Waldenström’s macroglobulinemia and was treated with

Fig. 2. Suprabasal intraepidermal clefting containing many eosino-Fig. 1. Well-demarcated erythematous lesion of the knee studded with
vesicles and small bullae. phils. Original magni� cation ´ 250.
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Indirect immuno� uorescence performed on two epithelial sub- ( localized) pemphigus, and raises the possibility that cases of
diVuse pemphigus could theoretically be induced by thisstrates (monkey esophagus and rabbit lip) and immunoblotting

were negative. The patient was lost to follow-up and patch drug after application to areas showing higher absorption of
the drug (such as the back and arms) (17), or after systemictests could not be performed.
administration in previously sensitized patients. We therefore
believe that a meticulous history of drug usage should beDISCUSSION
taken before prescribing local or systemic ketoprofen.

Pemphigus encompasses a group of autoimmune diseases
showing histologic intraepidermal clefting due to acantholysis,
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