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One indication for adalimumab therapy is severe,
active Crohn’s disease when the response to treatment
with a corticosteroid and/or an immunosuppressive
agent is insufficient, the treatment is poorly tolerated or
there are medical contraindications for this form of ther-
apy [1]. Adverse reactions affecting the skin and mucous
membranes during treatment with tumor necrosis factor
(TNF) inhibitors are commonly described.

We present the case of a patient in whom severe
seborrhoeic dermatitis and a herpes zoster infection
developed while using of a TNF inhibitor due to Crohn’s
disease.

A female patient aged 22. The first skin lesions in
the form of erythematous and scaly foci located in
the armpits, the groin and the scalp, had appeared
10 months earlier, 5 months after the beginning of
treatment with adalimumab due to Crohn’s disease.
The patient had been under the constant care of a gas-
troenterologist for 5 years. Azathioprine, prednisone
and sulfasalazine had also been used without achiev-
ing any significant improvement. During the TNF in-
hibitor therapy, the skin lesions gradually increased.
In addition, in the 12" month of adalimumab use,
severe lesions in the form of blisters on an erythema-
tous base with a segmental distribution appeared on
the right thigh. The patient was diagnosed with zoster
and started on aciclovir at a dose of 5 x 800 mg/day
for 12 days; in addition, adalimumab was discontinued.
The lesions caused by herpes zoster disappeared com-
pletely, but the eruptions within the scalp, armpits and
groin exacerbated further (Figures 1, 2). Laboratory tests
showed only slightly increased leucocytosis. Other labo-
ratory tests with arthus-type reactions, general urine
test, glucose levels and imaging studies (chest X-ray, ab-
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dominal ultrasound) were normal. Colonoscopy revealed
signs of Crohn’s disease. Mycological tests (direct prepa-
ration and culture; axillary and inguinal fossae, external
acoustic ducts, scalp) were negative. Bacteriological tests
(the axillary and inguinal fossae, external acoustic ducts,
scalp) — Pseudomonas aeruginosa, Staphylococcus aure-
us. Histopathological examination (axillary fossa) — thick-
ening of the cornified layer of the epidermis, parakera-
tosis, spongiosis and slight signs of acanthosis, spinous
layer oedema. Perivascular inflammatory infiltrates and
dermal oedema. All the findings, which are consistent
with the clinical picture, indicate seborrhoeic dermatitis.
The patient was administered i.v. ceftriaxone at a dose of
2.0 g/day for 10 days and antihistamines. External treat-
ment included steroid and antibiotic therapy. When the
local symptoms improved, the patient was referred to
the Dermatology Outpatient Clinic for follow-up treat-
ment.

Tumor necrosis factor-a. (TNF-a) is a cytokine that
is at the top of the pro-inflammatory cascade [2], be-
cause of which the adverse effects of its inhibitors are
well documented. The case that we have described,
however, was the first description of severe seborrhoeic
dermatitis occurring as a complication of treatment with
TNF inhibitors recorded in the literature. Skin lesions ap-
peared as early as 5 months after the beginning of the
treatment and gradually exacerbated, and their appear-
ance was clearly associated with starting the medicine.
In the literature, there are only cases of paradoxical ap-
pearance of psoriasis and psoriasiform lesions (without
the characteristics of seborrhoeic dermatitis) in patients
treated biologically for other reasons. The mechanism of
this phenomenon is probably associated with a possible
induction of skin interferon (IFN)-a, which predisposes
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Figure 1. Eruptions in armpits and groin

Figure 2. Skin changes on the scalp before treatment

to the development of psoriatic lesions. Iborra et al. [3]
presented a 31-year-old female patient, in whom psoria-
sis appeared for the first time during the use of adali-
mumab and infliximab due to Crohn’s disease. Doyle et
al. [4] described the histopathological characteristics of
hair loss induced by TNF inhibitors in 3 patients. In all
of them, psoriasis-like signs were observed: acanthosis,
parakeratosis with neutrophilic, eosinophilic and plas-
mocytic infiltrates, as well as subcorneal pustules. These
patients had an increased amount of hair in the catagen
and telogen phases, follicular miniaturization and peri-
follicular lymphocytic infiltrates. In 2 patients, there was
an improvement after external treatment. Asarch et al.
[5] observed 2 patients in whom, during the use of, re-
spectively, adalimumab and infliximab due to psoriasis
vulgaris, lichen planus and lichenoid eruptions appeared.
Earlier, the authors, analysing literature, had recorded
11 such cases, some of which were psoriasis-like erup-
tions with histology matching that of lichen planus. It is
believed that an impaired balance between TNF-a and
INF-a is also responsible for the appearance of these
lesions. Sfikakis et al. [6] described 5 patients in whom
psoriasis vulgaris appeared for the first time during treat-
ment with TNF inhibitors (adalimumab, etanercept, inf-
liximab). Ko et al. [7] analysed the Medline and PubMed
databases in search of adverse skin reactions in the form
of psoriatic and psoriasis-like eruptions, occurring dur-
ing treatment with TNF-a inhibitors. Between 1990 and
2007, 127 such cases were recorded. They were most of-
ten caused by infliximab. The lesions appeared, on aver-
age, after 10.5 months of therapy. In 40% of the cases,
they were in the form of pustular psoriasis and in 33%
— plaque psoriasis. The most commonly observed com-
plications resulting from treatment with TNF inhibitors
include skin and soft tissue infections. In the case we
have described, zoster developed during treatment with
adalimumab. In addition, Pseudomonas aeruginosa and
Staphylococcus aureus were isolated from seborrhoeic
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dermatitis lesions. Justice et al. [8] presented a 49-year-
old female patient suffering from seronegative rheuma-
toid arthritis who developed disseminated herpes sim-
plex whilst on infliximab and pustular psoriasis during
her 8-month-long treatment with etanercept. A disturbed
immunological balance is also responsible for other ad-
verse reactions affecting the skin and mucous mem-
branes observed during biologic therapy. Posada et al. [9]
described a 54-year-old woman suffering from Crohn’s
disease for 30 years, in whom foci of vitiligo appeared
after beginning the adalimumab treatment. In some
patients, typical drug reactions are described. Marques
et al. [10] presented a case of vasculitis in the form of
Henoch-Schonlein purpura in the course of adalimumab
treatment due to Crohn’s disease. The lesions appeared
after 18 months of the treatment.

We have presented the case of a patient in whom se-
vere seborrhoeic dermatitis and a herpes zoster infection
developed during treatment with a TNF inhibitor due to
Crohn’s disease. Viral infections are well documented in
the literature, but seborrhoeic dermatitis of such severity
has been recorded for the first time.
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