DERMATOLOGY CLINIC PEER REVIEWED

A scaly eruption unresponsive
to a topical corticosteroid
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Test your diagnostic skKills in our
regular dermatology quiz.

What has caused this scaly,
erythematous eruption?

Case presentation

A 41-year-old woman presents with an
eight-month history of very itchy, scaly
plaques on her buttocks, legs, shoulder
and hand (Figures 1a to c). She describes
an eruption that began as a single plaque
on her posterior thigh with outwardly
spreading growth. She has been applying
betamethasone dipropionate 0.05% cream,
once daily for up to four weeks at a time,
to the affected areas. She denies having
used soaps or other topical products or
medications.

The patient has a history of congenital
adrenal hyperplasia, for which she takes
prednisolone 8 mg daily, and of anxiety,
depression and migraines. She also takes
the combined hormonal contraceptive pill
(ethinylestradiol 30 mcg/levonorgestrel
150 mcg daily).

On examination, well-demarcated,
erythematous plaques with aleading edge
of scale are observed on the patient’s
buttocks and posterior thighs. Plaques are
also observed on her hand and shoulder.
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Differential diagnoses

Conditions to consider among the differ-
ential diagnoses for a patient presenting
with scaly, erythematous plaques include
the following.

Seborrhoeic dermatitis

Seborrhoeic dermatitis in adults is a
chronic relapsing form of eczema that
occursin areas of active sebaceous glands
with high sebum production, such as the
face, scalp and trunk.! It typically presents
as well-demarcated plaques that have
flaky or branny scale and may be yellow,
pink, red or brown in colour.? Seborrhoeic
dermatitis of the face is often symmetrical
and can affect the forehead, brows and
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Figures 1a to c. The case patient at presentation.
Well-demarcated, erythematous plaques

with a leading edge of scale on the buttocks
and posterior thighs (a). There is also a scaly,
erythematous plaque on the left shoulder (b)
and on the hypothenar eminence extending to
the fourth and fifth digits of the right hand (c).

nasolabial folds.! It is often mild, with little
discomfort or itch. However, the skin can
have an increased sensitivity to sun or heat
exposure or to topical products, particularly
those that contain alcohol.?

Seborrhoeic dermatitis affects an
estimated 3% of the population.>* The
pathogenesis is not fully understood, but
itisknown that an inflammatory response
is associated with overproduction of
sebum and growth of the commensal yeast
Malassezia.! The prevalence of adult
seborrhoeic dermatitis peaks in the fourth
to sixth decades of life and it is more likely
to affect men than women.>*

For the case patient, a diagnosis of
seborrhoeic dermatitis was less likely
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because the lesions were not distributed
in areas of high sebum production.
In addition, the eruption had been
unresponsive to the topical corticosteroid
cream and had worsened, whereas
seborrhoeic dermatitis would have been
expected to improve with topical cortico-
steroid therapy. Furthermore, severe itch
is not a typical feature of seborrhoeic
dermatitis.

Allergic contact dermatitis

Allergic contact dermatitis is a delayed
(typeIV) hypersensitivity reaction localised
to the site of contact with an allergen." It
typically presents as a well-demarcated,
pruritic, erythematous eruption with
vesicles, bullae or oedema.’ The margins
of the eruption correspond to the edges
of the contact area.

Common allergens include nickel,
fragrances and methylisothiazolinone (a
preservative found in many products, such
aswet wipes, cosmetics, hair shampoos and
conditioners, body washes, sunscreens and
industrial agents) as well as topical med-
ications (neomycin, bacitracin), but there
are many allergens in cosmetics and other
products that can trigger an eruption.">*
Some gender differences have been attrib-
uted to variation in exposure patterns —
for example, a predominance for nickel
contact dermatitis in women is presum-
ably due to the more frequent wearing of
jewellery:!

Allergic contact dermatitis can occur at
any age. The pathogenesis is allergen-
specific and requires an individual to have
had previous exposure to the allergen. The
allergen forms an antigen complex when
in contact with the skin, which leads to
sensitisation. Re-exposure to the allergen
elicits a delayed hypersensitivity reaction
and cutaneous eruption.>” Patch testing
is the gold standard method for diagnosis
of allergic contact dermatitis.!

For the case patient, allergic contact
dermatitis was a possibility to consider
because the distribution of lesions could
have been explained by allergic contact
dermatitis. However, four weeks of
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treatment with a topical corticosteroid
cream would have been expected to clear
the eruption, and the lack of response and
worsening made this diagnosis less likely.®
The patient was not applying substances
that contain common sensitisers. In addi-
tion, the eruption did not present with
vesicles, bullae or oedema.

Psoriasis

Psoriasis is a chronic inflammatory skin
condition with genetic predisposition that
can be triggered by environmental factors,
such as infection or stress.® The preva-
lence of psoriasis is approximately 2% in
the general population, with the majority
of patients being diagnosed before the
tifth decade of life.’

The main form of psoriasis is chronic
plaque psoriasis, which is characterised
by thick, well-demarcated plaques that
have an erythematous or salmon-pink
colour and silvery scale.' Lesions can vary
in size and distribution. Commonly
affected sites include the scalp and the
extensor surfaces of the elbows and
knees.” Less common forms may present
with varying distributions and plaque
characteristics, such as guttate, pustular
and flexural (inverse) psoriasis."'

Psoriasis predominantly affects the
skin. However, about 20% of patients have
associated psoriatic arthritis and there is
an association with systemic inflamma-
tory and autoimmune conditions.>"

The lesions were both erythematous
and scaly for the case patient, and psoriasis
was considered. However, this diagnosis
was less likely because the distribution
was not typical of psoriasis. In addition,
there was worsening of the condition with
the application of topical corticosteroids,
whereas psoriasis would have been
expected to respond to this treatment and
not worsen.

Tinea incognito

This is the correct diagnosis. Tinea incog-
nito is an iatrogenic disease that occurs
when a dermatophyte infection is treated
inappropriately with topical or systemic
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corticosteroids.”” The disease has been
observed in patients of all ages, with equal
gender distribution, and can last for
months, or longer, if not detected.'**
Common causative organisms include
Trichophyton rubrum, Trichophyton
mentagrophytes and Epidermophyton
floccosum 1617

The increasing incidence of tinea
incognito is believed to be due to the ease
of access to over the counter topical cor-
ticosteroids." The condition develops
during corticosteroid suppression of the
normal cutaneous immune response to
dermatophytes, which allows the fungal
infection to evolve.'*** Typically, tinea
incognito follows a scaly, erythematous,
pruritic eruption that has been treated
with topical corticosteroids. The irritation
and erythema initially improve but when
the corticosteroids are ceased, the eruption
returns and continues to extend and
worsen. By this stage, the eruption no
longer presents as a classic dermatophyte
infection.'>* Differences in clinical
features of tinea incognito include reduced
scale, hypopigmentation, loss of the
circular ring’ pattern and hyperactivity
at the border.">'®

The emergence of a new, highly inflam-
matory, terbinafine-resistant species of
dermatophyte, Trichophyton indotineae,
has been speculated to be the result of
inappropriate use of topical corticosteroid
and antifungal agents in combination.”
The application of combined corticoster-
oid and antifungal treatments has been
shown to exacerbate dermatophyte
growth, which is due to the predominance
of the immunosuppressive effects of the
topical corticosteroid over the antifungal
agent.”

For the case patient, the history of a
centrifugal eruption, followed by extension
of the eruption after the use of a topical
corticosteroid, supported a diagnosis of
tinea incognito. A dermatophyte infection
was identified from skin scrapings taken
from the leading edge of a scaly plaque and
fungal culture confirmed the presence of
T. rubrum.
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Diagnosis

The atypical presentation of tinea incog-
nito means diagnosis is often missed or
delayed, and a high index of clinical
suspicion is required.'* Mycological exam-
ination is very helpful in diagnosis and
should be conducted whenever tinea is
suspected. The findings may include
fungal hyphae and spores, confirming the
eruption is caused by a dermatophyte
infection."** A thorough examination of
the feet and nails should be undertaken,
since T. rubrum can also infect the nails
and may be the source of the infection.

Management

The management of tinea incognito is
similar to that of regular dermatophyte
infections, with the additional require-
ment for cessation of any topical cortico-
steroids.'® The Australian Therapeutic
Guidelines suggest that oral antifungal
therapy is appropriate for tinea that has
been inappropriately treated with a topical
corticosteroid.? For infection caused
by T. rubrum, T. mentagrophytes or E.
floccosum, treatment options (adult doses)
include:

o terbinafine 250 mg once daily for

two weeks
o fluconazole 150 mg once weekly for

six weeks
o either itraconazole (Sporanox

capsules) 100 mg once daily for

two weeks or itraconazole (Lozanoc

capsules) 50 mg once daily for

two weeks (not bioequivalent)

o griseofulvin 500 mg once daily for
eight to 12 weeks.

If there is nail involvement then a longer

course of treatment is required, usually

12 weeks but sometimes longer.

For terbinafine-resistant T. indotineae,
the treatment of choice has been identi-
fied as itraconazole 100 mg twice daily
for four to eight weeks, and for up to
12 weeks.??* Expertise from infectious
disease colleagues should be sought in
these cases.

Side effects of systemic oral antifungal
therapy include liver dysfunction, nausea,

vomiting, constipation, diarrhoea, loss of
taste and cutaneous reactions.*
Nonpharmacological measures to
manage dermatophyte infections include
the wearing of loose-fitting clothing made
of breathable material (e.g. cotton) that
keeps moisture away from the body, as
well as ensuring the skin has completely
dried after bathing or showering.””
Clinical follow up should show visible
improvements in the cutaneous eruption
and eradication of the dermatophyte.

Outcome

The case patient was diagnosed with
tinea incognito caused by T. rubrum. She
was treated with oral terbinafine 250 mg
once daily for two weeks, which did not
interact with her existing medications.
At follow up four weeks later, there was
complete clearance of the dermatophyte
infection. MT
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