DERMATOLOGY CLINIC PEER REVIEWED

An elderly man with an
intensely itchy skin eruption
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Test your diagnostic skKills in our
regular dermatology quiz. What is
the cause of this erythematous,
papular eruption?

Case presentation

An 89-year-old man presents with a one-
month history of an erythematous,
papular eruption on his trunk and limbs.
He describes the itch as ‘unbearable’ and
it has been waking him at night. He has
been prescribed topical corticosteroids,
which have relieved his pruritus only
temporarily.

The patient has a history of hyperten-
sion, atrial fibrillation and hypothyroidism,
for which he takes irbesartan, apixaban,
metoprolol and thyroxine. He has been
otherwise well and does not have any other
symptoms.

On examination, erythematous papules
with a small amount of scale are observed
on the patient’s neck, trunk and limbs
(Figures 1a and b). His mucous mem-
branes appear normal. No lesions are seen
on the scrotum but he says that it is itchy.
A punch biopsy has been performed,
which showed ‘eosinophil rich dermatitis,
macroscopic features non-specific’.
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Figure 1a. The erythematous, papular eruption
(case patient).

Figure 1b. Close up view of the dense eruption
of erythematous papules on the trunk.

Differential diagnoses
Conditions to consider among the differ-
ential diagnosis include the following.

Grover’s disease
A relatively rare skin condition, Grover’s
disease (transient and/or persistent acan-
tholytic dermatosis) was first described
in 1970.! The characteristic lesions are
erythematous papules, papulovesicles and
small nodules on the trunk and proximal
limbs. The eruption is often pruritic, and
may be intensely pruritic. Men who are
middle-aged or older are most commonly
affected. The clinical course varies greatly
and it may last a few weeks to several years.?
The exact pathogenesis of Grover’s
disease is unknown but risk factors include
xerosis, actinic skin damage, underlying
skin disease (such as atopic dermatitis),
immunodeficiency and prolonged bed
rest. Common triggers include heat, sweat-
ing and exercise.’

Grover’s disease is usually a clinical
diagnosis but may be confirmed by skin
biopsy. Histologically, it is characterised
by acantholysis (breakdown of intercellu-
lar connections between epidermal cells).*

This was not the correct diagnosis for
the case patient. The distribution of his
skin eruption was more widespread than
is seen in Grover’s disease, and the histo-
pathology results (eosinophil rich, no
acantholysis) were not typical for this
condition.

Bullous pemphigoid

Bullous pemphigoid, the most common
autoimmune subepidermal blistering dis-
ease, usually affects older adults. It is gen-
erally caused by autoantibodies against
proteins at the dermal-epidermal junction,
which results in damage of the junction
and leads to tense fluid-filled bullae.” In
rare cases, and especially in younger
patients, bullous pemphigoid may be
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induced by medications - these include
(but are not limited to) diuretics, anti-
biotics, NSAIDs and diabetes medications,
specifically dipeptidyl peptidase 4 inhib-
itors, alpha-glucosidase inhibitors and
meglitinides as well as sulfonylureas and
nonsulfonylureas.®’

Bullous pemphigoid typically begins
as a nonspecific urticarial, papular or
eczematous eruption with associated
pruritus. About 20% of patients present
in this prodromal phase, when making a
clinical diagnosis is most difficult.* Within
weeks to months, it evolves to the bullous
phase, which is characterised by tense
blisters and bullae that contain clear fluid
and sometimes blood. These eventually
rupture, leaving behind erosions and
crusts. There is an atypical variant, in
which patients may not have any bullae.’
The eruption may affect any area of the
body but is usually distributed on the
trunk, axillae and flexor aspects of the
proximal limbs.

If the typical bullae are present then
bullous pemphigoid is usually a clinical
diagnosis, but when there is doubt the diag-
nosis can be confirmed by biopsy.
At least two samples should be taken: one
for hematoxylin and eosin staining and
another at the perilesional skin for direct
immunofluorescence, which is the gold
standard test for immunobullous disease.
Histopathological characteristics include
subepidermal splitting; direct immuno-
fluorescence highlights IgG and C3 auto-
antibodies against the basement membrane
zone."

Although the case patient was in the
usual age group for bullous pemphigoid,
this was not the correct diagnosis. His
skin eruption had remained static over
one month and he had not developed
bullae. Also, results of the histopathology
did not show subepidermal splitting and
showed more eosinophils than would be
expected in this condition.

Prurigo nodularis

Prurigo nodularis (nodular prurigo) is a
chronic skin disorder characterised by
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persistent, intense pruritus. It usually
presents as well-circumscribed, firm
papules and nodules. The severity can
vary - patients may have a few lesions, or
hundreds, of varying sizes. There is also
variation in colour: lesions are typically
flesh- or pink-coloured in fairer skin types
and brown or black in darker skin types.
Excoriations may be present due to
chronic scratching.

Prurigo nodularis can occur in any
location but is most common on the trunk
and limbs in a symmetrical distribution."
Both genders and all age groups can be
affected.

The aetiology of prurigo nodularis is
poorly understood but it is thought to be
associated with the itch-scratch cycle. It
has been shown to be associated with
underlying chronic dermatoses (such as
atopic dermatitis), internal diseases and
various drugs (such as opioids, antimalarial
medications and cancer treatments).'>!?

Prurigo nodularis is usually a clinical
diagnosis. If biopsy is performed, skin
histopathology may show irregular epi-
dermal hyperplasia and hyperkeratosis."
Investigations to rule out other causes and
underlying systemic diseases by a ‘pruritus
screen’ are recommended for patients with
chronic itch. This may include a combi-
nation of blood tests: full blood count;
liver function test; electrolytes, urea and
creatinine; calcium, magnesium and
phosphate; thyroid stimulating hormone
and parathyroid hormone levels; HIV test;
hepatitis B and C; iron studies; erythro-
cyte sedimentation rate; protein electro-
phoresis or paraprotein typing; and assays
for light chains. Investigations may also
involve urine and stool tests (e.g. micros-
copy and culture, including tests for ova,
cysts and parasites) as well as directed
radiographic tests and, where appropriate,
a workup for malignancy.”

Prurigo nodularis is not the correct
diagnosis for the case patient, whose pap-
ular lesions appeared erythematous and
were not firm to touch. In addition, his
skin eruption was more widespread than
is typical for this condition.
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Scabies

This is the correct diagnosis. Scabies is a
contagious disease caused by parasitic infes-
tation of the Sarcoptes scabiei var. hominis
mite within the skin. The mite burrows in
the stratum corneum layer of the epidermis,
where itlays eggs that hatch into larvae and
mature into adults in around three weeks.'®
Scabies is usually transmitted through skin-
to-skin contact. Transmission via fomites,
such as clothing or bedding, is rare.

In 2017, the WHO declared scabies a
neglected tropical disease.” Worldwide, at
least 200 million people suffer from the
disease at any one time, mostly in develop-
ing countries, and particularly in low-
resource and low-socioeconomic areas
with a high population density. Scabies is
endemic in some Aboriginal and Torres
Strait Islander communities in Australia,
with rates as high as 33% in children.”®
Unfortunately, this is associated with very
high rates of cutaneous infections such as
cellulitis and impetigo, caused by Staphy-
lococcus aureus and Streptococcus species,
which can be complicated by poststrepto-
coccal glomerulonephritis and rheumatic
heart disease. In metropolitan areas, family
outbreaks may be initiated by children
through close contact, such as in schools or
atsleepovers, and large outbreaks may occur
in residential aged care facilities.”

Scabies presents as an intensely pruritic,
widespread, symmetrical skin eruption.
These symptoms usually begin four to six
weeks after infestation. The skin lesions
vary greatly, from nodules and papules to
generalised dermatitis."

A diagnosis of scabies is usually made
on the basis of clinical findings. Pathog-
nomonic signs include mite burrows:
linear or serpiginous thread-like tracks,
commonly located on the hands (espe-
cially between the digits), wrists, inter-
triginous areas, axillae, buttocks and groin
and genital areas. Dermoscopy can be
useful for visualising burrows (Figure 2).
Adult mites and their eggs or faeces can
sometimes be directly visualised on
microscopy of skin scrapings (Figure 3).
Although rarely needed for diagnosis, a



Figure 2. A dark scabies mite at the end of a burrow on dermoscopy.
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Figure 3. A scabies mite on microscopy after extraction from a burrow.
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skin biopsy may reveal burrows or adult
mites or their eggs, larvae or faeces.
Pruritic nodules on the penis and scrotum
in males and around the areolae in females
are highly suggestive of the diagnosis.

Management
The successful eradication of scabies
requires the use of general environmental
measures combined with medical treat-
ment. The patient’s clothing, towels and
bedding — as well as those of household and
close contacts — should be washed on a hot
cycle (at least 60°C). Alternatively, these
items can be placed in a sealed plastic bag
for eight days, which allows time for any
mites and their hatched eggs to die.””
Topical and oral medical treatment
options are available for scabies eradication.
The topical treatment of choice is perme-
thrin 5% cream, which is applied from the
neck down, covering the entire skin surface,
including under the nails (using a nailbrush),
but avoiding the eyes and mucous mem-
branes.? This treatment needs to be left on
the skin for a minimum of eight hours,
usually overnight. Permethrin should be
avoided in infants younger than 2 months
of age due to the risk of percutaneous absorp-
tion — instead, guidelines recommend use
ofa5to 7% sulfur preparation in soft white
paraffin, applied topically once daily for
three days.?*** Second-line topical options

include benzyl benzoate 25%, crotamiton
10% cream and sulfur 5 to 10% ointment.?*
In situations where adherence may be an
issue, oral treatment with ivermectin
200mcg/kg (generally 12mg in adults) taken
with food may be preferred. For both oral
and topical treatment, a second dose must
be given in seven days to treat any mites that
might have hatched from eggs.?’

It is important to explain to the patient
that pruritus may last for several weeks
after successful treatment. Topical perme-
thrin is very effective (with cure rates >98%
after two applications).”® Oral ivermectin
has been shown to be less effective than
permethrin, with one randomised con-
trolled trial showing that two doses of
ivermectin is as effective as a single appli-
cation of permethrin.”” However, ivermec-
tin is sometimes preferred because it is
more practical in some settings. Common
reasons for treatment failure include not
applying the topical treatment correctly,
not repeating the treatment in seven days,
not treating close contacts simultaneously
and not following general measures for
scabies eradication.?®

Importantly, all close contacts of the
patient should also have eradication
therapy, regardless of symptoms, because
it takes four to six weeks after infestation
for symptoms to develop.” For outbreaks
in residential aged care facilities, all

residents and close contacts of the patient
require treatment, and quarantine
measures should be placed.

Outcome

The case patient was diagnosed with
scabies. The clinical presentation of an
intensely pruritic, widespread, erythema-
tous papular eruption was consistent with
features of scabies and dermoscopic exam-
ination of lesions revealed typical burrows
of the scabies mite. The patient lived with
his wife and was visited by their daughter
daily, and all three required eradication
therapy (two doses of oral ivermectin,
seven days apart). The need for general
environmental measures was explained
carefully and written instructions were
provided.

At a two-week follow-up visit, the
patient and his family had completed med-
ical therapy (two doses of oral ivermectin
each) and strictly adhered with the instruc-
tions given. His skin eruption and associ-
ated pruritus had improved considerably.
He was advised that it is not uncommon
for the itch to last several weeks. MT
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