DERMATOLOGY CLINIC PEER REVIEWED

An itchy rash on the face and
upper limbs
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Test your diagnostic skKills in our
regular dermatology quiz. What is
this itchy rash and how should it
be managed?

Case presentation

A 24-year-old woman presents with an
intensely itchy rash on her face, hands and
elbows (Figures 1a to d). She describes a
10-year history of the rash with intermit-
tent flares triggered by stress, environ-
mental allergens such as dust, pollens and
animal dander, and cold weather. Her
facial skin is dry and red, particularly on
the forehead and eyelids as well as the areas
around the eyes, nose and mouth. Her
hands are dry and cracked and she has
pruritic plaques in her elbow flexures. The
current flare began three weeks ago after
a period of stress at her workplace.

The patient has been applying over-
the-counter hydrocortisone cream to the
rash, with only mild temporary improve-
ment. She denies use of new cosmetic
products or skincare changes. She has been
using eyedrops available over-the-counter
(naphazoline hydrochloride) for relief of
red, congested eyes.
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Figures 1a to d. The case patient at presentation. She has
erythematous scaly patches on her face (a, top left; and b, top
right) and elbow flexures (c, bottom left), as well as fissured, dry
skin on the dorsal hands with excoriations (d, bottom right).
Images published with patient consent.

The patient is in otherwise good health
but has suffered low mood because of
her chronic skin problems. She has a his-
tory of childhood asthma and develops
seasonal hay fever.

On examination, ill-defined erythe-
matous scaly patches are observed on the
patient’s forehead, eyelids and periocular,
perioral and perinasal areas. The rash
consists of rough, dry plaques with over-
lying fine scale; there is no sparing around
the lips. The eyelids are oedematous and
lichenified from chronic scratching. No
pustules, comedones, or telangiectasia are
seen on the face. The flexural aspects of
both elbows show similar erythematous
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scaly plaques and the dorsal hands both
have fissured, dry eczematous skin with
excoriations.

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

Seborrhoeic dermatitis

Seborrhoeic dermatitis is a chronic inflam-
matory skin condition affecting areas rich
in sebaceous glands. Afflicting about 1 to
4% of the general Australian population
(pooled global prevalence of about 4.4%),
it has a bimodal age distribution with
peaks in infancy and in early adulthood.*?

JULY 2025, VOLUME 26, NUMBER 7 39



DERMATOLOGY CLINIC continued I

Seborrhoeic dermatitis is more common
in men than women and tends to be more
severe in cold, dry climates and in individ-
uals who are immunosuppressed, such as
patients with HIV infection or Parkinson’s
disease."”

The cause of seborrhoeic dermatitis is
multifactorial but an inflammatory reac-
tion to proliferation of Malassezia yeasts
on the skin is thought to play a central
role.”’ A genetic predisposition, impaired
skin barrier and environmental factors (e.g.
stress) are contributing factors.?

Seborrhoeic dermatitis typically pre-
sents as erythematous patches with greasy
scaling.! Adults develop poorly defined,
scaly plaques on the scalp, face (hairline,
eyebrows, eyelids, nasolabial folds, ears)
and upper trunk.> The rash may be mildly
itchy or asymptomatic. In infants, thick
yellow greasy scale on the scalp (cradle cap)
is common.

Seborrhoeic dermatitis is generally
diagnosed clinically on the basis of its
characteristic appearance and distribution.
Dermoscopy may show dilated vessels with
yellowish scale. A biopsy will show spong-
iosis with superficial perivascular inflam-
mation, but is rarely needed.>*

For the case patient, the facial location
of her rash (especially eyebrow and peri-
nasal areas) may have been suggestive of
seborrhoeic dermatitis, but the cubital fossa
and hand are atypicallocations. In addition,
the lesions were intensely pruritic and the
rash was dry and lichenified (rather than
greasy) — these features were more consist-
ent with a different diagnosis.

Psoriasis
Psoriasis, a chronic immune-mediated
inflammatory dermatosis, affects about 2
to 3% of the world’s population.>® In some
Northern European populations its prev-
alence is higher (up to 8 to 11%).> Onset
can occur at any age, but there are two
incidence peaks: one in young adulthood
(second to third decade) and another in
middle age (fifth to sixth decade).®
Psoriasis has a strong genetic predispo-
sition and is associated with certain HLA
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genes. It is an autoimmune-related condi-
tion involving dysregulation of the IL-23/
Th17 axis, leading to keratinocyte hyper-
proliferation and chronic inflammation.”
Environmental triggers include streptococ-
calinfection (especially for guttate psoriasis),
trauma (Koebner phenomenon), stress,
certain medications (lithium, interferon,
beta blockers, antimalarials; rapid tapering
of prednisone and NSAIDs). Cold weather
can also precipitate or worsen psoriasis.”®

The classic lesions of psoriasis are
well-demarcated, erythematous plaques
with overlying silvery scale. They often
occur on extensor surfaces, such as elbows
and knees, as well as the scalp and sacral
area.” Pinpoint bleeding when scale is
removed (Auspitz sign) is a characteristic
finding. Psoriatic plaques can be asymp-
tomatic or mildly pruritic. Patients may
develop nail changes (pitting, onycholysis)
and, in some cases, psoriatic arthritis.>'’

The diagnosis of psoriasis is usually
clinical, based on the appearance and
distribution of lesions. A skin biopsy can
confirm psoriasis if the presentation is
atypical; histological features include
acanthosis with parakeratosis, neutrophils
in the stratum corneum (Munro micro-
abscesses) and thinning of suprapapillary
dermis with dilated blood vessels."

The patient’s lesions were not the classic
well-demarcated thick plaques of psoriasis
and lacked silvery scale. Instead, her rash
was diffuse, poorly defined and markedly
pruritic, and there was a predilection for
flexures rather than extensor surfaces.
These differences make psoriasis unlikely
in this scenario.

Cutaneous lupus erythematosus

Cutaneous lupus erythematosus (CLE)
refers to a group of autoimmune skin dis-
orders that can present with or without
systemic involvement. There are several
subtypes, including acute, subacute and
chronic.'”" These conditions primarily
affect sun-exposed sites and can cause scar-
ring, dyspigmentation and skin atrophy.
The incidence of CLE varies globally, but it
is more common in women and people of
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African, Hispanic and Asian descent.? CLE
can occur atany age, but it typically presents
in the second to fourth decades of life. Up
t0 25% of CLE cases may be associated with
systemic lupus erythematosus.'?

Key contributors to the pathogenesis of
CLE include genetic predisposition (certain
HLA haplotypes and mutations in comple-
ment genes), environmental triggers (such
as exposure to ultraviolet light), immune
dysregulation (increased interferon activity
and autoantibodies, e.g. anti-Ro/SSA,
anti-La/SSB in subacute CLE) and medi-
cations (hydrochlorothiazide, terbinafine,
TNF-a inhibitors and proton pump
inhibitors). Hormones such as vestigial-like
family member 3, a transcriptional cofactor
thatis more highly expressed in female skin,
have also been implicated in promoting
autoimmune risk by upregulating pro-
inflammatory genes and type I interferon
pathways."

The typical presentation of CLE depends
on the subtype. Acute CLE presents as a
malar (butterfly) rash characterised by
erythema across the cheeks and nasal
bridge, sparing the nasolabial folds.”
Subacute CLE presents as annular or
papulosquamous erythematous plaques on
sun-exposed areas with postinflammatory
dyspigmentation; it is strongly associated
with anti-Ro/SSA autoantibodies and
photosensitivity.>"* Discoid lupus erythe-
matosus, which is the most common form
of chronic CLE, presents as well-demarcated
erythematous plaques with follicular plug-
ging, scarring and dyspigmentation."

CLE is a clinical diagnosis supported by
serology (antinuclear antibody [ANA] and
extractable nuclear antigen [ENA] testing) as
well as histopathology and direct immuno-
fluorescence examination of skin biopsy,
if required. Histological features include
interface dermatitis with vacuolar degen-
eration of the basal layer, perivascular and
periadnexal lymphocytic infiltrates and
dermal mucin deposition.'?

For the case patient, the distribution
of her rash on the face and arms with
erythema and scaling were consistent
with CLE, but pruritus and flexural



involvement are not characteristic of this
condition. In addition, her absence of
photosensitivity or systemic symptoms
made CLE less likely.

Allergic contact dermatitis

Allergic contact dermatitis is a common
eczematous skin inflammation, resulting
from a delayed type IV hypersensitivity
reaction to an external allergen. Sensitisa-
tion occurs on first exposure when allergen-
specific T cells are activated; subsequent
exposure elicitsa T cell-mediated immune
response causing skin inflammation at the
site of contact within 24 to 72 hours.'*"
A 2019 systematic review reported that
approximately 20% of people have at least
one contact allergy on patch testing.”®

Worldwide, the most common cause
of allergic contact dermatitis is nickel.
Other causes include fragrances, preserv-
atives, dyes, rubber additives and plant
resins.' It is more frequently seen in
women than men, which is likely due to
greater exposure to cosmetic allergens and
jewellery metals. The condition is associ-
ated with certain occupational exposures,
such as hairdressing (dye allergy) and
healthcare work (latex or glove chemical
allergy).

Allergic contact dermatitis can present
acutely as well-demarcated erythema,
oedema and intensely pruritic vesicles or
bullae on the site of contact. Over days it
may weep and then crust. With chronic or
repeated exposure, lesions can become
lichenified, dry and fissured, resembling
chronic eczema." The distribution usually
corresponds to the site where the allergen
came into contact with the skin; however,
in severe cases it may spread further.'®

Diagnosis is based on clinical suspicion
and supported by the morphologyand dis-
tribution of the rash. Lesions often have
sharply defined borders that reflect the
shape or area of exposure, and a detailed
history can provide essential clues. Patch
testing remains the gold standard for con-
firming the diagnosis.”

An eczematous rash on the face or
hands caused by allergic contact dermatitis

typically correlates with a specific expo-
sure. The case patient reported using
eyedrops that contained benzylalkonium
chloride, which were suspected to be
contributing to her presentation, but the
widespread nature and endogenous
pattern (widespread facial involvement,
hands and cubital fossa) suggested an
underlying dermatosis.

Atopic dermatitis
This is the correct diagnosis. Atopic derma-
titis (also known as eczema or atopic eczema)
is a chronic, relapsing inflammatory skin
disease. The term ‘atopic’ reflects the ten-
dency for patients to have IgE-mediated
allergies or other atopic conditions such as
asthma or allergic rhinitis.”

Atopic dermatitis is one of the most
common skin disorders, with onset usually
being in the first five years of life.”! It affects
up to 15 to 20% of children and about 7 to
10% of adults globally.?** Many children
experience improvement by adolescence
but a significant number continue to have
lifelong or recurring disease.” Onset can
also occur in adulthood.

Clinically, atopic dermatitis lesions are
erythematous, ill-defined, scaly patches
or plaques that can be acute (wet and vesic-
ular) or chronic (dry, lichenified, thickened
from scratching).” Pruritus is a hallmark
symptom, driving the scratching that exac-
erbates the rash.

The typical morphology and distribu-
tion of the condition varies with age.?*

o Infants (birth to 2 years): Dermatitis
often affects the cheeks and face,
scalp and extensor surfaces of the
limbs. It may be weepy and vesicular.
The diaper area is usually spared
(due to moisture retention).

o Children (2 to 12 years): Dermatitis
tends to become more flexural,
affecting the antecubital and
popliteal fossae, neck, wrists, ankles
and feet. Lesions are often dry,
lichenified and excoriated from
chronic scratching.

o Adolescents and adults (>12 years):
Dermatitis may remain localised to
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flexures but often involves the hands,

eyelids and periorificial areas of the

face and can become more generalised.

Chronic hand dermatitis is common

in adults because of frequent exposure

to irritants across an impaired skin
barrier. Nummular (coin-shaped)
lesions may also be seen.

The Eczema Area and Severity Index
(EASI) is a validated scoring system used
to evaluate the extent and severity of atopic
dermatitis, with scores ranging from 0
(no disease) to 72 (extensive and severe
disease).”” The EASI is widely used in both
research settings and clinical practice to
monitor disease progression and treat-
ment response.

Atopic dermatitis arises from an inter-
play of genetic predisposition, epidermal
barrier disruption, immune system dysreg-
ulation and environmental factors. Loss-
of-function mutations in the filaggrin gene,
which encodes a protein that is crucial for
skin barrier integrity and hydration, are
common in patients with atopic dermatitis
and the strongest known genetic risk factor
for the condition.?**” Immunologically,
atopic dermatitis is characterised by an
overactive T helper 2 (Th2) response in
acute lesions. There is also involvement of
the Th17 and Th22 pathways, especially in
chronic disease or adult AD. Thisimmune
dysregulation leads to inflammation and
itch, and the itch—scratch cycle then causes
further damage to the skin barrier.?®

Environmental factors play a significant
role in triggering flares. Common triggers
include harsh soaps and detergents, low
humidity (especially dry cold weather),
overheating and sweating, rough wool fab-
rics, psychological stress and airborne
allergens (e.g. dust mite, pollens). Many
patients notice flares with viral infections.
Food allergy is primarily a trigger in infants
with severe eczema, but occurs occasionally
in older patients.* Microbial colonisation
is another factor: Staphylococcus aureus
colonises the skin of most patients with
atopic dermatitis and can exacerbate
inflammation by secreting toxins (super-
antigens) and inducing infection.”®
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TOPICAL CORTICOSTEROIDS FOR
ATOPIC DERMATITIS

Mild

¢ Desonide 0.05%

e Hydrocortisone 0.5%, 1%

¢ Hydrocortisone acetate 0.5, 1%

Moderate

* Betamethasone valerate 0.02%, 0.05%
¢ Clobetasone butyrate 0.05%

* Methylprednisolone aceponate 0.1%

e Triamcinolone acetonide 0.02%

Potent

* Betamethasone dipropionate 0.05%
* Betamethasone valerate 0.1%

* Mometasone furoate 0.1%

Very potent

¢ Betamethasone dipropionate 0.05% in
optimised vehicle

¢ Clobetasol propionate 0.05%*

* Can be compounded. Also listed on PBS from May 2025.

Atopic dermatitis has a significant
impact on quality of life. Chronic itch can
lead toloss of sleep, irritability and difficulty
concentrating. A visible rash, especially on
the face, can cause psychological stress.
Atopic dermatitis is associated with higher
rates of anxiety and depression.”’

Diagnosis
Atopic dermatitis is primarily a clinical
diagnosis, which is supported by formal
criteria.*** In practice, the combination of
chronicitchy dermatitis in flexural or other
typicalsites and onset in childhood is usually
sufficient for diagnosis. A skin biopsyis not
usually needed when the clinical picture is
classic but may be performed if the pres-
entation is atypical or other diagnoses need
to be excluded. The histopathological fea-
tures of eczema are nonspecific and include
spongiotic dermatitis (intercellular oedema
in the epidermis) with a mixed inflamma-
tory infiltrate. In chronic lesions there is
acanthosis (epidermal thickening).*
Investigations for specific allergies (e.g.
radioallergosorbent tests, skin-prick tests)
can be undertaken if a food trigger is
strongly suspected. These are mainly used
in infants with severe eczema.
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Management

Management of atopic dermatitis requires
a multifaceted approach. The goals are to
reduce symptoms (itch, rash), prevent flares
and treat any complications, such as infec-
tion. A stepped approach tailored to disease
severityis recommended, as outlined in the
Australian guidelines.” By adhering to
these management principles, most patients
with atopic dermatitis can achieve good
control of their disease. Referral to a der-
matologist orimmunologist is indicated for
patients who are not responding to treat-
ment, have frequent infections or are being
considered for advanced therapies.

General skin care and trigger
avoidance

General skin care for patients with atopic
dermatitis includes application of moistur-
iser at least twice daily. Patients should
select personal care products that do not
contain fragrances or dyes. To avoid skin
drying and irritation, baths and showers
should be warm (not hot) and of short
duration (five to 10 minutes).

Topical anti-inflammatory therapy

Topical corticosteroids are the first-line
pharmacological therapy for active flares of
atopic dermatitis, and the potency of the
corticosteroid should be tailored to disease
severity and site.™>* Topical corticosteroids
used to treat atopic dermatitis are listed in
the Box. For the face and intertriginous
areas, low-potency corticosteroids are pre-
ferred because of the risk of skin atrophy;
for areas with thicker skin, such as the limbs
and trunk, medium-to-high potency corti-
costeroids can be used. Topical corticoster-
oidsare typically applied once or twice daily
during flares as a short course (e.g. one to
two weeks of regular use) until lesions
improve, then tapered off. Patients should
be educated about the different potencies of
topical corticosteroid products and their
appropriate use - it is important that they
understand which product is suitable for
different body sites and avoid high-potency
corticosteroids on sensitive areas such as the
face, groin and axillae. Patients should also
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be instructed on use of the fingertip unit to
measure the quantity of cream or ointment
to apply (one fingertip unit covers about 2%
of body surface area).””

Topical calcineurin inhibitors are
corticosteroid-sparing agents that are par-
ticularly useful for treating delicate sites,
such as the eyelids, face, neck and skin-
folds.* These agents reduce inflammation
by inhibiting T-cell activation without the
side effects of topical corticosteroids and
can be used for long-term maintenance
treatment. Pimecrolimus 1% cream is listed
on the PBS for the treatment of atopic der-
matitis. Topical tacrolimus is not listed on
the PBS and currently requires compound-
ing asa 0.03% or 0.1% ointment.

Crisaborole 2% ointment, a topical
phosphodiesterase-4 inhibitor, has been
approved by the TGA for treatment of mild-
to-moderate atopic dermatitis in patients
aged 2 years and older. It is less frequently
used in Australia because of costand access
issues but may be considered as another
nonsteroidal anti-inflammatory treatment
option.*

Adjunctive therapies

Adjunctive therapies for acute flares of
atopic dermatitis include bleach baths,
which help to reduce bacterial colonisation
and the risk of secondary infection. These
are typically prepared to achieve a concen-
tration 0f 0.005% sodium hypochlorite (e.g.
halfa cup of household bleach in a full tub
of bathwater for adults). Wet dressings are
used for enhancing the effect of topical cor-
ticosteroids or emollients; they also cool
inflamed skin, reduce pruritus and serve
as a protective barrier against scratching.

Antihistamines (e.g. cetirizine, lorata-
dine) may provide some benefit for improv-
ing itch.’* However, they have limited
efficacy because the itch caused directly by
eczema is not histamine-mediated and so
benefit is limited.

If there are signs of bacterial infection
(e.g. pustules, honey-coloured crusts or
cellulitis), a short course of systemic
antibiotics active against S. aureus (such
as flucloxacillin or cephalexin) is indicated.



In milder infection, topical antibiotics
(e.g. mupirocin ointment) can be used on
localised areas.*

Phototherapy helps reduce inflammation
and can improve skin barrier function.”
For patients with atopic dermatitis, narrow-
band ultraviolet B phototherapy can be very
effective if topical treatments are insufficient
or widespread areas are involved.

Systemic therapies

For patients with moderate-to-severe atopic
dermatitis that is unresponsive to topical
treatments, systemic immunomodulatory
therapies may be considered. Ciclosporin
is a fast-acting traditional immunosup-
pressant approved by the TGA for up to two
years in patients with severe atopic derma-
titis and listed on the PBS.* It can signifi-
cantly reduce disease severity but carries
risks of nephrotoxicity and hypertension,
limiting long-term use. Other traditional
oral immunosuppressants, such as metho-
trexate, azathioprine and mycophenolate
mofetil, may offer corticosteroid-sparing
benefits (off-label use in atopic dermatitis);
they are effective for atopic dermatitis but
evidence supporting their efficacy is less
robust than for their use in conditions such
as psoriasis.’**’ Regular blood monitoring
is required to detect potential adverse
effects, including hepatotoxicity and
myelosuppression.

In recent years, targeted biologic ther-
apies have revolutionised atopic dermatitis
treatment. Dupilumab, a monoclonal anti-
body that inhibits interleukin IL-4 and
IL-13 signalling, was the first biologic
therapy to be approved. Clinical trials have
demonstrated that about two-thirds of
patients achieve a 75% improvement
(EASI-75) by week 16.%*"** Dupilumab is
listed on the PBS for patients aged 12 years
and older with severe disease who have
failed to respond to topical therapies.*
Dupilumab is administered via subcuta-
neous injection every two weeks and has
a favourable safety profile, with conjunc-
tivitis being the most commonly reported
adverse effect.

Another biologic therapy, lebrikizumab,

was approved by the TGA in May 2024 for
the treatment of moderate-to-severe atopic
dermatitis. Lebrikizumab targets IL-13 and
has demonstrated efficacy in clinical trials.**
It is not currently listed on the PBS.

In addition, two Janus kinase (JAK)
inhibitors are now approved for atopic der-
matitis.*® They have shown a reduction in
the severity and extent of atopic dermatitis
in as little as two weeks.** Upadacitinib is
indicated for moderate-to-severe atopic
dermatitis in adults and adolescents aged
12 years and older and is listed on the PBS
(authority required) for severe atopic
dermatitis.** Abrocitinib is indicated for
moderate-to-severe atopic dermatitis in
adults and is not currently listed on the
PBS.* JAK inhibitors carry warnings for
potential serious side effects (e.g. infection,
laboratory abnormalities, thromboembolic
risk, cardiovascular and malignancy risk),
and, therefore, careful patient selection and
monitoring are required.*

In NSW, a number of pharmacists are
participating in the dermatology phase of
the NSW Pharmacy Trial, an initiative that
allows trained pharmacists to assess and
manage patients with certain skin condi-
tions, including mild to moderate atopic
dermatitis, until 31 August 2025. Further
details about the trial, including patient
eligibility criteria and alist of participating
pharmacies, are available on the NSW
Health website (https://www.health.nsw.
gov.au/pharmaceutical/Pages/cp-
pharmacists-Information.aspx).

Outcome

The case patient’s presentation was classic
for atopic dermatitis with infection, with
acalculated EAST score of 26. A skin swab
was taken and confirmed the presence of
S. aureus. It was suspected that allergic
contact dermatitis was exacerbating the
eyelid dermatitis and so she was referred
for patch testing, which confirmed allergy
to the eyedrop preservative. She was
diagnosed with atopic dermatitis with
S. aureus infection and allergic contact
dermatitis caused by benzylalkonium
chloride.
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The patient was educated about the
conditions and the importance of trigger
avoidance. She was advised to use a soap-free
cleanser and to apply a thick, fragrance-free
moisturiser to her face and whole body twice
daily. To treat the secondary infection,
cephalexin 500mg three times daily was
initiated with mupirocin ointment three
times daily for two weeks. She was also given
instructions for preparing a dilute bleach
bath (approximately twice a week) to reduce
bacterial colonisation. She was advised to
cease using the eyedrops and to avoid
products containing benzylalkonium
chloride in the future.

The patient was prescribed hydrocorti-
sone 1% ointment for her face (twice daily
for up to two weeks) and mometasone
furoate 0.1% ointment for her elbows and
hands (once daily for one to two weeks,
then as needed). She then continued treat-
ment with pimecrolimus 1% cream on her
eyelids and perioral area, to maintain long-
term control. An oral sedating antihista-
mine (hydroxyzine 25mg at night) was
given to help break the itch-scratch cycle
and improve sleep.

At her four-week follow-up visit, the
patient’s skin had improved considerably
and the secondary infection had resolved.
However, she continued to experience
moderate-to-severe disease, particularly
affecting her face, hands and cubital fossa
dermatitis (EASI>20). She satisfied PBS
eligibility criteria for dupilumab therapy
and commenced treatment. An action plan
was developed for managing active flares.

Over the next six months, the patient’s
dermatitis remained well controlled with
only occasional mild flares, typically dur-
ing periods of stress, which have been
managed with short courses of topical
corticosteroids (two to three days) as out-
lined in her action plan. She continues to
use regular emollients and remains under
dermatologist care. MT
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