
Test your diagnostic skills in our 
regular dermatology quiz. What is 
the cause of this widespread rash 
of erythematous, scaly lesions?

Case presentation
A 22-year-old university student presents 
with a three-week history of an erythema-
tous, scaly skin eruption (Figures 1a and b). 
He was systemically unwell with flu-like 
symptoms and a sore throat one week 
preceding the eruption but now recovered.

The patient recalls that the eruption 
started with a single oval plaque on his 
right upper arm. After a few days, addi-
tional lesions appeared on his upper trunk 
and the eruption then spread to the rest of 
his body, while sparing the face, palms and 
soles. He complains of only mild itch. He 
has treated the eruption with terbinafine 
hydrochloride 10 mg/g cream and beta-
methasone dipropionate 0.05% ointment, 
but there has been no improvement.

The patient has a history of anxiety, for 
which he takes paroxetine. He does not 
have a history of skin issues and denies 
any medication changes prior to the onset 
of the eruption.

On examination, erythematous, circular 
papules and plaques are observed in a 
widespread eruption that is symmetrically 
distributed over the patient’s chest, back 
and upper and lower limbs. Most of the 
plaques have an inner circular edge of scale.

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

Guttate psoriasis
Guttate psoriasis is an acute variant of 
psoriasis that is most often seen in children 
and young adults. It commonly develops 
one to three weeks after a group A strep-
tococcal (Streptococcus pyogenes) upper 
respiratory tract infection or tonsillitis.1 
Other triggers for guttate psoriasis have 
been reported, including coxsackie A 
virus infection and COVID-19.2,3 Guttate 
psoriasis often occurs in individuals with 
no prior history of psoriasis, but in some 
cases it can represent an acute flare of 
pre-existing chronic plaque psoriasis.4

Guttate psoriasis typically presents as 
numerous ‘raindrop-like’ erythematous 
papules and plaques over the trunk and 
limbs. There may be an overlying diffuse 
white-grey scale, although this can be 
subtle in early lesions. Pruritus is not 
always present.5

A diagnosis of guttate psoriasis is 
usually made clinically without a skin 
biopsy. Blood tests may be requested, 
specifically antistreptolysin O and anti-
DNase B titres, with positive serology 
indicating a recent streptococcal infec-
tion supporting a diagnosis of guttate 
psoriasis.

Around one-quarter of patients go 
on to develop chronic plaque psoriasis 
later in life.6 This risk is increased if 
guttate psoriasis persists for more than 
one year.6

For the case patient, the arrangement 
of overlying scale in an inner collarette 
pattern, rather than being diffuse over the 
lesions, was more consistent with an alter-
native diagnosis than guttate psoriasis.
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Figures 1a and b. The case patient at 
presentation, with a rash of erythematous 
papules and plaques with overlying collarette of 
scale. The lesions are evenly distributed across 
the trunk and limbs.
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Secondary syphilis
Secondary syphilis, a disseminated form 
of syphilis, is caused by Treponema pal-
lidum. Syphilis in adults is usually sexually 
transmitted.7 In Australia, syphilis par-
ticularly affects homosexual and bisexual 
men, and a recent study found that 82% of 
reported cases were men.8 However, syph-
ilis can affect people of all ages, including 
children through vertical transmission 
from mothers who have the infection.9

Secondary syphilis typically occurs two 
to 10 weeks after untreated primary syphilis, 
which may present as a painless chancre 
that appears up to three months after initial 
exposure.10 The characteristic skin mani-
festation of secondary syphilis is an erythe-
matous maculopapular eruption, which 
may involve the extremities (commonly 
affecting the palms and soles), trunk and 
mucous membranes. Systemic symptoms 
often accompany the skin signs, and include 
lymphadenopathy, fever, diffuse hair loss, 
headaches, fatigue and muscle and joint 
aches.7,10

A diagnosis of syphilis can be made 
directly by polymerase chain reaction test-
ing of a swab specimen taken from a lesion 
or by dark-field microscopy for visualising 
the white spirochete T. pallidum on a black 
background.11 Serological testing is com-
monly used – a diagnosis requires positive 
results for both nontreponemal tests (Vene-
real Disease Research Laboratories  [VDRL] 
or rapid plasma reagin [RPR]) and trepone-
mal tests (fluorescent treponemal antibody 
absorption [FTA-Abs] or T. pallidum par-
ticle agglutination [TPPA]).11

For the case patient, a diagnosis of sec-
ondary syphilis was unlikely because he 
was systemically well at presentation and 
his skin eruption spared the acral surfaces. 
He also denied any recent sexual contact 
with a new partner.

Mycosis fungoides
Mycosis fungoides is the most common 
primary cutaneous T-cell lymphoma, a form 
of non-Hodgkin lymphoma. It can affect 
any age group but the incidence increases 
significantly with age and the median age 
at diagnosis is in the mid-50s.12 The aetiology 

remains unknown, but current hypotheses 
include a role for genetic predisposition and 
environmental triggers, such as exposure to 
certain chemicals and medications.13

Mycosis fungoides is classically a slowly 
progressive disease with three separate 
stages: patch, plaque and tumour. Progres-
sion from one stage to the next is extremely 
variable and may develop over months to 
years.14 The patch stage is characterised by 
erythematous, irregular patches located on 
sun-protected areas. This progresses to the 
plaque stage, when lesions are darker in 
colour, well-demarcated, pruritic and thick-
ened. Lastly, the tumour stage is character-
ised by large, irregular cutaneous tumours 
which can be deep red to violaceous in 
colour.

The diagnosis of mycosis fungoides is 
based on both clinical and pathological 
features and can be difficult in early disease. 
Serial skin biopsies are usually required to 
establish the nature of the disease process 
over time.15 If suspected, other investiga-
tions may be required for staging – these 
include blood tests, lymph node biopsy, 
radiological imaging and bone marrow 
biopsy. 

For the case patient, the acute onset of 
the widespread papules and plaques did not 
fit with a diagnosis of mycosis fungoides.

Tinea corporis
Tinea corporis is a dermatophyte infection 
usually caused by anthropophilic species 
of dermatophytes, most commonly Tricho-
phyton rubrum and Trichophyton tonsurans, 
and, less often, by zoophilic species such as 
Microsporum canis.16 The infection spreads 
through direct contact with infected indi-
viduals, animals or contaminated objects. 
It is more prevalent in warm, humid 
climates.17

Tinea corporis is also known as ‘ring-
worm’, a misnomer that describes how 
the annular lesions often spread centrif-
ugally and form a central clearing with a 
raised, active, scaly border (‘ring’) on the 
leading edge.18 Typical lesions are well-
demarcated patches or plaques that are 
mildly erythematous, annular and scaly 
with associated mild pruritus. The lesions 

may be distributed anywhere but usually 
exclude the scalp, palms and soles.

The diagnosis of tinea corporis is typi-
cally clinical, based on the characteristic 
appearance of the lesions. Confirmatory 
tests include microscopic examination of 
skin scrapings treated with potassium 
hydroxide to reveal dermatophyte hyphae 
as linear and/or branching structures; 
fungal culture can be used to identify the 
causative organism.19 Skin biopsy reveals 
foci of parakeratosis with epidermal acan-
thosis, spongiosis and neutrophils in the 
upper epidermis, and oedema and chronic 
inflammatory changes in the dermis.20

Although the initial oval plaque for the 
case patient may have been mistaken for 
tinea corporis, this was not the correct 
diagnosis as the subsequent lesions did 
not have a central clearing.

Pityriasis rosea
This is the correct diagnosis. Pityriasis rosea 
is a relatively common acute disease that 
mainly affects children and young adults. 
The aetiology is still unknown, but sug-
gested causes have included viral and bac-
terial infections, as well as noninfective 
factors such as medications, vaccines, atopy 
and autoimmunity.21 Recent speculation 
has centred on the reactivation of a latent 
virus, in particular human herpesviruses 6 
and 7.22 Up to 69% of patients have systemic 
symptoms such as fever, malaise, cough and 
sore throat for a few days before the herald 
patch appears.23 However, this prodromal 
illness usually subsides at the onset of the 
eruption.

The first skin manifestation is usually 
the appearance of a herald patch, which is 
a sharply defined, erythematous, round or 
oval plaque, between 2 and 10 cm in size, 
with a peripheral collarette of scale. A few 
days or weeks later, the secondary rash 
appears with lesions that are sharply 
demarcated, pink, oval papules and plaques 
covered by a fine scale. The scale often lags 
behind the leading edge like a peripheral 
collarette with central clearing, which is 
known as the ‘trailing’ or ‘hanging curtain’ 
sign.24 This eruption typically affects the 
trunk, upper arms and upper thighs and 
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is often described as forming a ‘Christmas 
tree-like’ pattern on the upper chest and 
back as it follows the relaxed skin tension 
lines. Pruritus is variable and, if present, 
usually mild and tolerable.25

Pityriasis rosea is usually a clinical 
diagnosis. A skin biopsy is not generally 
required but, if performed, will reveal 
nonspecific histopathological features. 
These consist of focal parakeratosis in the 
epidermis, with variable spongiosis, mild 
acanthosis and a thinned granular layer.25 
Features in the dermis include extrava-
sated red blood cells and a perivascular 
infiltrate of lymphocytes and eosinophils. 
In around 55% of cases, dyskeratotic 
degeneration of epidermal cells is seen.26

Management
Pityriasis rosea is a self-limiting disease, 
with skin lesions usually fading after six 
to eight weeks in more than 80% of 
patients.27 Skin discolouration may persist 
for longer, especially in darker-skinned 
people. Treatment involves providing 
patients with information and reassurance 
about the self-limiting nature of the con-
dition and supportive management of 
pruritus, if present. This includes general 
skincare advice about showering (short 
duration, lukewarm water and a soap-free 
cleanser) and applying a bland emollient 
at least once daily. Medium potency topical 
corticosteroids and oral antihistamines 
may help to reduce pruritus.28,29

In extensive or persistent cases, nar-
rowband ultraviolet B phototherapy, 
administered two or three times per week, 
may be considered. Phototherapy is very 
well tolerated and may be continued until 
a significant improvement is seen on 
review.30

Although previously proposed as an 
alternative treatment option, the role of 
macrolide antibiotics remains unclear and 
they are not used in routine clinical prac-
tice.31 In severe cases, oral aciclovir 400 mg 
three to five times per day for a total of 
seven days has been shown to lead to 
improvements in symptoms and faster 
resolution of lesions.32  However, in practice, 
aciclovir is rarely used or indicated.

Outcome
The case patient was given a clinical diag-
nosis of pityriasis rosea. He was advised to 
stop using topical terbinafine and to switch 
the topical corticosteroid to methylpredni-
solone aceponate 0.1% fatty ointment daily. 
He was given skincare advice about show-
ering and use of a bland emollient once or 
twice daily. On review after six weeks, his 
eruption had almost completely faded with 
resolution of symptoms.�   MT
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