
Many of the common and serious presentations  
to primary care that are related to dermatology  
are listed here. GPs need up-to-date information  
to help with initial investigation and management 
strategies, and recommendations for when to  
refer on. 

Dermatological presentations represent a large proportion 
of all general practice consultations in Australia, with 
the 2015-2016 BEACH General Practice Activity study 
finding that 17 out of 100 consultations are related to 

skin problems.1 Contact dermatitis, skin neoplasms, skin checks 
and acne were among the top five reasons for referral to a 
dermatologist.1

Autoimmune and inflammatory skin conditions
Atopic dermatitis
Atopic dermatitis, otherwise known as eczema, is one of the 
most common dermatological conditions – affecting up to 30% 
of one-year-olds in Western countries (Figure 1).2 The incidence 
declines with age, but this condition still affects about 2 to 5% 
of adults.3 Quality of life in patients with atopic dermatitis and 
their families is significantly affected, particularly their mental 
health and social functioning.4,5 The pathogenesis of atopic 
dermatitis is not yet fully understood, but involves a complex 
interplay of genetic factors, environmental triggers, skin barrier 
dysfunction and the skin microbiome.
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    KEY POINTS

• Patients with skin problems comprise 17% of general
practice consultations in Australia.

• Patients can present to primary care with skin problems
ranging from autoimmune and inflammatory conditions to
dermatological emergencies.

• Autoimmune and inflammatory problems include
dermatitis, psoriasis and acne.

• Infectious diseases such as tinea, cellulitis and scabies
are also common.

• Occasionally, patients may present with dermatological
emergencies such as Stevens-Johnson syndrome and toxic
epidermal necrolysis.

• It is important that GPs are aware how to diagnose and
manage these conditions, and know when to refer
patients.
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Nonpharmacological measures are key 
in the management of atopic dermatitis 
and should be initiated in all patients. 
Patients should use a bland emollient 
regularly and liberally. Clinicians should 
also advise patients to use soap-free 
washes, have shorter, cooler showers and 
consider bleach baths in patients with 
recurrent superficial Staphylococcus 
aureus infections.

Topical corticosteroids are the corner-
stone of therapy and should be used at 
appropriate strengths for appropriate 
sites. Weaker strengths should be used in 
areas prone to possible adverse reactions 
(the face, axillae and groin). The most 
commonly used corticosteroid is hydro-
cortisone 1% cream or ointment. In other 
areas of the body, a moderate- to high-
potency topical corticosteroid is appro-
priate – for example, betamethasone 
dipropionate 0.01% ointment. Cortico
steroid phobia is common among patients 
and their families, and can often result 
in treatment failure.6 Ongoing strong 
reassurance from trusted clinicians can 
assist in combating this and optimising 
adherence.

In patients for whom topical cortico
steroid therapy and optimisation of their 
general skin care routine is ineffective, 
referral to a dermatologist should be 
considered. Other options that may be 
prescribed by a dermatologist for patients 

with moderate to severe eczema include 
narrow-band ultraviolet (UV) B therapy 
and oral immunosuppressant therapy 
with medications such as methotrexate, 
ciclosporin, mycophenolate mofetil and 
azathioprine. Initially, all oral immuno-
suppressant therapies require close mon-
itoring of clinical response and laboratory 
parameters. However, once a patient is 
stable on a particular medication, shared 
care with the GP may be appropriate. 
Occasionally, courses of oral cortico
steroids can be useful in the management 
of flares. However, prolonged use should 
be avoided due to their significant side 
effects and difficulty in stopping the 
corticosteroids in some patients.

Dupilumab is a potential upcoming 
biologic therapy for atopic dermatitis, and 
has been approved by the US Food and 
Drug Administration and the TGA. It is 
a monoclonal antibody directed against 
the IL-4 receptor and, in Phase III trials, 
about two-thirds of patients demonstrated 
a 75% reduction in Eczema Area and 
Severity Index score at one year, with a 
reduction in flare frequency.7 It was 
recently approved by the Pharmaceutical 
Benefits Advisory Committee for use in 
severe atopic dermatitis and will be avail-
able with PBS-funded prescription later 
this year or in early 2021. Currently,  
it is only available through private pre-
scription from dermatologists and 

immunologists. Dupilumab is associated 
with an increased risk of infections, par-
ticularly upper respiratory tract infections 
and conjunctivitis. Other promising 
potential therapeutic options in the future 
include Janus kinase (JAK) inhibitors and 
interleukin (IL)-31 and IL-23 antagonists. 
Oral JAK inhibitors also carry an increased 
risk for infection, and can cause hyper
lipidaemia and lymphopenia.

Psoriasis
Psoriasis is an immune-mediated inflam-
matory skin condition, in which unknown 
environmental stimuli cause the release 
of cytokines, causing the skin cells to 
rapidly divide (Figure 2). There are a num-
ber of subtypes of psoriasis including 
chronic plaque, guttate, palmoplantar, 
pustular, flexural, nail, scalp and erythro-
dermic. The most common of these is 
chronic plaque psoriasis (CPP), although 
patients can experience multiple subtypes 
concurrently.

Patients usually develop CPP in adult-
hood, before the age of 45 years. Once 
affected, they rarely experience spontan
eous remission, and will usually require 
lifelong treatment. In Australia, CPP affects 
about 2 to 6% of the population, and it is 
estimated that 19,000 Australians are living 
with a severe form of the disease.8,9

Guttate psoriasis is classically associated 
with a preceding streptococcal infection, 
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Figure 1. Atopic dermatitis. Figure 2.  Psoriasis.
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and typically affects younger patients. It is 
characterised by smaller, teardrop-shaped 
plaques, with a generalised distribution, 
and usually clears spontaneously after a 
few months. Palmoplantar psoriasis affects 
the acral surfaces, and the classic plaques 
of psoriasis are often seen, with patchy or 
generalised keratoderma.

Scalp psoriasis has the same features as 
CPP, with erythema, scale and thickened 
skin across the scalp and hairline. It can 
be associated with hair loss in severe cases, 
but does not cause scarring alopecia, and 
hair usually regrows once the underlying 
disease is treated. Patients may have nail 
psoriasis in conjunction with other sub-
types, or on its own. Characteristic features 
include nail plate crumbling, pitting, 
onycholysis and splinter haemorrhages.

Flexural or inverse psoriasis affects the 
axillae and groin, and usually does not 
have the thickening or scale associated 
with chronic plaque. These patients have 
erythematous patches in the flexural areas, 
which can mimic erythrasma or other 
infectious conditions.

Pustular psoriasis and erythrodermic 
psoriasis are two severe subtypes that 
require urgent specialist review and are 
usually managed in the inpatient setting. 
Pustular psoriasis presents with small 
pustules, usually on the hands and feet, 
but occasionally on the body. These pus-
tules are sterile when swabbed, and can 
occur in discrete patches or in a general-
ised distribution. The generalised pres-
entation can progress to erythrodermic 
psoriasis, which can be life threatening. 
It is often precipitated by withdrawal 

of corticosteroids in psoriasis patients, 
drugs such as lithium and antimalarials, 
or infection. Due to the disruption of the 
skin barrier, these patients are prone to 
dehydration, hypothermia and high-output 
cardiac failure. It requires aggressive 
treatment with topical wet wrap therapy, 
intravenous fluid and electrolyte replace-
ment, and consideration of oral immuno
suppressive therapy such as ciclosporin 
or acitretin, and patients are typically 
managed in an inpatient setting.

Psoriasis has a significant impact on 
quality of life and increases patients’ risk 
of inflammatory arthritis, inflammatory 
bowel disease, cardiovascular disease, 
metabolic syndrome and lymphoma.10-12

Modification of lifestyle factors, such 
as optimisation of weight and blood sugar, 
increased exercise and smoking cessation 
can be useful in reducing disease activ-
ity.13-15 First-line therapy for psoriasis 
includes topical corticosteroids, which 
can be combined with vitamin D ana-
logues to better penetrate the thick, scaly 
plaques. Ready-made preparations 
include calcipotriol and betamethasone 
dipropionate as foam, gel or ointment. 
Patients who have resistant disease can 
be referred to a dermatologist to trial UV 
light therapy or oral immunosuppressives 
such as methotrexate, ciclosporin and 
acitretin. In severe and resistant disease, 
biologics such as TNF-α, IL-17 and IL-23 
inhibitors can be useful. These agents 
have an excellent success rate, with 65 to 
70% of patients with moderate to severe 
psoriasis who use IL-23 antagonists 
achieving almost clear or clean skin.16 
These new biologics are well tolerated, 
with the most common side effects being 
increased risk of upper respiratory tract 
and cutaneous infections.

Alopecia areata
Alopecia areata (AA) is a nonscarring 
autoimmune form of hair loss and the 
lifetime prevalence is estimated to be 2% 
(Figure 3).17 Disease severity can range 
from a single episode of self-limiting 
patchy hair loss to chronic relapsing- 

remitting disease that may progress to 
alopecia totalis, a total loss of terminal hair 
on the scalp, or alopecia universalis, a total 
loss of hair all over the body. Ophiasis is a 
rarer subtype, in which patients experience 
hair loss on their posterior scalp in the 
occipital region, and is associated with a 
poorer prognosis. Patients with AA may 
also have nail changes, most commonly 
pitting. A classic clinical feature of AA is 
the presence of exclamation mark hairs, 
which are very short hairs that are wide at 
the top of the hair and thinner towards 
the end. Vellus (fine, nonpigmented) hair 
may also be present within patches or at 
the periphery.

Therapy is aimed at arresting disease 
progression in the acute phase, and may 
reduce the risk of progression into chronic 
relapsing AA.18 Recent consensus guide-
lines suggest that patients with more than 
one patch of AA should be considered for 
active treatment, as more than half of these 
patients will go on to develop further 
patches in the subsequent months.18 Cur-
rently, therapies for AA are limited and 
usually provided in the specialist setting. 
For those with patchy disease, intralesional 
steroid injection can be useful; however, 
this is not feasible for extensive disease. 
The injections can be very painful and, in 
younger patients, high-potency topical 
corticosteroids can be used as an alterna-
tive. In patients with resistant disease, 
topical sensitisers such as diphenylcyclo-
propenone or irritants such as dithranol 
can be used to invoke an allergic contact 
dermatitis and promote hair growth.

Oral corticosteroids or steroid-sparing 
oral immunosuppressives such as meth-
otrexate can also be used. Oral JAK inhib-
itors have shown promise in retrospective 
studies, but are not currently subsidised 
under the PBS for this condition and, 
therefore, their cost limits them from 
being widely used.19

Acne
Acne vulgaris is one of the top five reasons 
for dermatology referral in Australia (Fig-
ure 4).1 It is usually considered a disease 

Figure 3. Alopecia areata..
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of adolescence, triggered by the produc-
tion of androgens; however, an increasing 
number of patients, particularly women, 
experience symptoms into adulthood.20 
Most people will experience some form 
of acne during their lifetime, and moder-
ate to severe disease affects about 11 to 
25% of Australian school children.21 It is 
a source of significant stress to patients, 
with one study reporting that 70% of acne 
patients feel embarrassed about their 
disease, and 27% had depression.22

Mild to moderate disease can be 
treated with topical adapalene, a topical 
retinoid, as monotherapy or in combina-
tion with benzoyl peroxide. For patients 
with resistant disease, oral tetracyclines 
can be trialled. However, treatment-
resistant propionibacteria have been seen 
even in treatment-naive patients. In 
females, antiandrogens can be very suc-
cessful – for example, spironolactone or 
oral contraceptives containing cyproter-
one acetate. If, however, the patient is 
nonresponsive after three to four months 
of treatment, referral to a dermatologist 
for isotretinoin should be considered.23 
Patients with significant scarring at pres-
entation, those with severe or resistant 
disease and those experiencing significant 
distress as a result of their acne should 
also be referred early for consideration of 
isotretinoin therapy.23 Isotretinoin has 
high efficacy and a very good safety 
record. A retrospective review of the 
adverse events associated with isotreti-
noin found lower doses were as effective 
as traditional high-dose therapy, but 
associated with fewer adverse events.24 

The most common issues seen with 
isotretinoin are cheilitis (seen in 77 to 
97% of patients), eczema (9 to 16%) and 
fatigue (7 to 20%). Mood changes were 
noted in up to 4 to 10% of these patients, 
and were dose dependent.24

Allergic and irritant contact 
dermatitis
Allergic contact dermatitis is the most 
common skin condition to present in 
general practice (Figure 5).1 Common 
allergens include nickel, fragrance mix 
(containing the eight most common aller-
gy-causing fragrances used in many prod-
ucts), Balsam of Peru and thimerosal.25 
The disease distribution can assist with 
the diagnosis – for example, patients with 
a nickel allergy may present with a rash 
on their nasal bridge and temples if they 
wear spectacles with frames containing 
nickel, a rash on their earlobes and neck 
if they wear nickel-containing jewellery or 
a rash on their lower abdomen from their 
trouser buttons.

Irritant contact dermatitis occurs with 
an earlier onset, and may present with a 
papulosquamous eruption or vesicular 
lesions. It often follows exposure to known 
allergens such as workplace chemicals or 
plant-based medicines and frequently 
affects the hands.

For localised lesions, moderate or 
high-potency topical corticosteroids (e.g. 
betamethasone dipropionate 0.05% 
ointment) are appropriate first-line ther-
apy. The exception to this is lesions in 
areas that are more prone to possible 
corticosteroid side effects, such as in 
flexural areas or on the face, and weak 
topical steroids (hydocortisone 1%) or 
topical calcineurin inhibitors can be used 
in these cases. Patients with extensive 
disease (greater than 20%) can trial short 
courses of oral corticosteroids. Identifi-
cation of the causative agent is pivotal to 
effective management, and referral to a 
dermatologist for patch testing to identify 
topically encountered allergens should 
be considered in patients whose allergic 
trigger is not clear.

Infectious skin conditions
Tinea infections
Patients can present with tinea in many 
different locations. The most common is on 
the feet, known as tinea pedis. This infection 
can extend to the nails and cause localised 
dystrophy. Infection on the body is known 
as tinea corporis and classically presents 
with annular, scaly plaques. In children, 
tinea can affect the scalp, resulting in hair 
loss. Scalp involvement is not typically seen 
in adults; however, the beard and eyebrows 
can be affected.

Tinea pedis and tinea corporis can be 
managed effectively with topical therapy, 
such as topical terbinafine applied twice 
daily for four weeks.26,27 Before starting oral 
antifungal therapy, microscopy and culture 
is highly recommended. Oral antifungals 
such as terbinafine, fluconazole and itra-
conazole can be used in patients with resist-
ant disease and those with hair loss. How-
ever, monitoring of liver function should 
be considered when using terbinafine.28

Cellulitis
Cellulitis is a skin infection which affects 
the lower dermis and subcutaneous tissue, 
and erysipelas is a closely related condition 
that affects the upper dermis (Figure 6). 
Patients presenting with either of these con-
ditions usually have a well-demarcated area 
of erythema, local oedema and pain, often 
but not invariably with malaise and fever. It 
is frequently seen in patients with diabetes, 
venous stasis dermatitis, chronic kidney 
disease and tinea pedis. Classically, cellulitis 
is caused by Streptococcus pyogenes; however, 
other organisms such as Staphylococcus 

skin rashes
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Figure 5. Contact dermatitis.Figure 4. Acne.
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aureus and other rarer organisms may  
be implicated in erysipelas and atypical 
cellulitis presentations.

Depending on the patient, stage of 
infection and comorbidities, classic cel-
lulitis should be treated empirically with 
phenoxymethylpenicillin or cefalexin or 
with targeted antibiotics guided by the 
sensitivities.29

Clinicians should remember that there 
is a wide differential for cellulitis. The most 
common alternative diagnosis is venous 
stasis dermatitis, particularly when the rash 
is bilateral. Patients with severe venous insuf-
ficiency often have bilateral leg erythema 
with swelling, and careful clinical history 
regarding duration and concurrent infective 
symptoms should be taken to differentiate 
between this condition and cellulitis. In 
venous stasis dermatitis there are often other 
features of venous insufficiency such as hae-
mosiderin staining, varicosities, lipoderma-
tosclerosis or atrophie blanche. Other com-
monly seen differential diagnoses include 
tinea corporis or drug eruptions. In patients 
who do not respond to initial therapy, fur-
ther investigation to exclude these conditions 
or referral to specialty care should be con-
sidered. Prolonged courses of empirical 
antibiotics without identification of a caus-
ative organism should be avoided.

Scabies
Scabies is a skin infestation with the 
Sarcoptes scabiei mite, transmitted by direct 
contact with affected people (Figure 7). In 

Australia, outbreaks are more common in 
tropical areas and central Australia as well 
as nursing homes.

Diagnosing scabies can be difficult due 
to its varied presentation. Infestation should 
be considered in high-risk groups who have 
unexplained itch, persistent lesions resem-
bling insect bite reactions, recurrent impe-
tigo with itch and in older patients with 
new-onset dermatitis. Nursing home 
patients often have an atypical distribution, 
with the torso being the most commonly 
affected area.

The most commonly seen clinical fea-
tures in nursing home patients are papules, 
followed by burrows and hyperkeratosis.30 
Of note, 50% of patients in a prospective 
cohort study of nursing home patients 
with dementia did not report any symp-
toms of their scabies infestation.30 Clini-
cians should have a high index of suspicion 
and low threshold for treating scabies 
empirically in these high-risk groups.

Dermatological emergencies
Stevens-Johnson syndrome/ 
toxic epidermal necrolysis
Stevens-Johnson syndrome (SJS) and toxic 
epidermal necrolysis (TEN) are dermato-
logical emergencies, with a mortality rate 
of up to 50% in TEN.31 Both are character-
ised by desquamation and mucosal involve-
ment, with less than 10% of body surface 
area affected in SJS, 10 to 30% in SJS/TEN 
overlap and 30% or more in TEN. SJS and 
TEN are rare, with incidence estimated at 

one to two cases per million per year.32 SJS 
tends to be less severe than TEN, and is 
more commonly caused by infections, such 
as mycoplasma and herpes simplex virus. 
These patients typically do not have signif-
icant systemic symptoms. In comparison, 
TEN usually has a drug precipitant, and 
carries a mortality risk. In SJS/TEN overlap, 
it can be difficult to differentiate between 
the two and these cases are typically either 
drug induced or idiopathic.

The cutaneous findings are usually 
preceded by a flu-like prodrome and fever, 
and patients may experience dysphagia, 
conjunctivitis or photophobia as early 
features of the mucous membrane involve-
ment. The classic feature of both is a pos-
itive Nikolsky sign, where a clinician can 
induce skin sloughing by applying gentle 
lateral pressure. The rash and mucositis 
usually progress rapidly from erythema-
tous macules or targetoid lesions into 
bullous lesions and desquamation.

Common precipitants include allop-
urinol, antiepileptics, sulfonamide anti
biotics, aspirin and other NSAIDs.33 A 
number of human leukocyte antigen 
(HLA) gene subtypes have been linked 
to an increased risk of SJS and TEN 
under certain conditions, such as with 
allopurinol use in patients with the 
HLA-B*58:01 allele and carbamazepine 
use in patients with the HLA-B*15:02 
and HLA-A*31:01 alleles.33-36 Consensus 
is lacking regarding potentially screen-
ing high-risk patients for HLA subtypes 

Figure 7. Scabies.Figure 6. Cellulitis.
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before starting certain medications.
Patients with SJS or TEN require urgent 

referral for inpatient management, as 
the extensive skin loss can cause hypo
volaemic shock, electrolyte imbalance, 
bacteraemia, acute renal failure and other 
organ dysfunction. After recovering from 
the acute stage of the illness, patients may 
have chronic eye disease, gingival inflam
mation and oral discomfort, vaginal dry-
ness and dyspareunia, and bronchiectasis 
or chronic bronchitis, and will require 
ongoing outpatient monitoring.

Erythroderma
Erythroderma is a generalised, erythema-
tous eruption that can be caused by mul-
tiple triggers (Figure 8). Drugs, infections, 
pityriasis rubra pilaris (PRP), lymphoma 
and widespread atopic dermatitis or 
psoriasis can all be associated with erythro-
derma.37 Patients present with diffuse 
erythema, which progresses to extensive 
exfoliation. Patients with PRP may also 
present with palmoplantarkeratoderma 
and islands of sparing (white areas of 
normal skin within the erythroderma).

As the skin plays a major role in patients’ 
ability to control temperature and hydra-
tion, patients with erythroderma can have 
fever and other constitutional symptoms, 

hypotension due to dehydration, or 
high-output cardiac failure. These 
patients are usually managed aggressively 
as inpatients, with intravenous fluid 
replacement, electrolyte monitoring and 
topical corticosteroid therapy. Targeted 
therapy depending on the cause of 
erythroderma should also be started – for 
example, methotrexate for erythrodermic 
psoriasis.

Other drug hypersensitivity 
reactions
Drug hypersensitivity reaction is a fre-
quent and varied presentation in general 
practice, and can present diagnostic 
dilemmas (Figure 9). Time from ingestion 
of the drug can vary from hours to weeks 
and symptoms may persist even after the 
causative agent is ceased.

Identifying the causative agent is piv-
otal in managing these conditions, and 
creating a drug chart timeline can assist 
clinicians in isolating potential drug 
triggers. Patients with a classic maculo-
papular drug eruption typically develop 
symptoms four to 14 days after initial 
exposure, but conditions such as DRESS 
(drug reaction with eosinophilia and 
systemic symptoms) usually take two to 
eight weeks to develop.38

Withdrawal of the trigger is the most 
important step; however, the rash should 
be treated with topical corticosteroid and 
emollient therapy. In severe cases, oral 
corticosteroids may be required.

Conclusion
Patients with skin problems comprise 
17% of general practice consultations in 
Australia. These can vary from auto
immune and inflammatory skin condi-
tions such as dermatitis, psoriasis and 
acne to infectious diseases such as tinea, 
cellulitis and scabies to dermatological 
emergencies such as SJS and TEN. There-
fore, it is important that GPs are aware 
of how to diagnose and manage these 
conditions, and know when to refer 
patients to a dermatologist or for inpa-
tient management. �   MT

References
1.	 Britt H, Miller GC, Henderson J, et al. General 

practice activity in Australia 2015–16. General 

practice series no. 40. Sydney: Sydney University 

Press, 2016. Available at: purl.library.usyd.edu.au/

sup/9781743325131 (accessed November 2019).

2.	 Barbarot S, Auziere S, Gadkari A, et al. 

Epidemiology of atopic dermatitis in adults: results 

from an international survey. Allergy 2018;7 3: 

1284-1293.

3.	 Williams H, Robertson C, Stewart A, et al. 

Worldwide variations in the prevalence of 

symptoms of atopic eczema in the International 

Study of Asthma and Allergies in Childhood. J 

Allergy Clin Immunol 1999; 103: 125-138.

4.	 Holm E, Wulf H, Stegmann H, Jemec GB. Life 

quality assessment among patients with atopic 

eczema. Br J Dermatol 2006; 154: 719-725.

5.	 Lewis-Jones S. Quality of life and childhood 

atopic dermatitis: the misery of living with child

hood eczema. Int J Clin Pract 2006; 60: 984-992.

6.	 Smith S, Stephens AM, Werren JC, Fischer GO.

Treatment failure in atopic dermatitis as a result 

of parental health belief. Med J Aust 2013; 199: 

467-469.

7.	 Gooderham MJ, Hong HC, Eshtiaghi P, Papp K.

Dupilumab: a review of its use in the treatment of 

atopic dermatitis. J Am Acad Dermatol 2018; 78 

(3 Suppl 1): S28-36.

8.	 Parisi R, Symmons DP, Ashcroft DM. Global 

epidemiology of psoriasis: a systematic review of 

incidence and prevalence J Invest Dermatol 2013; 

133: 377-385.

9.	 Australian Bureau of Statistics. Australian 

skin rashes
In primary care continued 

Figure 9. Drug hypersensitivity.Figure 8. Erythroderma.
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