
Australia has one of the highest rates of skin cancer in 
the world, with keratinocyte cancers being the most 
common type. Keratinocyte cancers, formerly known 
as non-melanoma skin cancers, comprise basal cell 
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Keratinocyte cancers, formerly known as  
non-melanoma skin cancers, comprise basal  
cell carcinoma and cutaneous squamous cell 
carcinoma. GPs are at the forefront of the detection 
and management of keratinocyte cancers, which  
are an important cause of morbidity and mortality  
in Australia. This updated summary for GPs 
incorporates the latest advances in management.

carcinoma (BCC) and cutaneous squamous cell carcinoma 
(SCC) (cSCC). Actinic keratosis (AK) is a potentially premalig-
nant cutaneous lesion that may transform into cSCC if left 
untreated, although this is rare. 

In 2021, keratinocyte cancers caused 760 deaths in Australia 
and was the most common cancer recorded as the principal 
diagnosis for hospitalisation.1 An estimated 69% of Australians 
will undergo at least one excision for keratinocyte cancer in their 
lifetime, and this is likely to increase as the  population ages.2 In 
2021 alone, the total cost to the Australian Government for new 
patients with keratinocyte cancers was $426.2 million.3 However, 
statistics on the morbidity and  mortality related to keratinocyte 
cancers are likely underestimated as they are not notifiable 
diseases in any state or territory except Tasmania.1 

GPs have an important role in the prevention, early detection 
and management of keratinocyte cancers in Australia. Skin 
consultations account for about 17% of GP consultations, and 
skin cancers are the second most common reason for specialist 
referral.4 Australia’s high survival rate for skin cancers reflects 
the success of primary care services for the early detection and 
evidence-based treatment of skin cancers. GPs are also well 

MedicineToday Dermatology Collection 2025; 9(1): 9-15 
First published 2024; 25(8): 21-28

Dr Miao is a Dermatology Research Fellow at Royal North Shore Hospital, Sydney; 

and Clinical Associate Lecturer at Northern Clinical School, University of Sydney. 

Dr Phan is a Dermatology Registrar currently based at Prince of Wales Hospital, 

Sydney; and Clinical Associate Lecturer in the Faculty of Medicine, University of  

New South Wales, Sydney. Associate Professor Shumack is a Clinical Associate 

Professor at Sydney Medical School (Northern), The University of Sydney, Sydney; 

Senior Staff Specialist at Royal North Shore Hospital, Sydney; and has private 

practices in Sydney, NSW.

 KEY POINTS
• Australia has one of the highest rates of skin cancer in the

world, with keratinocyte cancers being the most common 
skin cancers encountered in general practice.

• The Cancer Council Australia Clinical practice guidelines for 
keratinocyte cancer are regularly updated and are a useful 
tool for GPs to provide evidence-based patient care.

• The 5-fluorouracil 0.5% and salicylic acid 10% solution is a 
new combined antimetabolite and keratolytic agent for 
targeted lesion-directed and/or small field-directed (up to 
25 cm2) therapy for actinic keratoses.

• Brachytherapy with rhenium-188 is now TGA-listed for the
treatment of thin keratinocyte cancers.

• PBS-funded systemic therapies are now available for 
patients with locally advanced or metastatic keratinocyte 
cancers who are not suitable candidates for surgery or 
radiotherapy. These therapies include monoclonal antibodies
(cetuximab and cemiplimab) for cutaneous squamous cell 
carcinoma, and hedgehog pathway inhibitors (sonidegib and 
vismodegib) for basal cell carcinoma.

• Patients with locoregional advanced keratinocyte cancers 
should be managed by a multidisciplinary team, 
comprising dermatologists, surgeons and radiation and 
medical oncologists.
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Keratinocyte skin cancers  continued 

positioned to educate patients on the 
importance of sun-safe behaviours and to 
detect skin cancers at the earliest oppor-
tunity through routine skin checks and 
opportunistic skin screening. 

This update incorporates the latest 
guidelines and published literature on the 
diagnosis and management of keratinocyte 
cancers, to aid GPs with evidence-based 
treatment plans.

Actinic keratoses
AKs, also known as solar keratoses, are 
potentially premalignant lesions caused 
by damage to keratinocytes as a result of 
cumulative sun exposure. They are found 
on sites of chronic ultraviolet (UV) radia
tion exposure, most commonly on the 
face, scalp, ears and dorsal aspects of the 
limbs (Figure 1). The lesions progress to 
SCC at the rate of 0.075% to 0.1% per lesion 
per year, sometimes extrapolated to up to 
10% over 10 years.5 The spontaneous 
regression rate of AKs is also highly var-
iable and has been reported to be about 
15% to 63% per year.1 Unfortunately, it is 
not possible to target higher-risk AKs as 
there are no clinically defining features 
that determine which AKs will progress 
to become cSCCs.

Associated factors
AKs are clinically significant, not only 
because they may progress to cSCC, but 
also because the presence of multiple AKs 
indicates significant, chronic UV radiation 
exposure. It is recommended that patients 
with multiple AKs undergo regular full 
skin examinations with their GP to assist 
in the early detection and management of 
skin cancers.

Presentation and diagnosis
AKs have varied clinical presentations. They 
are classically described as gritty macules, 
papules or plaques on an erythematous 
base, often with rough yellow or white scale. 
They can also present as hyperkeratotic, 
pigmented or atrophic lesions. The lesions 
are typically asymptomatic but may sting 
or itch.

The diagnosis of an AK is predomi-
nantly clinical. Biopsy should be consid-
ered if there is concern that the lesion may 
be an early cSCC or other keratinocyte 
cancer. Hallmark signs raising concern 
include tenderness, bleeding, inflamma-
tion and growth in height or thickness.

On biopsy, the distinction between an 
AK and a cSCC is the extent of keratinocyte 
atypia. Keratinocyte atypia is confined to 
the lower portion of the epidermis in an AK. 
In contrast, cSCC comprises keratinocyte 
atypia that occupies the entire epidermis 
and may infiltrate deeper into the dermis. 

Treatment of actinic keratosis
Evidence-based treatment for AK is informed 
by the Cancer Council Australia’s Clinical 
practice guidelines for keratinocyte cancer and 
the American Academy of Dermatology’s 
Guidelines of care for the management of 
actinic keratosis.6,7 

Lesion-directed treatment
The first-line modality for localised treatment 
of AK is liquid nitrogen cryotherapy. The 
duration of therapy varies depending on 
the lesion size and location, but a freeze of 
about 3 to 5 seconds as part of a single or 
double freeze–thaw cycle is generally recom-
mended.8 This usually causes erythema, 

oedema and, sometimes, a blister that heals 
over 7 to 10 days. Cryotherapy should be 
avoided if the diagnosis is uncertain, and 
prolonged cryotherapy should be avoided 
on the lower legs, where healing is poor.9

The 5-fluorouracil 0.5% and salicylic 
acid 10% solution has also been approved 
for use on targeted individual AKs (see 
Product Information for full details).

Curettage and cautery or electrodesic-
cation, and shave treatments may also help 
treat AK. However, these treatments are 
often reserved for larger, thicker lesions or 
if the diagnosis is uncertain.

Field-directed treatment
Field-directed treatment should be consid-
ered for areas that contain multiple AKs or 
lesions without distinct borders that allow 
for targeted localised treatment (Table 1).7,9 
Patient education about these therapies is 
paramount, as the therapies act, in part, by 
inducing an inflammatory reaction, includ-
ing redness, soreness and crusting. Patients 
are best counselled about this before therapy, 
including being shown photographs of 
expected reactions (Figure 2a and 2b). 

Squamous cell carcinoma
cSCC is the second most common skin 
cancer in Australia. The age-standardised 
incidence rate of cSCC is about 387 per 
100,000 people aged 14 years and older.10 
The incidence increases steeply with age 
from mid-adulthood and appears higher 
in men than in women across all age 
groups. However, the current available 
evidence on national incidence rates is out 
of date and likely inaccurate because of a 
lack of statutory reporting of keratinocyte 
cancers.2 The primary concern with cSCC 
is its ability to metastasise, with several 
large studies demonstrating a mortality 
rate of more than 70%.11

The most common sites of cSCC are the 
head and neck areas in men, and the upper 
limbs followed by the head and neck areas 
in women. After accounting for body sur-
face area, the highest incidence of cSCC is 
on the face, particularly the lips, ears, nose, 
cheek and eyelids.12

Figure 1. Multiple actinic keratoses on the 
lower leg, on a background of chronic sun 
damage.
Image courtesy of the authors. Image is published with 
patient consent.
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Risk factors
cSCC can arise de novo with no risk factors 
or triggers. However, most cSCCs arise in 
individuals with significant risk factors, 
including:13

•	 Fitzpatrick skin types I to III
•	 cumulative exposure to UV radiation
•	 male sex (male to female ratio of 3:1)
•	 increased age (average age of onset in 

the mid-60s)
•	 chronic inflammation or sites of 

previous trauma or scarring, 
especially in darker-skinned 
individuals

•	 immunosuppression, most 
significantly in patients with solid 
organ or stem cell transplant, with 
chronic leukaemia or on 
immunosuppressive agents

•	 infection with oncogenic human 
papillomavirus, particularly 
periungual and anogenital SCC

•	 rare hereditary cancer syndromes
•	 environmental exposures (e.g. arsenic, 

nitrosamines, alkylating agents)
•	 exposure to ionising radiation.

Presentation and diagnosis 
cSCC has a spectrum of presentations. 
Bowen’s disease, also known as cSCC in 
situ, typically presents as an erythematous 
patch or plaque with scale and, in rare 
cases, pigmentation. Without treatment, 
2 to 5% of cases of Bowen’s disease 

progress to involve the dermis, defined 
as invasive cSCC.14 Invasive cSCC typi-
cally presents as an erythematous kera-
totic papule or nodule, which may be 
tender on palpation. On dermoscopy, 
invasive cSCC tends to have looped or 
hairpin and serpentine vessels. Regional 
lymph nodes should be examined, and 
suspected metastases should be con-
firmed via fine needle aspiration. 

TABLE 1. FIELD-DIRECTED TREATMENTS FOR ACTINIC KERATOSES7,9

Medication Mechanism of action Recommended regimen Comments

5-fluorouracil 
cream

Antimetabolite that 
inhibits DNA and RNA 
synthesis in atypical 
cells

4% cream: applied topically once daily for  
four weeks

5% cream: applied topically once or twice daily 
for two to four weeks on the face or for three to 
six weeks on the limbs

4% or 5% formulations are some of the 
most common field therapies because of 
their affordable cost (about $70 per 20 g 
tube), ease of use and efficacy

5-fluorouracil 0.5% 
and salicylic acid 
10% solution

Combined 
antimetabolite and 
keratolytic agent 

Applied topically once daily to an area up to  
25 cm2 for up to 12 weeks

For targeted lesion- and/or small field-
directed (up to 25 cm2) therapy; this may 
be used as a regular treatment

Imiquimod 5% 
cream

Immune response 
modifier that activates 
toll-like receptor 7

Applied topically, three times a week on non-
consecutive days for four weeks; if any lesions 
persist, the treatment can be continued for up 
to 16 weeks

Patient should be reviewed four weeks 
after starting treatment; inflammatory 
reactions can vary in severity between 
patients

Photodynamic 
therapy

Photodynamic reaction 
that produces cytotoxic 
oxygen free radicals

A photosensitising agent (either methyl 
aminolevulinate or aminolevulinic acid) is 
applied topically to the treatment area under 
occlusion for three hours; the area is then wiped 
clean and illuminated by red light for 7 to 9 
minutes in the clinician’s office, or immediately 
exposed to daylight for two continuous hours

Special training and equipment are 
needed to perform conventional 
photodynamic therapy, and its use is 
restricted to specialist centres

Diclofenac sodium 
gel 3%

Nonsteroidal anti-
inflammatory agent 

Applied topically twice daily for 60 to  
90 days

Included in the Therapeutic Guidelines 
recommendations for mild lesions and for 
lesions in cosmetically sensitive areas

Figure 2a and b. Actinic keratoses (a, left) before treatment and (b, right) after treatment with 
5-fluorouracil cream once daily for four weeks.
Images courtesy of the authors. Images are published with patient consent.

a. b.
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The diagnosis of cSCC is established 
via biopsy. On histopathological exami-
nation, Bowen’s disease shows keratino-
cyte atypia involving the full thickness 
of the epidermis. If invasive cSCC is sus-
pected, the biopsy should be deep enough 
to determine the extent of dermal involve-
ment. The pathology report should include 
a synoptic checklist of information useful 
for prognosis, including the tumour 

subtype, degree of differentiation, tumour 
thickness and presence or absence of 
perineural, vascular or lymphatic spread.6 
Key factors indicative of higher risk and 
poorer prognosis for cSCC are summa-
rised in Box 1.15,16 

Treatment of invasive cSCC
Surgery
Surgical treatment options for cSCC 
include local excision and Mohs micro-
graphic surgery. Low-risk lesions can be 
treated with surgical excision, curettage 
and cautery, or punch excision. Lateral 
and deep margins must be adequate to 
ensure complete excision. Adequate deep 
margins are particularly important, as 
inadequate deep margins significantly 
increase the risk of recurrence.17 For the 
best cosmetic result, tumours should be 
excised along relaxed skin tension lines, 
but along a line that avoids distortion.

For patients with cSCC with features 
of poor prognosis, referral to a multi
disciplinary team or to a specialist for 
assessment and treatment should be 
considered (Box 1).18

Radiotherapy
Radiotherapy for cSCC has improved 
significantly in the past few decades. 
Modified fractionation schedules and 
more precise fractionation techniques 
allow for an improved balance between 
targeting tumour cells and minimising 
effects on normal tissue. Radiotherapy for 
cSCC may be considered for patients who 
are not appropriate surgical candidates, 
such as in cases of frailty, comorbidities 
or high surgical or bleeding risk. Referral 
to a radiation oncologist as part of multi
disciplinary care should be considered 
for patients with stage T3 or T4 primary 
tumours, persistent or recurrent cSCC, 
and following incomplete surgical excision 
as an alternative to re-excision. 

Systemic treatment
Locoregional advanced cSCC represents 
an advanced stage of disease that may pres-
ent de novo or after previous surgery and 

radiotherapy.19 The goal of treatment is to 
clear local disease and prevent further 
recurrence or regional metastasis. Surgery, 
radiotherapy, chemotherapy or a combina-
tion of treatments may be needed. Patients 
should be assessed on a case-by-case basis 
in a multidisciplinary setting.6

Systemic drug treatments should be 
considered for patients with locoregionally 
advanced or metastatic SCC who are not 
suitable candidates for surgery or radio-
therapy.20 Both cetuximab, an epidermal 
growth factor receptor inhibitor, and 
cemiplimab, a programmed cell death 
protein-1 inhibitor, are PBS listed for the 
treatment of metastatic or locally advanced 
cSCC in patients who are unsuitable for 
curative surgical resection or radiotherapy, 
and who have a WHO performance status 
of 0 (fully active) or 1 (restricted in phys-
ically strenuous activity but ambulatory 
and able to carry out work of a light or 
sedentary nature). 

Chemoprophylaxis
Chemoprophylaxis agents, including 
acitretin, capecitabine and vitamin B3 
(nicotinamide), have been used in practice 
to reduce the risk of keratinocyte cancers 
in solid organ transplant recipients who 
develop multiple or high-risk keratinocyte 
cancers.6 A 2022 Australian study involving 
22 solid organ transplant recipients showed 
that acitretin, a synthetic retinoid, appears 

Keratinocyte skin cancers  continued 

1. HIGH-RISK FEATURES OF 
KERATINOCYTE CANCERS AND 
TREATMENTS TO CONSIDER15,16

High-risk cSCC (any of the following criteria)

•	 Size ≥2 cm on the trunk or extremities, 
or ≥1 cm on the head, neck, hands, 
feet or genitalia

•	 Depth >6 mm or invasion beyond 
subcutaneous fat

•	 Ill-defined borders

•	 Recurrent tumour

•	 Immunocompromised status

•	 Prior radiation therapy

•	 Poor differentiation

•	 Perineural or lymphovascular invasion

•	 Rapid growth

•	 Neurological symptoms

High-risk BCC (any of the following criteria)

•	 Size ≥2 cm on the trunk or extremities, 
or ≥1 cm on the head, neck, hands, 
feet or genitalia

•	 Ill-defined borders

•	 Recurrent tumour

•	 Immunocompromised status

•	 Prior radiation therapy

•	 Aggressive subtype (e.g. infiltrating, 
sclerosing/morphoeic or micronodular)

•	 Perineural invasion

Treatment options to consider

•	 Referral to a specialist or 
multidisciplinary team 

•	 Mohs micrographic surgery

•	 Radiotherapy

•	 Systemic therapy for patients who are 
not suitable candidates for curative 
surgery or radiotherapy

Abbreviations: BCC = basal cell carcinoma;  
cSCC = cutaneous squamous cell carcinoma.

Figure 3. Two cSCCs on the left lateral forehead: 
biopsy proven moderately differentiated SCC 
medially and well differentiated SCC laterally.
Abbreviations: cSCC = cutaneous squamous cell 
carcinoma; SCC = squamous cell carcinoma.
Image courtesy of the authors. Image is published with 
patient consent.
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to be well tolerated and effective in reducing 
keratinocyte cancers for at least five years.21 
However, these therapies are not without 
adverse effects and decisions should be 
made by dermatologists experienced in 
their use for this purpose.22

Basal cell carcinoma
BCC has the highest incidence of all 
cancers in Australia and accounts for 70% 
of all keratinocyte cancers.1 The most 
recent (2011–14) reports of BCC incidence 
in Australia estimate an annual incidence 
of 770 affected people per 100,000.23 How-
ever, when the incidence of lesions is con-
sidered, the rates are considerably higher. 
BCC incidence rates are highest on the 
face, followed by the upper limbs, trunk 
and lower limbs. Among the facial sites, 
BCCs most commonly occur on the nose, 
followed by the forehead and temple, then 
the cheeks and perioral region and then 
the ears (Figure 3).24

Risk factors
As with cSCC, exposure to UV radiation 
is the greatest risk factor for BCC. How-
ever, unlike SCC, the risk is associated 
with intense episodes of burning rather 
than cumulative exposure.25 Other risk 
factors include:6
•	 exposure to artificial UV radiation, 

including psoralen and UVA 
radiation

•	 exposure to ionising radiation
•	 exposure to arsenic
•	 presence of rare hereditary 

syndromes (e.g. naevoid  
BCC syndrome [Gorlin’s syndrome], 
Bazex–Dupré–Christol syndrome, 
Rombo syndrome).

Presentation and diagnosis
Evaluation of a suspected BCC entails a 
comprehensive clinical examination sup-
plemented with dermoscopy. BCCs are 
usually diagnosed via biopsy. The clinical 
features and histopathology for the differ-
ent subtypes of BCC are outlined in 
Table 2.6 Not all clinical and histological 
features may be present for a specific lesion. 

TABLE 2. CLINICAL AND HISTOLOGICAL FEATURES OF THE MOST COMMON SUBTYPES 
OF BCC6

Histological 
subtype

Clinical features Photographic example

Nodular •	 Most common type of BCC on the face

•	 Shiny, translucent (pearly) papule or 
nodule

•	 Raised, rolled edges 

•	 Central depression, crusting, 
ulceration or umbilication

•	 Blood vessels across the surface (e.g. 
telangiectasia and arborising vessels 
on dermoscopy) Figure 4. Nodular BCC of the left 

nasal alar.

Superficial •	 Commonly occurs on the trunk or 
limbs

•	 Well-circumscribed macule or patch, 
or thin papule or plaque

•	 Pale or varying degrees of erythema

•	 Scaling or slightly shiny

•	 Thin, translucent rolled edges

Figure 5. Superficial BCC on the 
mid-back.

Morphoeic/ 
sclerosing 

•	 White or yellow scar-like plaque

•	 Ill-defined borders

•	 Rarely ulcerates or bleeds

•	 Firm induration on palpation

Figure 6. Morphoeic BCC of the left 
nasal alar groove.

Pigmented •	 Pigmented plaque or nodule

•	 Absent pigment network

•	 Multiple blue-grey globules or ovoid 
nests 

•	 Structureless or leaf-like areas of 
pigment, especially in the periphery

•	 Blood vessels across the surface  
such as linear or arborising 
telangiectasia 

•	 Spoke-wheel areas with radial 
projections of pigment from a  
well-circumscribed dark centre

•	 Focal ulceration

Figures 7a and b. (a, top) Pigmented 
BCC of the neck. (b, bottom) 
Dermoscopy image of the same 
pigmented BCC.

Abbreviation: BCC = basal cell carcinoma.
Images courtesy of the authors. Images are published with patient consent.
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BCCs rarely metastasise, and the main 
clinical concern is local destruction. If 
allowed to progress, BCCs can cause sig-
nificant morbidity and represent a signif-
icant burden on healthcare services. Key 
factors indicative of higher risk and poorer 
prognosis for BCC are summarised in 
Box 1.15,16 

Treatment of BCC
Treatment options for low-risk BCC
Small, low-risk, superficial BCC may be 
treated with cryotherapy, imiquimod 
cream or photodynamic therapy. Cryo-
therapy is performed with a double freeze–
thaw cycle of 20 to 30 seconds. This causes 
a significant blister that heals in about 
three to four weeks. It can lead to hypop-
igmentation; therefore, it is important 
to counsel patients about this. Long-term 
follow up is essential, as late recurrences 
may occur.6

Similarly, topical treatment with imi-
quimod 5% cream is more intensive than 
for AKs, with therapy applied by the patient 

once daily, on five consecutive nights per 
week for six weeks.26 The degree of inflam-
mation is variable and depends partly on 
the specific skin lesion and genetic factors. 
If severe inflammation occurs, patients may 
need to take a break from therapy for a week 
or two to allow time for the reaction to settle 
before continuing treatment. Skin biopsy 
is required for PBS-reimbursed prescription 
of imiquimod 5% cream. There is usually 
a good cosmetic outcome with little scarring 
after imiquimod treatment. Several studies 
and clinical trials have shown that imiqui-
mod is superior to 5-fluorouracil in treating 
superficial BCCs.26,27

Photodynamic therapy may be consid-
ered for superficial and thin nodular BCCs. 
Two treatment sessions, one week apart, 
are usually required, with the lesions first 
descaled or debulked before applying the 
photosensitising agent.

Brachytherapy utilising the beta emitter 
radioisotope rhenium-188 is now TGA-listed 
(but not PBS-funded) for the treatment of 
thin BCC and cSCCs (<3 mm thick) in a 
single treatment session.28 The area requiring 
treatment is covered with a protective foil 
before the rhenium-188 compound is applied 
on top using a special applicator and left in 
place for 30 to 180 minutes. Although stud-
ies have shown that healing and the rates 
of remission are favourable, the caveat is 
that long-term data, while being accrued, 
are lacking.28,29

Surgical treatment options
Surgery is usually the first-line therapy 
for nonsuperficial BCCs (Box 1). It usually 
involves elliptical excision of the lesion 
and repair of the defect by side-to-side 
(primary) closure. Very large lesions or 
lesions in anatomically difficult areas may 
require flap or skin graft repair. Curettage 
and electrodessication may be considered 
as an option for some lesions.

Referral to a specialist is recommended 
for the consideration of other treatment 
options, such as Mohs micrographic sur-
gery and postsurgical adjuvant treatments, 
for lesions with features of poor prognosis 
in certain cases (Box 1).6

Mohs micrographic surgery is a highly 
specialised and meticulous surgical tech-
nique. It involves histopathological exam-
ination of frozen sections of almost the 
entire peripheral and deep margins of the 
excised tissue, in contrast with standard 
specimen processing, where only 0.1 to 1% 
of the surgical margin is examined. Mohs 
micrographic surgery may be considered 
an alternative to surgical excision for the 
following types of BCCs:6
•	 aggressive histological subtypes (e.g. 

infiltrating, micronodular, sclerosing)
•	 residual or recurrence following 

previous treatment
•	 poorly defined clinical border
•	 located in an anatomically difficult 

area or an area of large size, 
especially on the face.

Radiotherapy
Radiotherapy using curative doses is an 
alternative treatment for BCC if the patient 
declines surgery or surgery is inappropri-
ate because of patient factors including 
frailty, tumour-related factors (e.g. if tissue 
conservation or cosmesis is a high priority, 
such as in BCC of the eyelid) or treatment- 
related factors (e.g. concurrent anticoag-
ulant therapy). For patients with a stage 
T3 or T4 primary BCC or persistent or 
recurrent BCC, referral to a radiation 
oncologist for an opinion regarding radi-
ation therapy should be considered. 

Systemic therapy
Metastatic BCC is rare. If suspected, con-
firmation is required via biopsy. Patients 
with complex locally advanced disease are 
best treated by a multidisciplinary team 
that includes surgeons, dermatologists, 
radiation oncologists and medical oncol-
ogists. For patients who are not suitable 
candidates for surgery or radiotherapy, 
oral therapy with a hedgehog pathway 
inhibitor (sonidegib or vismodegib) should 
be considered.30 Both agents have similar 
efficacy and are listed on the PBS for the 
treatment of metastatic or locally advanced 
BCC, for which neither surgery nor cura-
tive radiotherapy is appropriate. 

2. WHEN TO CONSIDER REFERRAL TO 
A SPECIALIST OR MULTIDISCIPLINARY 
TEAM6

GPs should consider referral for the 
following indications.

•	 If the diagnosis is uncertain or there 
are doubts about appropriate treatment 

•	 If the recommended treatment is 
beyond the skills of the practitioner 

•	 For cancers with any high-risk features 
(see Box 1) 

•	 For cancers of a large size 

•	 For cancers in technically difficult or 
high-risk anatomical locations (e.g. 
ears, nose, eyelids) 

•	 If there are cosmetic concerns 

•	 For recurrent or persistent cancers 

•	 If signs suggestive of metastatic 
spread are present, such as palpable 
regional lymph nodes 

•	 If there is perineural or lymphovascular 
invasion 

•	 In the presence of immunosuppression 
or skin-related comorbidities (e.g. 
scleroderma, xeroderma pigmentosa)

Keratinocyte skin cancers  continued 
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When should a GP refer?
GPs are well positioned to educate patients 
on the importance of sun-safe behaviours, 
to detect skin cancers at the earliest oppor-
tunity and to provide initial management. 
Recommendations on when to consider 
referring patients for specialist or multi-
disciplinary care are outlined in Box 2.

Patients requiring specialised manage-
ment, including photodynamic therapy, 
Mohs micrographic surgery and brachy
therapy, may be referred to a dermatologist. 
Referrals to plastic surgery and surgical 
oncology specialists are appropriate for 
lesions that require complex surgical man-
agement or have higher-risk features. For 
patients who are unable to undergo surgery 
because of lesion features or comorbidities, 
referral for a radiation oncology opinion is 
appropriate. For complex tumours and 
metastatic tumours, referral to a multidis-
ciplinary team that includes dermatolo-
gists, surgeons and medical and radiation 

oncologists is recommended for planning 
and management.

Conclusion
Keratinocyte cancers are the most com-
mon cancers encountered in Australia, 
and GPs play a crucial role in their detec-
tion and early management. Full skin 
examination is recommended for patients 
at risk of skin cancers, as many areas of 
the skin cannot be adequately monitored 
by patients themselves. Prevention through 
sun-safe education, early detection and 
appropriate treatment can help reduce the 
impact these cancers have on patients’ lives 
and the healthcare system.�   MT
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