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Non-pigmented lesions should also
be regarded as suspicious if they are
quite vascular and grow over months as
these may represent an amelanotic
melanoma. Subjects with many
junctional and atypical naevi (well above
100) should also be referred to a
dermatologist (using the non-urgent
pathway) especially if they have a family
history of melanoma and/or an excess
of cancers in the family. 

TREATMENT
In all cases the melanoma should be fully
excised and in most instances this will
involve a simple excision with a clear
margin of 1 and 2 cm depending on the
Breslow thickness. Most patients will not
need any further treatment and will be
followed up to check for possible
recurrence and also for a possible
second primary melanoma. 

More than 80% of melanoma patients
have surgery alone and survive their
disease with no other treatments. Some
patients may be offered a sentinel node
biopsy to assess whether the draining
lymph node is positive. This will often,
but not always, lead to a complete
clearance of the lymph basin if a positive
lymph node is identified depending on
the type of spread in the sentinel node.
However, sentinel node biopsy is
regarded as a staging procedure mainly
as it has not been shown to provide any
significant survival advantage.21, 22 In
cases of clinical palpable lymph nodes,
complete clearance of the nodes will be
needed.

Unfortunately, there is no adjuvant
therapy in melanoma which offers a
survival advantage and most adjuvant
treatments are assessed in the research
setting.23 In the palliative setting, there
are many chemotherapy regimens which
can reduce the bulk of the disease but do
not appear to prolong long-term survival.

Follow up needs to include a full body
skin examination. Women tend to
survive melanoma better than men after
adjusting for all possible confounders.24

There is some hope that therapy
which targets melanoma genetic
pathways such as BRAF/RAS and c-Kit
for example will lead to adjuvant
treatments with a long-term survival
advantage.25, 26 This type of targeted
therapy, which depends on the genetic
profile of the tumour, is the way forward
for melanoma treatment in the future. Useful information
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Melanoma affects 15 to 20 per 100, 000 in the UK. 
Common cancers such as breast, and prostate are around
ten times more common than melanoma. It is the most
common cancer between the age of 20 and 35 years in
Caucasians but the incidence of melanoma is still very low
in that age group. 

Melanoma has different clinical presentations with 
different outcomes and management. The most common
form of melanoma is superficial spreading melanoma
(SSM) which in its early stages will be a flat lesion often
originating from a flat junctional naevus. In nodular
melanoma, the lesion may present as a very small black
nodule, growing over weeks or months. These lesions
have a vertical growth phase from the onset and are
usually more aggressive. Lentigo maligna are melanoma
seen in older subjects on chronically sun-exposed sites,
often on the face. Melanoma can also appear on the
palms and soles or under the nail and on those sites may
present as a vascular non-pigmented lesion which may
cause diagnostic problems.

Subjects with fair skin and hair are at increased risk 
of melanoma but the magnitude of the risk is only two-
fold. The most consistent risk factor for melanoma in
Caucasians is the number of naevi especially atypical
naevi (lesions >5 mm in diameter with hazy borders and
often irregular pigmentation). The presence of >100 naevi
with atypical naevi can increase the risk of melanoma
five-to ten-fold. The atypical mole syndrome phenotype
is defined as >100 naevi with two or more atypical naevi
and/or naevi on unusual sites such as the breasts in
women, buttocks, feet and scalp. In the presence of the
atypical mole syndrome phenotype and a positive family
history, the risk is further increased and these patients
should be followed up by a dermatologist. A family
history of other cancers is also important.

Melanomas grow over weeks or months and the lesions  
will most often have changed in terms of size, shape and
colour. They may grow from a pre-existing naevus but
also from normal skin. There are many features which
differentiate a melanoma from a benign naevus.
Melanoma borders are more likely to be geographical for
SSM, the pigment distribution in the lesion is often irregular
and asymmetrical, they are generally >5 mm and usually
contain different shades. Any new mole in a subject over
40 should be regarded as suspicious.

All suspicious pigmented lesions should be referred to 
secondary care via the two-week wait pathway. The
diagnosis of melanoma can only be confirmed with a full
excision biopsy of the lesion. This should be carried out by
a specialist. Melanomas with thickness greater than 2 mm
have a poor prognosis but most melanomas are now
picked up below 1 mm in thickness and have a much
better outcome. More than 80% of melanoma patients
have surgery alone and survive their disease with no other
treatments. No adjuvanttherapy has been shown to
provide a survival advantage.
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