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distinctive distribution in areas rich in
sebaceous glands – the scalp,
eyebrows, glabella, nasolabial and
nasofacial folds, cheeks, peri-auricular
skin, pre-sternal and interscapular
areas (see figure 1, above, and 
figure 2, p24).

Some patients may develop isolated
dandruff (visible desquamation from
the scalp without scalp inflammation)
which is best regarded as mild
seborrhoeic dermatitis and not as 
a separate condition. Dandruff may
also be a precursor to more severe
seborrhoeic dermatitis. 

Others may develop blepharitis with

How should
diagnosis 
be made?

Which patients
should 
be referred?
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What are the
treatment
options?

» erythematous eyelids covered by
small, white scales and/or yellow
crusts and destruction of eyelash
follicles. Seborrhoeic dermatitis may
occur in flexures, especially the axillae,
groin, anogenital skin, infra-mammary
skin and the umbilicus, which may be
complicated by maceration and
intertrigo. Patients may experience
mild itching. 

Seborrhoeic dermatitis may be
worsened by tiredness and stress.
Exposure to sunlight may temporarily
exacerbate the condition but this is
generally followed by an overall
improvement. Rarely, seborrhoeic

FIGURE 1
Seborrhoeic
dermatitis affecting
the cheeks, nasofacial
sulci, nasolabial fold
and chin

SEBORRHOEIC DERMATITIS
IS A COMMON INFLAMMATORY,
ERYTHEMATOUS, PAPULO-
SQUAMOUS SKIN DISEASE.

It usually starts at puberty with a
peak incidence at 40 years of age and
is more common in males. Approximately
5% of the population have seborrhoeic
dermatitis which is severe enough to
require medical attention.1

Patients with seborrhoeic dermatitis
develop symmetrical, well demarcated,
dull or yellowish red patches and
plaques with overlying adherent,
yellowish greasy scales. 

Seborrhoeic dermatitis has a
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FIGURE 2
Seborrhoeic
dermatitis affecting
paranasal alar skin

SPECIAL REPORT
SEBORRHOEIC DERMATITIS 

thepractitioner.co.uk

24

dermatitis becomes generalised
resulting in erythroderma. 

Infantile seborrhoeic dermatitis
Infantile seborrhoeic dermatitis is 
a similar condition usually starting in 
the first month of life and resolving 
by four months of age. 

Some consider cradle cap to be
congenital infantile seborrhoeic
dermatitis. Dermatologists are divided
in their opinions as to whether or not
infantile seborrhoeic dermatitis is a
clinical entity distinct from seborrhoeic
dermatitis because there is as yet no
proven relationship between the two
conditions and children with infantile
seborrhoeic dermatitis are no more
likely than their peers to develop
seborrhoeic dermatitis. Children with
infantile seborrhoeic dermatitis are
almost invariably well and neither
feeding nor sleep are disturbed. 

CAUSES
Seborrhoeic dermatitis appears to be
dependent on the presence of the
yeast Malassezia furfur. M. furfur is a
commensal, lipophilic yeast, naturally
found on the skin surface in many
animals. In humans, the yeast can be
found in the acroinfundibulum of the
hair follicle. 

M. furfur has also been associated
with pityriasis versicolor and
pityrosporum folliculitis. At puberty,
sebaceous glands become more
active and colonisation with M. furfur
increases. It is hypothesised that 
M. furfur then induces seborrhoeic
dermatitis by activating complement
through an alternative lipase-producing
pathway.

The role of seborrhoea remains
debatable. The sebum excretion rate
from forehead skin was found to be
normal in male patients and
significantly reduced in female
patients.2 However, adolescents with
seborrhoeic dermatitis had a different
composition of skin surface lipids

compared with their peers. They had
higher cholesterol, triglyceride and
paraffin fractions and lower free fatty
acids (FFA), wax esters and squalene
fractions compared with control
subjects.3 As FFAs are produced by
bacterial lipolysis, this suggests that
there may be an alteration of the
bacterial microflora in seborrhoeic
dermatitis.3 

The pathogenesis of infantile
seborrhoeic dermatitis is less clear cut.

It may be caused by sebaceous glands
being active at birth through stimulation
by maternal androgens or nutritional
factors e.g. biotin deficiency. However,
these hypotheses have not been proven;
and neither has the role of  M. furfur. 

The sebum excretion rate in infantile
seborrhoeic dermatitis appears
normal, although there may be an
altered FFA composition. There is no
evidence of a genetic component in
infantile seborrhoeic dermatitis.

Box 1

Differential diagnoses in seborrhoeic dermatitis

Differential diagnosis
•Psoriasis More circumscribed, thicker plaques, with a brighter hue and more
silvery scale. The two conditions may overlap, this is known as sebopsoriasis or
seborrhiasis
•Atopic or allergic contact dermatitis Pruritus is more prominent; contact allergy
to a chemical or dye in clothing may cause an acute flexural dermatitis. 
Patch testing may be required
•Dermatitis secondary to pediculosis or tinea capitis May mimic scalp
seborrhoeic dermatitis. Careful examination for lice and mycological samples may
be required
•Pityriasis versicolor Less inflamed, more extensive and flatter. 
Mycological samples may be required
•Drug eruptions Particularly with methyldopa, chlorpromazine and cimetidine
•Rarer conditions Discoid lupus erythematosus (may mimic seborrhoeic
dermatitis localised to cheeks and paranasal areas); pemphigus foliaceus and
pemphigus erythematosus (may mimic severe seborrhoeic dermatitis affecting
scalp, central chest and upper back); benign familial pemphigus (may mimic
seborrhoeic dermatitis affecting axilla and interscapular skin); Darier’s disease
(may mimic seborrhoeic dermatitis affecting the trunk). If in doubt, these
conditions can be excluded (or diagnosed) with a skin biopsy and
immunofluorescence studies 

Other rarer differential diagnoses of infantile seborrhoeic dermatitis include:
•Acrodermatitis enteropathica Characterised by a similar eruption, 
mainly affecting peri-orificial (peri-oral, peri-anal) areas and the scalp. 
Associated with failure to thrive, irritability, diarrhoea and alopecia
• Langerhan’s cell histiocytosis Similar distribution as infantile seborrhoeic
dermatitis however cutaneous presentation is markedly different with
erythematous and purpuric macules and papules. Associated with anaemia,
diarrhoea, hepatosplenomegaly, lymphadenopathy and bony involvement 
•Multiple carboxylase deficiency Similar in distribution and type of eruption,
however severe neurological symptoms tend to dominate the clinical picture 
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dermatitis on the affected side.4
There may be a direct link between

alterations in neurological pathways
and the development of seborrhoeic
dermatitis; or it may be that these
diseases tend to cause seborrhoea,
which in turn increases the colonisation
of M. furfur.

DIAGNOSIS
The diagnosis of seborrhoeic
dermatitis can usually be made,
without the need for any
investigations, based on a complete
clinical history and examination.
However, if the presentation is not
classic certain investigations may be
required. Patients presenting with
sudden onset severe seborrhoeic
dermatitis should be screened for risk
factors for HIV infection. 

The differential diagnoses for
seborrhoeic dermatitis are listed in 
box 1, opposite. In infants, there is
significant overlap of clinical features
of infantile seborrhoeic dermatitis with
atopic eczema and psoriasis. Some
authorities believe that  infantile
seborrhoeic dermatitis is actually no
more than atopic eczema temporarily
attenuated by the natural lubrication
of sebum, and as soon as sebaceous
secretion decreases and the scratch
reflex matures, the typical eruption of
atopic eczema appears.5

Primary irritant contact dermatitis
can mimic infantile seborrhoeic
dermatitis localised to the napkin area.
In infants, psoriasis usually affects
flexural sites, and differentiating
between infantile seborrhoeic dermatitis

and infantile inverse psoriasis may
only be possible later in life.

MANAGEMENT
Recommended treatments for non-
scalp disease are listed in table 1, above,
and treatments for scalp disease in
table 2, above.

Other imidazole creams may also 
be tried, e.g. 1% clotrimazole cream, 
1% econazole cream or 2% miconazole
cream.7 When symptoms are under
control, maintenance with weekly use
of topical imidazole creams may
prevent recurrence, however repeated
reapplication may induce tolerance.
Shampoo containing 2% ketoconazole
may also be used as a body wash and
cotton buds moistened with baby
shampoo may be used to cleanse
eyelids.7

Patients should be advised to
remove thick crusts or scales on 
hair-bearing sites by applying warm
mineral/olive oil for several hours
before washing with a medicated
shampoo.7 Patients can also try 
coal tar, salicylic acid or tea tree 

Table 1

Treatment of non-scalp disease4

First line
• 2% ketoconazole cream – bd for 4 weeks
• 1% hydrocortisone cream – bd for 4 weeks

Second line
•0.1% tacrolimus ointment – bd for 4 weeks
• 1% pimecrolimus cream – bd for 4 weeks
• Lithium succinate ointment/8% lithium gluconate ointment 
– licensed for use in adults only

Third line
•Oral itraconazole – 200 mg od for 1 month, then 200 mg od 
for 2 days/month for next 11 months
•Narrow-band UVB phototherapy
• 2.5% benzoyl peroxide – od
•Oral terbinafine – 250 mg od for 4 weeks
• 1% terbinafine cream – bd for 4 weeks
•0.75% metronidazole gel – bd for 4 weeks

»

Table 2

Treatment of  scalp disease6

First line
•2% ketoconazole shampoo
• 1% zinc pyrithione shampoo

Second line
•2.5% selenium sulphide shampoo
•0.05% clobetasol propionate
shampoo
•2% miconazole cream 
± 1% hydrocortisone cream 
– bd for 6 weeks

RISK FACTORS
Patients with HIV infection have a
higher incidence of seborrhoeic
dermatitis and tend to be more
severely affected. 

This suggests that impaired 
cell-mediated immunity may facilitate
yeast survival in the skin and contribute
to a low T-cell dependent antibody
response, resulting in the inflammatory
response not being downregulated.3

Patients with neurological diseases,
including parkinsonism and cranial
nerve palsies, also have a higher
incidence of seborrhoeic dermatitis.
Interestingly, a patient with a unilateral
facial nerve palsy has been reported
to  have developed unilateral
seborrhoea and seborrhoeic

‘Patients with
neurological
diseases
including
parkinsonism
and cranial nerve
palsies have a
higher incidence
of seborrhoeic
dermatitis’

‘Patients who
present with
sudden onset
severe
seborrhoeic
dermatitis
should be
screened for 
risk factors 
for HIV infection’ 
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Useful information 

NICE Clinical Knowledge Summaries
Summary of current evidence-based
advice and practical guidance on
diagnosing and managing seborrhoeic
dermatitis
http://cks.nice.org.uk 

oil-containing shampoos.3,7

When symptoms are under control,
weekly use of medicated shampoos
may prevent recurrence. Potent
topical corticosteroid scalp application
e.g. betamethasone valerate 0.1%,
hydrocortisone butyrate 0.1% or
mometasone furoate 0.1% can be
prescribed concomitantly for four
weeks.7 Alcohol-based preparations
and hair tonics should be avoided.2

Mild cases of infantile seborrhoeic
dermatitis do not require treatment.
The mainstay of treatment for more
severe scalp disease is softening and
removing scales by massaging
vegetable/mineral oils into the scalp
before bathing in bath water containing a
dispersing bath oil. Shampoo containing
2% ketoconazole may also be used;
however shampoos containing salicylic
acid or selenium sulphide should be
avoided because of increased
systemic absorption in infants.

Infants with non-scalp disease
should be bathed every day with 
a water-dispersible emollient; 
over-the-counter soaps/detergents
and vigorous cleansing should be
avoided. Topical imidazole creams, 
e.g. 2% ketoconazole cream with or
without a mild topical corticosteroid,
e.g. 1% hydrocortisone cream, may 
be required. 

Frequent napkin changes and
attention to skin protection with
simple barrier emollients or zinc oxide
pastes is also important.

REFERRAL
Patients should be referred in the
following situations:7
•Diagnostic uncertainty – consider
other differential diagnoses

•Failure to respond to first-line
treatment after four weeks – consider
secondary changes e.g. bacterial
infection, flexural intertrigo,
lichenification, otitis externa
•Severe/widespread disease

CONCLUSION
Patients with seborrhoeic dermatitis
have a good prognosis, particularly
infantile seborrhoeic dermatitis, which
usually remits within a few weeks or
months and does not recur. 

Seborrhoeic dermatitis may require
treatment for a number of years but
the long-term prognosis remains
good.
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Seborrhoeic dermatitis usually starts at puberty with 
a peak incidence at 40 years of age and is more common
in males. Patients develop symmetrical, well demarcated,
dull or yellowish red patches and plaques with overlying
adherent, yellowish greasy scales.  Seborrhoeic dermatitis
has a distinctive distribution in areas rich in sebaceous
glands – the scalp, eyebrows, glabella, nasolabial and
nasofacial folds, cheeks, peri-auricular skin, pre-sternal
and interscapular areas. It may occur in flexures, especially
the axillae, groin, anogenital skin, infra-mammary skin and
the umbilicus. Some patientsmay develop blepharitis with
erythematous eyelids and destruction of eyelash follicles.

Infantile seborrhoeic dermatitis is a similar condition
usually starting in the first month of life and resolving by
four months. It may be caused by sebaceous glands
being active at birth due to stimulation by maternal
androgens or nutritional factors. There is no evidence of a
genetic role. Mild cases of infantile seborrhoeic dermatitis
do not require treatment, for more severe scalp disease
softening and removing scales by massaging
vegetable/mineral oils into the scalp before bathing in
bath water containing a dispersing bath oil is effective.

Seborrhoeic dermatitis appears to be dependent on
the presence of the yeast Malassezia furfur. At puberty,
sebaceous glands become more active and colonisation
with M. furfur increases. It is hypothesised that M. furfur
then induces seborrhoeic dermatitis by activating
complement through an alternative lipase-producing
pathway. Patients with HIV infection, neurological
diseases, including parkinsonism and cranial nerve
palsies, have a higher incidence of seborrhoeic dermatitis.
Patients presenting with sudden onset severe seborrhoeic
dermatitis should be screened for risk factors for HIV. 

Patients with seborrhoeic dermatitis have a good 
prognosis, particularly infantile seborrhoeic dermatitis,
which usually remits within a few weeks or months and
does not recur. The differential diagnosis includes
psoriasis, atopic or allergic contact dermatitis, dermatitis
secondary to pediculosis or tinea, pityriasis versicolor and
drug eruptions. For non-scalp disease first-line treatment
includes ketoconazole 2% cream and hydrocortisone 
1% cream. For scalp disease, ketoconazole 2% shampoo
and zinc pyrithione 1% shampoo are recommended.

Patients should be referred in the following situations: 
diagnostic uncertainty – consider other differential
diagnoses; failure to respond to first-line treatment after
four weeks – consider secondary changes e.g. bacterial
infection, flexural intertrigo, lichenification, otitis externa;
and severe/widespread disease.

‘Infants with 
non-scalp
disease should
be bathed with a
water-dispersible
emollient daily’

‘Alcohol-based
preparations
and hair tonics
should be avoided’


