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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
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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’ 


