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Management of atopic dermatitis in adolescents and
adults in South Africa
Werner Sinclair, Jamila Aboobaker, Francois Jordaan, Deepak Modi, Gail Todd
Objective. The guidelines for the management of atopic
dermatitis in patients older than 18 years have been
developed in an attempt to improve the outcomes of
treatment of this condition in South Africa. This condition
has a major impact on the quality of life of sufferers and it is
expected that these guidelines, if implemented, will play a
role in achieving this.
Recommendations. All health care workers involved in the
management of atopic dermatitis should take note of these
guidelines and try to implement them in clinical practice
as far as possible. All treatment methods and procedures
not substantiated by evidence from the literature should be
discontinued and avoided to decrease the financial burden of
dermatitis treatment.
Validation. These guidelines were developed through general
consensus by a group of five South African dermatologists,
from evidence based on extensive literature review. Draft
documents were made available for comment to the

1. Introduction and methods
Atopic dermatitis (AD) is a very common, chronic, inflammatory
eczematous skin disease in children, affecting up to 20% of
children in Western Europe and Australia. The morbidity and
impact on quality of life of these patients can be very severe.1
Women seem to be more severely affected than men2 and the
psychological distress suffered correlates well with the severity
of the dermatitis.3
There is considerable confusion about uniform criteria for the
diagnosis of AD in adults and management is often arbitrary
and empirical, with poor outcomes in general. There is therefore
a need for standardised guidelines on diagnosing and managing
this condition.
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dermatology community as a whole, via the official website
of the Dermatological Society of South Africa. They were
also presented and discussed at the annual congress of the
Dermatological Society of South Africa. All input from these
sources, where appropriate, were then incorporated into these
guidelines.
Guidelines sponsor. Novartis initiated the project and sponsored
the meetings of the work group and all costs generated by
these meetings.
Disclaimer. These guidelines do not represent all the possible
methods of management applicable to all patients, do
not exclude any other reasonable methods and will not
ensure successful treatment in every situation. The unique
circumstances of each patient should be taken into account by
the responsible physician regarding decisions on any specific
therapy.
S Afr Med J 2008; 98: 301-320.

A working group of dermatologists, the current fulltime heads
of dermatology departments/divisions of five of the medical
schools in South Africa, was convened on instruction from the
executive committee of the Dermatological Society of South
Africa and tasked with publishing these guidelines.
The working group used an evidence-based module –
evidence obtained through a thorough literature search
published on the topic over the last 15 years. Evidence
was graded according to the SIGN4 grading system and all
recommendations and statements in the text are marked
according to these levels of evidence to denote the strength
of evidence and therefore the validity and weight of
recommendation:

1.1 Levels of evidence
1++ High-quality meta-analyses, systematic reviews of
randomised controlled trials (RCTs), or RCTs with very low
risk of bias.
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1+ W
 ell-conducted meta-analyses, systematic reviews of RCTs,
or RCTs with low risk of bias.
1– M
 eta-analyses, systematic reviews of RCTs, or RCTs with a
high risk of bias.
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2++High-quality systematic reviews of case-control or cohort
studies; high-quality case-control or cohort studies with a
very low risk of confounding, bias or chance and a high
probability that the relationship is causal.
2+ W
 ell-conducted case-control or cohort studies with a
low risk of confounding, bias or chance and a moderate
probability that the relationship is causal.
2– C
 ase-control or cohort studies with a high risk of
confounding, bias or chance and a significant risk that the
relationship is not causal.
3

Non-analytical studies, e.g. case reports, case series.

4

Expert opinion.

1.2 Grades of recommendation
A A
 t least one meta-analysis, systematic review of RCTs rated
as 1++ and directly applicable to the target population; or
A systematic review of RCTs or a body of evidence
consisting principally of studies rated as 1+, directly
applicable to the target population and demonstrating
overall consistency of results.
B A
 body of evidence including studies rated as 2++, directly
applicable to the target population and demonstrating
overall consistency of results; or
Extrapolated evidence from studies rated as 1++ or 1+.
C A
 body of evidence including studies rated as 2+, directly
applicable to the target population and demonstrating
overall consistency of results; or
Extrapolated evidence from studies rated as 2++.
D E
 vidence level 3 or 4; or
Extrapolated evidence from studies rated as 2+.
0

Not recommendable.

1.3 Scope
These guidelines were developed to address the diagnosis and
management of adult patients, from the age of 13 years and
above, who suffer from AD.
1. E
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chronic diseases? Contributors to psychological distress in adults with psoriasis and atopic
dermatitis. Br J Dermatol 2005; 152: 1275-1281.
2. H
 olm EA, Esmann S, Jemec GB. Does visible atopic dermatitis affect quality of life more in
women than in men? Gend Med 2004; 1: 125-130.
3. T
 aieb C, Ngyuen C, Myon E. Adults with atopic dermatitis: quality of life impact. J Am Acad
Dermatol 2006; 54: AB80.
4. N
 ational Institute for Clinical Excellence. SIGN 50. A Guideline Developers Handbook.
Edinburgh: National Institute for Clinical Excellence: Guideline Development Methods, 2004:
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304 2. Definitions
The term ‘eczema’ is derived from the Greek word ekzein
which literally means ‘to boil out’. In patients with eczema
the condition flares up (‘boils out’) periodically. Flares may be
precipitated by irritation of the skin, infection and stress. The
term ‘dermatitis’ refers to inflammation of the skin analogous
to ‘appendicitis’, inflammation of the appendix, ‘hepatitis’,

inflammation of the liver, etc. The terms ‘dermatitis’ and
‘eczema’ are nowadays generally regarded as synonymous.
Some authors still use the term ‘dermatitis’ to include all types
of cutaneous inflammation, so that all eczema is dermatitis, but
not all dermatitis is eczema. The term ‘dermatitis’, however,
should be used with care, as some patients regard it as
implying an occupational cause. Unfortunately, there is still no
international agreement on the use of these terms. Ackerman1,2
has argued that, as the term eczema cannot be defined in a
way that meets with universal approval, it should be dropped
from dermatological parlance. There seems to be a consensus
that the term still serves a useful purpose for the clinician.
Much energy has been needlessly wasted in debating which
term should be used. Geographically there is unexplained
preference for one or the other.
Acute eczema/dermatitis is characterised by oedema,
erythema, vesiculation, exudation, and crusting. Chronic
eczema/dermatitis is characterised by lichenification.
Lichenification refers to thickening of the skin with
exaggeration of the normal markings. Flat-topped, shiny,
quadrilateral coalescing papules are enclosed. Subacute
eczema/dermatitis shows features overlapping with acute and
chronic eczema/dermatitis. Lesions are commonly slightly
elevated, red, brownish or purplish in colour with variable
scaling. Generally physicians most commonly encounter the
subacute presentation of eczema/dermatitis.
The commonest forms of eczema/dermatitis are atopic,
seborrhoeic, primary irritant, photoallergic, phototoxic,
nummular, asteatotic, stasis and dyshidrotic. Eczema/
dermatitis associated with infection (e.g. dermatophyte) or
infestation (e.g. scabies), so-called ‘ide’ reactions, are additional
variants.
The term ‘atopy’ was first coined in medicine in 1923 by
two allergists, Coca and Cook. They defined atopy clinically
as a proclivity to develop allergic rhinitis, allergic asthma,
and allergic urticaria. Patients whom they considered to
be atopic possessed a distinctive antibody, named by them
‘reagin’ or ‘skin-sensitising antibody’ because intradermal
skin tests to a variety of inhalant allergens, e.g. trees, weeds,
grasses, dust, moulds and danders, elicited wheals at sites
of some injections. When Sulzberger, in the early 1930s,
encountered atopic patients with skin lesions that favoured
antecubital and popliteal fossae, he initially called the disorder
‘neurodermatitis of atopic type’, then ‘atopic eczema’ and
finally ‘atopic dermatitis’.
The word ‘atopy’ is defined as ‘a clinical hypersensitivity
state that is subject to hereditary influences; included are hay
fever, asthma and eczema’. Atopic dermatitis (AD), allergic
rhinitis, and asthma are atopic diseases that develop against a
complex genetic background, the so-called atopic diathesis. The
term atopic eczema or just ‘eczema’ is frequently used in the
UK, whereas ‘atopic dermatitis’ is used more in the USA. The
word atopic in the term atopic eczema is simply an indicator
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of the frequent association with atopy and the need to separate
this clinical phenotype from the other forms of ‘eczema’ such
as irritant or allergic contact eczema, which have other causes
and distinct patterns. The terms ‘atopic eczema’ and ‘atopic
dermatitis’ are synonymous.
The morphology, distribution and evolution of eczema/
dermatitis in atopic eczema/dermatitis are highly
characteristic. During the infant phase (birth to 2 years) red
scaly lesions develop typically on the cheeks, usually sparing
the perioral and perinasal areas. The chin is typically involved
and cheilitis is common. A small but significant number of
infants develop a generalised eruption. Involvement of the
scalp is not uncommon. The diaper area is often spared.
Sometimes the cubital/popliteal fossae or other parts of
the limbs are involved. During the childhood phase (2 - 12
years) eczema/dermatitis involves the flexural areas (i.e. the
antecubital fossae and popliteal fossae) but also the neck, wrist
and ankles. During the adult phase (12 years to adult) lesions
involve similar areas to those affected during the childhood
phase. Additionally hand eczema/dermatitis, periocular
eczema/dermatitis and anogenital eczema/dermatitis are
common. Morphologically, lesions may be acute, subacute or
chronic.
Importantly, for the clinician, the diagnosis of atopic
eczema/dermatitis is based on the aforementioned criteria,
namely age of the patient, distribution of the rash and
morphology of the rash.
Atopic eczema is a difficult disease to define, as the clinical
features are highly variable in morphology, body site and time.
There is no specific diagnostic test that encompasses all people
with typical eczema that can serve as a reference standard.
Diagnosis is, therefore, essentially a clinical one.3-5
According to the position paper from the European Academy
of Allergology and Clinical Immunology nomenclature
task force,6 the term ‘Atopic eczema/dermatitis syndrome’
(AEDS) should be used as the ‘umbrella’ term to cover the
different subtypes of AD. The new nomenclature (AEDS)
underlines the fact that AD is not one, single disease, but
rather an aggregation of several diseases with certain clinical
characteristics in common. Intrinsic AD (non-allergic AEDS =
NAAEDS) fulfils the most commonly used diagnostic criteria
for AD (20%). These patients have no associated respiratory
diseases, such as bronchial asthma or allergic rhinitis, show
normal total serum IgE levels, no specific IgE, and negative
skin-prick tests to aeroallergens or foods. Extrinsic AD (allergic
AEDS = AAEDS) is commonly associated with respiratory
allergies such as rhinitis and asthma, a high level of serum
IgE, specific IgE and positive skin-prick tests to aeroallergens
or foods (80%). Immunological differences between the IgEassociated type of AD and the non-allergic type can be found
in the cell and cytokine pattern in peripheral blood and in
the affected skin, and also by phenotyping characterisation

of epidermal dendritic cells. The current explanation of
this distinction is based on differences in genetics and/or
environmental conditions. The classification into AAEDS and
NAAEDS at each stage of life, i.e. infancy, childhood, teenage
and adult, is essential for the allergological management of
patients in respect of allergen avoidance, secondary allergy
prevention, and immunotherapy. The risk of an ‘atopy march’
is significantly lower in children with the NAAEDS. The
subdivision of allergic versus non-allergic AD is currently
controversial. Cases may transform from one type to the other.
This division may not be applicable to adults.
It is quite possible that there are distinct subsets of atopic
eczema, e.g. those cases associated with atopy and those who
have severe disease with recurrent infections. Until the exact
genetic and causative agents are known, it is wiser to consider
the clinical disease as one condition. Perhaps sensitivity
analyses should be done within clinical trials, or among those
who are thought to represent distinct subsets, e.g. those who
are definitely atopic with raised circulating IgE to allergens,
and those with severe disease and associated asthma.3,4,7-15

Definitions
• A
 topy – clinically defined atopy is a proclivity to develop
allergic rhinitis, allergic asthma, and allergic urticaria.
Patients possess a distinctive skin-sensitising antibody
(‘reagin’). Intradermal skin tests to a variety of inhalant
allergens, e.g. trees, weeds, grasses, dust, moulds and
danders, are positive.
• Dermatitis – inflammation of the skin.
• E
 czema – inflammation of the skin. Dermatitis
and eczema are synonyms and the terms are used
interchangeably.
• I ntrinsic atopic dermatitis – NAAEDS fulfils the most
commonly used diagnostic criteria for AD. These
patients have no associated respiratory diseases, such as
bronchial asthma or allergic rhinitis, show normal total
serum IgE levels, no specific IgE, and negative skin-prick
tests to aeroallergens or foods. NAAEDS comprises 20%
of cases.
• E
 xtrinsic atopic dermatitis – AAEDS is commonly
associated with respiratory allergies such as rhinitis
and asthma, a high level of serum IgE, specific IgE
and positive skin-prick tests to aeroallergens or foods.
AAEDS comprises 80% of cases.

305
1. A
 ckerman AB. ‘Eczema’ revisited. A status report based upon current textbooks of
dermatology. Am J Dermatopathol 1994; 16: 517-522; discussion 523-531.
2. A
 ckerman AB. A plea to expunge the word ‘eczema’ from the lexicon of dermatology and
dermatopathology. Arch Dermatol Res 1982; 272: 407-420.
3. F
 riedmann PS, Holden CA. Atopic dermatitis. In: Burns DA, Breathnach SM, Cox NH,
Griffiths CEM, eds. Rook’s Textbook of Dermatology, Vol 1, 7th ed. Oxford: Blackwell Publishing,
2004: 18.1-18.31.
4. Habif TB. Atopic dermatitis: In: Clinical Dermatology, 4th ed. St Louis: Mosby, 2004: 105-125.
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5. Simpson EL, Hanifin JM. Atopic dermatitis. Med Clin N Am 2006; 90: 149-167.
6. J ohansson SGO, Bieber T, Dahl R, et al. Revised nomenclature for allergy for global use: report
of the Nomenclature Review Committee of the World Allergy Organization, October 2003. J
Allergy Clin Immunol 2004; 113: 832-836.
7. F
 olster-Holst R, Pape M, Buss YL, Christophers E, Weichenthal M. Low prevalence of the
intrinsic form of atopic dermatitis among adult patients. Allergy 2006; 61: 629-632.
8. A
 kdis CA, Akdis M. Immunological differences between intrinsic and extrinsic types of atopic
dermatitis. Clin Exp Allergy 2003; 33: 1618-1621.
9. N
 ovak N, Bieber T. Allergic and nonallergic forms of atopic diseases. J Allergy Clin Immunol
2003; 112: 252-262.
10. W
 uthrich B, Schmid-Grendelmeier P. The atopic eczema/dermatitis syndrome. Epidemiology,
natural course, and immunology of the IgE-associated (‘extrinsic’) and the nonallergic
(‘intrinsic’) AEDS. J Investig Allergol Clin Immunol 2003; 13: 1-5.
11. K
 erschenlohr K, Decard S, Przybilla B, Wollenberg A. Atopy patch test reactions show a rapid
influx of inflammatory dendritic epidermal cells in patients with extrinsic atopic dermatitis
and patients with intrinsic atopic dermatitis. J Allergy Clin Immunol 2003; 111: 869-874.
12. I ngordo V, D’Andria G, D’Andria C, Tortora A. Results of atopy patch tests with house dust
mites in adults with ‘intrinsic’ and ‘extrinsic’ atopic dermatitis. J Eur Acad Dermatol Venereol
2002; 16: 450-454.
13. S
 chmid-Grendelmeier P, Simon D, Simon HU, Akdis CA, Wuthrich B. Epidemiology, clinical
features, and immunology of the ‘intrinsic’ (non-IgE-mediated) type of atopic dermatitis
(constitutional dermatitis). Allergy 2001; 56: 841-849.
14. B
 ieber T. Putative mechanisms underlying chronicity in atopic eczema. Acta Derm Venereol
2005; Suppl 215: 7-10.
15. W
 illiams HC, Johansson SGO. Two types of eczema – or are there? J Allergy Clin Immunol
2005; 116: 1064-1066.

3. Aetiopathogenesis
This is probably multifactorial and most studies investigating
the causes of atopic eczema deal with children. There is little
to suggest that adult atopic eczema should have a different
aetiopathogenesis apart from some clinical features that differ,
such as the predominant involvement of the hands and the
head and neck.1

3.1 Genetics
Population-based family studies in Europe suggest that in
atopic families up to 50% of offspring will have atopic eczema.2
Twin studies showing a concordance rate for atopic eczema of
0.75 for monozygotic twins compared with 0.20 for dizygotic
twins support a genetic basis for atopic eczema.2-4 Further
evidence for a genetic predisposition to atopic eczema is the
finding of candidate genes.2,4,5

3.2 Allergic sensitisation
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The predisposition for IgE hyper-responsiveness to allergens
defines the term atopy.6 A systematic review of the published
evidence for allergic sensitisation and eczema in 12 population
studies from around the world has shown that IgE hyperresponsiveness does not necessarily equate to atopic eczema
even though it may be associated with the disease phenotype,
especially in those with severe disease.7,8 Among those with
atopic dermatitis up to 60% were not atopic. Geographical
location was associated with the risk of being atopic among
those with atopic eczema as compared with normal healthy
controls.
In 5 studies that included adolescents and adults the findings
were essentially similar. In the single cross-sectional household
survey from Ethiopia, which included adults, 15% of those
with atopic eczema and 8 % of those without atopic eczema
were atopic by skin-prick testing.9 This lack of association
between atopic eczema and allergen sensitisation was

confirmed in a cross-sectional survey and nested case-control
study of children.10

3.3 Environment
A documented increasing prevalence of atopic eczema over
the last 30 years is not consistent with genetic drift alone11-13
but supports a strong environmental influence as evidenced
by population migration studies.14 These environmental
influences, which affect initial disease expression or
aggravation of established disease, are summarised in Table
3.I. More detailed information can be obtained from published
reviews on gene-environment interactions.2,4,5,14-23
The concept of a damaged barrier function (whether
intrinsically normal or dysfunctional) inducing a state of
epidermal repair coupled with aberrant responses to epidermal
insults in the affected skin best explains the aetiopathogenesis
of atopic eczema.4,5,17
1. S
 andstrom Falk MH, Faergemann J. Atopic dermatitis in adults: does it disappear with age?
Acta Derm Venereol 2006; 86: 135-139.
2. S
 chultz Larsen F. Genetic epidemiology of atopic dermatitis. In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 113-124.
3. S
 chultz Larsen F. Atopic dermatitis: a genetic-epidemiologic study in a population-based twin
sample. J Am Acad Dermatol 1993; 28: 719-723.
4. M
 orar N, Willis-Owen SAG, Moffatt MF, Cookson WOCM. The genetics of atopic dermatitis. J
Allergy Clin Immunol 2006; 118: 24-34.
5. C
 ork MJ, Robinson DA, Vasilopoulos Y, et al. New perspectives on epidermal barrier
dysfunction in atopic dermatitis: gene-environment interactions. J Allergy Clin Immunol 2006;
118: 3-21.
6. J ohansson SGO, Bieber T, Dahl R, et al Revised nomenclature review committee of the World
Allergy Organisation, October 2003. Allergy Clin Immunol Int - J World Allergy Org 2005; 17:
4-8.
7. F
 lohr C, Johansson SGO, Wahlgren C-F, Williams H. How atopic is atopic dermatitis? J Allergy
Clin Immunol 2004; 114: 150-158.
8. W
 illiams H, Flohr C. How epidemiology has challenged 3 prevailing concepts about atopic
dermatitis. J Allergy Clin Immunol 2006; 118: 209-213.
9. Y
 emaneberhan H, Flohr C, Bekele Z, et al. Prevalence and associated risk factors of atopic
dermatitis symptoms in rural and urban Ethiopia. Clin Exp Allergy 2004; 34: 779-785.
10. A
 brahams H, Damtew D, Williams H, et al. Early risk factors for atopic dermatitis in
Ethiopian children. J Allergy Clin Immunol 2005; 115: 370-376.
11. W
 illiams HC. Atopic eczema – why we should look to the environment. BMJ 1995; 311: 12411242.
12. W
 illiams HC. Is the prevalence of atopic dermatitis increasing? Clin Exp Dermatol 1992; 17:
385-391.
13. D
 iepgen T. Is the prevalence of atopic dermatitis increasing? In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 96-112.
14. B
 urrell-Morris C, Williams HC. Atopic dermatitis in migrant population. In: Williams HC,
ed. Atopic Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge:
Cambridge University Press, 2000: 169-182.
15. F
 lohr C, Pascoe D, Williams HC. Atopic dermatitis and the ‘hygiene hypothesis’: too clean to
be true? Br J Dermatol 2005; 152: 202-216.
16. A
 kdis CA, Akdai M, Bieber T, et al. for the European Academy of Allergology and Clinical
Immunology/American Academy of Allergy, Asthma and Immunology/PRACTALL
Consensus Group. Diagnosis and treatment of atopic dermatitis in children and adults:
European Academy of Allergology and Clinical Immunology /American Academy of Allergy,
Asthma and Immunology/PRACTALL Consensus Report. J Allergy Clin Immunol 2006; 118:
152-189.
17. T
 aieb A, Hanifin J, Cooper K, et al. Proceedings of the 4th Georg Rajka International
Symposium on atopic dermatitis, Aacachon, France, September 15-17, 2005. J Allergy Clin
Immunol 2006; 117: 378-390.
18. M
 cNally N, Phillips D. Geographical studies of atopic dermatitis. In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 71-84.
19. M
 cNally N, Phillips D. Social factors and atopic dermatitis. In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 139-154.
20. G
 odfrey K. Fetal and perinatal origins of atopic dermatitis. In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 125-138.
21. S
 chafer T, Ring J. The possible role of environmental pollution in the development of atopic
dermatitis. In: Williams HC, ed. Atopic Dermatitis. The Epidemiology, Causes and Prevention of
Atopic Eczema. Cambridge: Cambridge University Press, 2000: 155-168.
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Table 3.I. Environmental influences on atopic eczema
Environmental factor			

Effect on atopic eczema				

Socio-economic status			
Increased risk with higher socio-economic status		
Education level of parents			
Increased risk with higher level of education		
Family size (hygiene hypothesis)		
Increased risk with decreasing family size		
											
Day-care attendance 			
Decreased risk with day-care 				
(hygiene hypothesis)			
attendance in infancy				
Rural compared with urban 			
Increased risk with urbanisation			
living (hygiene hypothesis)									
Animal exposure in early 			
Decreased risk with pet exposure in early life		
life (hygiene hypothesis)
Endotoxin exposure in early 			
Decreased risk of eczema development			
infancy (hygiene hypothesis)			
with early life exposure
Basic hygiene (hygiene hypothesis)		
Increased risk with improved personal hygiene		
Early life infections (hygiene hypothesis)
No clear evidence for protection from specific 		
					
organism exposure. Protection may be related to
					
microbial burden in early life
Parasite exposure in early			
Little evidence for a protective effect on
life (hygiene hypothesis)			
atopic eczema development
					
Exposure reduces IgE sensitisation			
Vaccination (hygiene hypothesis)		
Effect unclear					
											
Early life antibiotic use (hygiene hypothesis)
Increased risk with increasing 			
					
antibiotic prescribing in infants
Climate					
Increased risk in cooler climates			
											
Maternal age				
Increased risk with increased age			
											
Maternal diet
Probiotics				
Possible decreased risk with probiotic use		
											
Food avoidance				
Little evidence for decreased risk with food 		
					
avoidance if applied in pregnancy 			
					
or while breastfeeding		
Maternal toxin exposure			
Unclear smoking risk during 				
					
pregnancy or breastfeeding				
											
Maternal risk (parent-of-origin effect)		
Increased risk if mother had atopic eczema		
Diet exclusion				
Disease control in children <2 years of age with 		
					
documented allergy only – no effect in adults
Diet supplementation
Antioxidants				
Vitamin E, zinc, selenium – no effect			
Essential fatty acids			
Borage, fish, evening primrose oils – no effect		
Probiotics (hygiene hypothesis)		
Decreased risk of eczema developing			
Breastfeeding				
Decreased risk in breastfed infants with a 		
					
family history of atopic eczema
Allergen exposure
Housedust mite				
Decreased exposure/load – no effect			
											
Super-antigen				
Staphylococcal control – no effect			
Irritant exposure
Hard water				
Disease aggravation with hard water			
Clothing				
Disease aggravation by fibre roughness			
					
Disease aggravation by heavy textiles			
Pollution					
Increased risk with urbanisation			
											

Studies
McNally & Phillips18
McNally & Phillips19
Flohr et al.,15 McNally
& Phillips19
Flohr et al.15
Burrell-Morris &
Williams,14 Flohr et al.15
Flohr et al.15
Flohr et al.15
Flohr et al.15
Flohr et al.15

Flohr et al.,15 Flohr et al.24
Flohr et al.,15
Godfrey,20 Adler25
Flohr et al.15
Burrell-Morris &
Williams14
Godfrey,20 Braae
Olesen & Threstrup-Petersen23
Godfrey,20 Williams &
Wuthrich,26 Hoare et al.27
Godfrey,20 Williams &
Wuthrich,26 Hoare et al.27
Godfrey,20 Schafer
& Ring,21 Braae
Olesen & Thestrup-Petersen23
Morar et al.,4 Godfrey20
Godfrey,20 Hoare et al.27

Hoare et al.27
Hoare et al.27
Hoare et al.27
Godfrey20

Kolmer & Platts-Mills,22
Hoare et al.27
Hoare et al.27
McNally & Phillips18
Hoare et al.27
Hoare et al.27
Burrell-Morris & Williams,14
Schafer & Ring21
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HC, ed. Atopic Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge:
Cambridge University Press, 2000: 1183-1201.
23. B
 raae Olesen A, Thestrup-Petersen K. The ‘old mother’ hypothesis. In: Williams HC, ed.
Atopic Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge:
Cambridge University Press, 2000: 148-154.
24. F
 lohr C, Tuyen LN, Lewis S, et al. Poor sanitation and helminth infection protect against skin
sensitisation in Vietnamese children: a cross-sectional study. J Allergy Clin Immunol 2006; 118:
1305-1311.
25. A
 dler UC. The influence of childhood infections and vaccination on the development of
atopy: a systematic review of direct epidemiological evidence. Homeopathy 2005; 94: 182-195.
26. W
 illiams HC, Wuthrich B. The natural history of atopic dermatitis. In: Williams HC, ed.
Atopic Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge:
Cambridge University Press, 2000: 41-59.
27. H
 oare C, Li Wan Po A, Williams H. Systematic review of treatments for atopic eczema. Health
Technology Assessment 2000; 4(37): 1-191.

4. Epidemiology
4.1 How common is atopic eczema?
Much of the published work on the epidemiology of atopic
eczema has been done in children1 and a variety of prevalence
measures have been used which include lifetime prevalence,
point prevalence and 1-year prevalence rates. The International
Study of Asthma and Allergies in Childhood (ISAAC)2,3 has
documented that the 1-year prevalence rate varies worldwide
depending on the population and geographical area studied
(globally, nationally or locally). A comparison of the two
studies documents a decline or plateau in the 1-year prevalence
rate in the developed world but an increasing prevalence in the
developing world.
While it is accepted that atopic eczema is a particular
problem in children, the burden of disease is significant in
adults. A study among adults in Scotland documents a 0.2%
1-year point prevalence for atopic eczema in those over 40
years of age. Adults accounted for 38% of the atopic eczema
population.4
Few incidence studies have been done and these are in
cohorts of children.5
There are no studies addressing the prevalence of atopic
eczema in South African adults. The phase I ISAAC study2 of
13 - 14-year-old schoolchildren in Cape Town showed an 8.3%
1-year prevalence rate with 2.3% having severe disease. The
phase III follow-up study3 documented an increased
1-year prevalence of 13.3% among children of the same age. In
3 - 11-year-old normal children the 1-year prevalence rate was
1 - 2.5% in Xhosa children depending on the methodology used
to define atopic eczema.6

4.2 What is the natural history of atopic eczema?
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Studies on the natural history of atopic eczema document up
to 60% spontaneous clearing by puberty.5,7,8 Studies on adults
are rare but suggest that early adult atopic eczema is associated
with persistent disease in later life. Atopic eczema may recur
in adults and the risk is associated with the severity and
persistence of childhood atopic eczema. In adults the clinical
picture may be altered. Patients may present with hand eczema
caused by exposure to additional insults such as irritants, e.g.

wet work, detergents, chemicals and solvents, or head and
neck involvement.9
The historical concept of the ‘atopic march’ where atopic
eczema in children would evolve into mucosal forms of atopic
disease has been challenged by cohort studies.10,11 Early wheeze
and specific sensitisation pattern (wheat, cat, mite, soy, birch)
were predictors of wheezing at school age irrespective of the
presence of atopic eczema in a German birth cohort study.8 The
development of rhinoconjunctivitis is more strongly associated
with atopic eczema than is asthma. It is probable that there are
many subsets of the atopic eczema phenotype.
Studies assessing the severity of atopic eczema in Europe
revealed that in children, 84% have mild, 14% moderate and
2% severe disease.12,13 In adult cohorts, those who had severe
disease accounted for 12% using the SCORAD scoring system.9
1. D
 iepgen T. Is the prevalence of atopic dermatitis increasing? In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 96-112.
2. W
 illiams 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.
3. A
 sher MI, Montefort S, Bjorkstein B, et al. Worlwide time trends in the prevalence of
symptoms of asthma, allergic rhinoconjunctivitis, and eczema in childhood: ISAAC Phase
One and Three repeat multicountry cross-sectional surveys. Lancet 2006; 368: 733-743.
4. H
 erd RM, Tidman MJ, Prescott RJ, Hunter JAA. Prevalence of atopic eczema in the
community: the Lothian atopic dermatitis study. Br J Dermatol 1996; 135: 18-19.
5. H
 alkjaer LB, Loland l, Buchvald FF, et al. Development of atopic dermatitis during the first 3
years of life. The Copenhagen prospective study on asthma in childhood cohort study in high
risk children. Arch Dermatol 2006; 142: 561-566.
6. C
 halmers DA, Todd G, Saxe N, et al. Validation of the UK Working Party criteria for atopic
eczema in a Xhosa-speaking African population. Br J Dermatol 2007; 156: 111-116.
7. W
 illiams HC, Wuthrich B. The natural history of atopic dermatitis. In: Williams HC, ed. Atopic
Dermatitis. The Epidemiology, Causes and Prevention of Atopic Eczema. Cambridge: Cambridge
University Press, 2000: 41-59.
8. I lli S, von Mutius, Lau S, et al. The natural course of atopic dermatitis from birth to age 7
years and the association with asthma. J Allergy Clin Immunol 2004; 113: 925-931.
9. S
 andstrom Falk MH, Faergemann J. Atopic dermatitis in adults: does it disappear with age?
Acta Derm Venereol 2006; 86: 135-139.
10. W
 illiams H, Flohr C. How epidemiology has challenged 3 prevailing concepts about atopic
dermatitis. J Allergy Clin Immunol 2006; 118: 209-213.
11. F
 lohr C, Johansson SGO, Wahlgren C-F, Williams H. How atopic is atopic dermatitis? J Allergy
Clin Immunol 2004; 114: 150-158.
12. E
 merson RM, Williams HC, Allen BR. Severity distribution of atopic dermatitis in the
community and its relationship to secondary referral. Br J Dermatol 1998; 139: 73-76.
13. D
 otterud LK, KvammenB, Lund E, Falk ES. Prevalence and some clinical aspects of atopic
dermatitis in the community of Sor-Varanger. Acta Dermatol Venereol 1995; 75: 50-53.

5. Diagnosis of atopic dermatitis in
adults
The diagnosis of this condition is often not straightforward
and several other conditions have to be considered in the
differential diagnosis (see below). Where the disease represents
mere continuation of atopic dermatitis (AD) from childhood,
the diagnosis is usually easy and the clinical picture also
typical. Difficulty arises where onset occurs after the age of 18
years (adult-onset AD) and in these cases the disease pattern is
often not obvious, although it may still present with the usual
flexural dermatitis seen in children. Non-typical morphology
and localisation are common with nummular, prurigolike,
follicular and seborrhoeic patterns often seen.1 Erythroderma
is a rare manifestation of AD in adults.2 The physical and
environmental factors at play in adults differ from those in
children, and these are responsible for the different patterns of
involvement.
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The time-honoured criteria set out by Hanifin and Rajka3
have received severe criticism over the past decade or two,
and these criteria are even more unreliable when applied to
adult cases. Williams et al. developed a revised set of criteria
and these were validated in the hospital setting5 and in the
community.6 It is the opinion of this work group that these
criteria should be adopted for the diagnosis of AD in adults in
South Africa, even though a recent study7 has shown that these
criteria are not reliable when applied in the low prevalence,
rural areas of the Eastern Cape, in a study done in children.
The revised criteria are set out in Table 5.I.
Table 5.I. Revised criteria for the diagnosis of atopic
dermatitis4
a. Must have:
• Pruritus
b. Plus 3 or more of the following:
• History of involvement of skin creases (front of elbows,
back of knees, front of ankles, neck, around the eyes)
• History of a generally dry skin in the past year
• Personal history of asthma or hay fever
• Onset under the age of 2 years
• Visible flexural dermatitis
The diagnosis of atopic dermatitis in adults is primarily clinical;
special investigations only contribute in identifying external
aggravating factors.

The histological findings on skin biopsy can be suggestive of
the diagnosis, but on the whole it is not helpful and cannot be
relied upon to make the diagnosis.4
Total IgE levels are significantly raised in about 80% of cases,
being normal in the rest, therefore reducing the value thereof in
the diagnosis. The level of IgE does not correlate with severity
of the dermatitis and 15% of non-atopic individuals have raised
IgE levels.
Several conditions have to be considered in the differential
diagnosis of AD in adults, as listed in Table 5.II. These have to
be excluded on clinical grounds and by employing appropriate
investigations.

5.1 Measuring the severity of AD
The severity of dermatitis in individual cases can be
measured and monitored in several ways. The SCORAD
index (SCORing Atopic Dermatitis)8 uses clinical parameters
developed by the European Task Force on Atopic Dermatitis
(1990-1992) where the patient’s condition is compared with
a set of standard colour photographs and parameters are
scored on an easy-to-use computer program, which assigns a
numerical value to the severity of the dermatitis at that point
in time.
The Objective Severity Assessment of Atopic Dermatitis
(OSAAD) score utilises non-invasive bioengineering methods
and computer-assisted estimates of disease extent to measure
transepidermal water loss, stratum corneum hydration and
affected body surface. A numerical score is then produced to
denote severity.9 The reliability and sensitivity of this test in
adult patients have been confirmed recently,10 when it was
compared with SCORAD and it also significantly correlated
with serum levels of interleukin-16, which seems to be a
sensitive and reliable marker of disease activity in AD,11 also in
adults.12
The three-item severity score only utilises excoriations,
erythema and papulation/vesiculation as parameters and best
reflects the severity of dermatitis from the patient’s point of
view. This is also far more practical for use in clinical practice.13
It is the opinion of this panel that the severity assessment
should be simplified to make it easy to use in practice. The aim
is to stratify treatment accordingly in individual patients. We
propose:
1. A
 measurement of the area involved in percentage of body
surface, where 1% body surface is equal to the size of one of
the patient’s hands.
2. A
 cute, subacute or chronic changes, where acute changes
would imply more severe dermatitis. These changes have
been explained under the heading of definitions.
3. I mpact on the quality of life of the patient, as measured by
sleep disturbance, absenteeism, visible scratching, social
Table 5.III. Severity of atopic dermatitis

Table 5.II. Differential diagnosis of atopic dermatitis in
adults
•
•
•
•
•
•
•
•
•
•
•
•

Seborrhoeic dermatitis
Discoid (nummular) dermatitis
Irritant contact dermatitis (especially of the hands)
Allergic contact dermatitis and airborne contact dermatitis
Photo-allergic and photo-irritant dermatitis
‘HIV dermatitis’
Drug-induced dermatitis
Cutaneous T-cell lymphoma
Psoriasis, especially the erythrodermic type
Scabies
Insect bites
Filariasis

• Mild
Less than 5% body surface involved
No acute changes
No significant impact on quality of life
• Moderate
5 - 30% body surface involved
Mild dermatitis with acute changes
Mild dermatitis with significant impact
on quality of life
• Severe
More than 30% body surface involved
Moderate dermatitis with acute changes
Moderate dermatitis with significant impact on 		
quality of life
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withdrawal, etc., according to the judgement of the clinician
managing the case.
Dermatitis can then be classified as mild, moderate or severe
as outlined in Table 5.III. Stratification of treatment according
to this scheme will be explained below.
A flare of dermatitis can be defined as any episode of
‘upgrading’ of the dermatitis from one group to the next, e.g.
mild to moderate.
1. Ozkaya E. Adult-onset atopic dermatitis. J Am Acad Dermatol 2005; 52: 579-582.
2. R
 ym BM, Mourad M, Bechir Z, et al. Erythroderma in adults: a report of 80 cases. Int J
Dermatol 2005; 44: 731-735.
3. H
 anifin JM, Rajka G. Diagnostic features of atopic dermatitis. Acta Derm Venereol (Stockh) 1980;
suppl 92: 44-47.
4. W
 illiams HC, Burney PG, Hay RJ, et al. The U.K. Working Party’s diagnostic criteria for
atopic dermatitis. I. Derivation of a minimum set of discriminators for atopic dermatitis. Br J
Dermatol 1994; 131: 383-396.
5. W
 illiams HC, Burney PG, Pembroke AC, Hay RJ. The U.K. Working Party’s diagnostic criteria
for atopic dermatitis. III. Independent hospital validation. Br J Dermatol 1994; 131: 406-416.
6. W
 illiams HC, Burney PG, Strachan D, Hay RJ. The U.K. Working Party’s diagnostic criteria
for atopic dermatitis. II. Observer variation of clinical diagnosis and signs of atopic dermatitis.
Br J Dermatol 1994; 131: 397-405.
7. C
 halmers DA, Todd G, Saxe N, et al. Validation of the U.K. Working Party diagnostic criteria
for atopic eczema in a Xhoza-speaking African population. Br J Dermatol 2007; 156: 111-116.
8. E
 uropean Task Force on Atopic Dermatitis. Severity scoring of atopic dermatitis. The
SCORAD index: Consensus report of the European Task Force on Atopic Dermatitis.
Dermatology 1993; 186: 23-31.
9. S
 ugarman J, Fluhr J, Fowler A, et al. The Objective Severity Assessment Atopic Dermatitis
score. Arch Dermatol 2003; 139: 1417-1422.
10. A
 ngelova-Fischer I, Bauer A, Hipler UC, et al. The Objective Severity Assessment of Atopic
Dermatitis (OSAAD) score: validity, reliability and sensitivity in adult patients with atopic
dermatitis. Br J Dermatol 2005; 153: 767-773.
11. F
 rezzolini A, Paradisi M, Faffiro A, et al. Circulating interleukin-16 (Il-16) in children with
atopic eczema/dermatitis syndrome (AEDS): a novel marker of disease activity. Acta Derm
Venereol 2002; 57: 815-820.
12. M
 asuda K, Katoh N, Okuda F, Kishimoto S. Increased levels of serum interleukin-16 in adult
type atopic dermatitis. Acta Derm Venereol 2003; 83: 49-53.
13. C
 harman CR, Venn AJ, Williams HC. Measuring atopic eczema severity visually: which
variables are most important to patients? Arch Dermatol 2005; 141: 1146-1151.

6. Special investigations in atopic
dermatitis
Special investigations are rarely essential to make a diagnosis
of atopic eczema. Investigations are done mainly to identify
trigger factors that flare up or aggravate eczema so that
patients may be advised to avoid these. These investigations
are useful mainly in the management of atopic eczema in
children.
The role of skin biopsy and total IgE levels has been
addressed.
Formal patch testing can help to diagnose superimposed
allergic contact factors,1 but has no value in diagnosing or
excluding the diagnosis of AD. This is probably of more value
in the adult-onset subgroup of patients.
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The skin-prick test (SPT) is the most common procedure
used to confirm food allergy. These tests are also used to
confirm inhaled or aeroallergens. Fresh food extracts of
cow’s milk, egg, wheat, soy, fish and peanuts are used. A
standardised test lancet is dipped into the test food solution
and the patient’s skin is pricked with the allergen-impregnated
lancet. A new lancet is used for each skin test. The test site
is then observed for 15 - 20 minutes and any wheal reaction
measured. A positive control is a wheal of 3 mm or more

greater than the negative saline control. A positive test is a
wheal produced by histamine. This should measure at least 3
mm.
Variants of SPT include the scratch patch test (the skin is
scratched first and then the food applied under an occlusive
patch) and the skin food application test (food is applied to
skin without pricking and examined at 10 minute intervals for
a reaction). These tests are not commonly used as they offer no
additional benefit to the routine SPT.
Patients have to be off steroids and antihistamines for 72
hours prior to SPTs. It is important to note that SPT antigen
kits have a fixed shelf life.
Radioallergosorbent tests (RASTs) for specific food IgE
antibodies measure serum specific IgE to recognised food
allergens in kU/l. The tests are less accurate than SPTs. The
food mix (egg white, milk, gluten, peanut and wheat) is
commonly used in children. In adults egg yolk and gluten are
frequently used. RASTs are expensive. The tests are not affected
by steroids and antihistamines.
As mentioned previously SPT and RAST have a high
negative predictive value (95%) for the diagnosis of food and
environmental allergies but positive tests are less reliable. The
tests are of greater value in excluding allergies. Positive tests
are of far less value with only a 40% predictive value.2 Atopic
individuals typically show numerous positive results on these
tests and the exact clinical relevance of these reactions to
specific allergens is doubtful.3
In atopy patch tests (APT) common aeroallergens and foods
are patch-tested to investigate the role of these allergens in
individual cases.4 Antigens include house-dust mite (HDM),
cat dander, Bermuda grass and cockroach. The results correlate
somewhat with RAST and SPT, but further refinement is
necessary to make the test more reliable.5 Unlike SPTs which
measure IgE sensitivity to HDM, the APT elicits a delayed type
response mediated by specific CD4+ which clinically resembles
eczema. The patch test reaction to aeroallergens is specific to
sensitised atopic eczema patients and does not occur in healthy
individuals. Although APTs are found more commonly in the
presence of high IgE levels, they may also be absent despite
them. APT is much more likely to be positive among patients
whose eczema is predominantly on exposed parts of the skin.
The ATPs are currently being standardised. Combining APT
and SPT may improve accuracy.6
Double-blind placebo-controlled food challenge tests are the
gold standard for diagnosing associated food allergies, but they
are very difficult to perform, time consuming and available to
few. In adult patients these are seldom performed.7,8
Some foods give rise to clinical symptoms of urticaria,
itching, angio-oedema and exacerbation of eczema where the
histamine release is by non-IgE immunological mechanisms.
For these reactions the term food intolerance is suggested.
Many ‘junk’ foods appear to aggravate eczema by this
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mechanism. These foods are best identified by using a basic
elimination diet for 2 weeks to assess whether the symptoms
improve. During this period, rice cakes, rice, apples, pears,
apricots, grapes (no skin), lamb, chicken (free range), potatoes,
sweet potato, butternut, beetroot, asparagus, lettuce, squash,
olive or sunflower oil and table salt are allowed. Tinned, packet
or bottled foods are forbidden. Test foods are introduced
one by one on a daily basis. A repeat challenge is necessary
to confirm the culprit food. These elimination diets are best
supervised by an allergist with the assistance of a dietician.
If immunodeficiency is suspected with atopic eczema, tests
like HTLV1, HIV, immunoglobulin levels, T and B cell number
and functions will need to be done. If secondary bacterial
infections are suspected, appropriate swab for microscopy,
culture and sensitivity is necessary. Tzanck smears are
recommended for suspected herpes infection.

adolescents and occasionally adults. Only evidence for
adolescents and adults is included. Table 7.I summarises the
results.
Table 7.I. Non-pharmacological treatment for atopic
dermatitis
Phototherapy 		
Education 		
Food elimination 		
Moisturisers 		
Wet wraps 		
Salt baths 		
Antiseptics		
Avoiding enzyme-		
containing washing powders
Avoiding fabric softeners
Clothing fabric restrictions
(fabric roughness)
House-dust mite eradication

1+; A		
1+; B		
1+; C		
1–; C		
1–; C		
1–; C		
1–; C		
1–; C		

Positive effect
Positive effect
No effect
Undetermined
Some effect
No effect
Some effect
No effect

1–; C		
1–; C		

Negative effect
Negative effect

1–; C		

No effect

Special investigations in atopic dermatitis
• Must do in all cases: None
• Tests that are not recommended routinely, not of diagnostic
value, but which may be helpful in management of selected
problem cases:
Patch tests
SPTs
RAST for foods and environmental allergens
Skin biopsy (see differential diagnosis)
• Not recommended at all in adults:
Double-blind placebo-controlled food challenge
tests
SPT = skin-prick test; RAST = radioallergosorbent test.

It is the opinion of this panel that special investigations
are seldom helpful in the management of AD in adults, they
are not cost-effective and investigations should be kept to a
minimum.
1. V
 ender RB. The utility of patch testing children with atopic dermatitis. Skin Therapy Lett 2002;
7: 4-6.
2. E
 igenmann PA, Sampson HA. Interpreting skin prick tests in the evaluation of food allergy in
children. Pediatr Allergy Immunol 1998; 9: 186-191.
3. S
 ampson HA, Albergo R. Comparison of results of skin tests, RAST and double-blinded,
placebo-controlled food challenges in children with atopic dermatitis. J Allergy Clin Immunol
1984; 74: 26-33.
4. D
 arsow U, Vieluf D, Ring J. Evaluating the relevance of aeroallergen sensitization in atopic
eczema with the atopy patch test: a randomized, double-blind multicenter study. Atopy Patch
Test Study Group. J Am Acad Dermatol 1999; 40: 187-193.
5. Goon A, Leow YH, Chan YH, Ng SK, Goh CL. Clin Exp Dermatol 2005; 30: 627-631.
6. I solauri E, Turjanmaa K. Combined skin prick and patch testing enhances identification of
food allergy in infants with atopic dermatitis. J Allergy Clin Immunol 1996; 97: 9-15.
7. D
 e Maat-Bleeker F, Bruijnzeel-Koomen C. Food allergy in adults with atopic dermatitis.
Monogr Allergy 1996; 32: 157-163.
8. M
 unkvad M, Danielsen L, Hoj L, et al. Antigen-free diet in adult patients with atopic
dermatitis: a double-blind controlled study. Acta Derm Venereol 1984; 64: 524-528.

7. Non-pharmacological treatment
modalities for atopic dermatitis
These non-therapeutic interventions are used together with
standard treatments to prevent or improve control of atopic
eczema. Most of the studies involve children; a few include

7.1 Moisturisers [1–; C]
Moisturisers are classified according to their mechanism
of action as occlusive (prevent water loss from the skin) or
humectant (improve water binding in the skin). They are
widely used to relieve symptoms in many skin diseases and
may also reduce pruritus through an unknown mechanism.1
They can be applied directly to the skin or used as a bath
additive. Generally emollients are side-effect free but they can
cause contact dermatitis.
Moisturisers must be applied frequently as the desired effects
may last only a few hours. There is little basis for suggesting
the use of one moisturiser as opposed to another. Adults need a
minimum of 500 g/week for the whole body.
There is a paucity of evidence to support a direct benefit for
moisturisers in atopic eczema but they may improve barrier
function and transepidermal water loss in affected patents.2-4
Despite the lack of good clinical trials to support the use
of moisturisers, patients should be advised to use them with
personal preference directing the emollient of choice.5

7.2 Phototherapy [1+; A]
This therapy is well established as second-line treatment for
adults, 4-6 but requires personnel expertise for safe, effective
delivery. Research suggests that the effects are mediated by
modulation of the immune system.
The following therapy options are available: broad-band
UVB (280 - 320 nm), narrow-band UVB (311 - 313 nm), UVA
(320 - 400 nm), UVA1 (340 - 400 nm), psoralen (oral) and UVA
(PUVA), and bath-PUVA. In addition combinations of UVB and
topical corticosteroids and UVB with UVA, as well as UVA1
medium- and high-dose therapy, have all showed favourable
results.
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Systematic reviews of randomised clinical trials have shown
that phototherapy is effective and beneficial in the short-term
treatment of atopic eczema in adults and adolescents.7,8 Metaanalysis of the trials was not possible as disease severity,
treatment regimen and outcome scoring methods varied
widely. Current evidence on the choice of phototherapy from
these limited studies suggests that UVA1 (if available) is a
useful single therapy for acute eczema and flares while UVB
(TL01), UVA and bath-PUVA are beneficial for all forms of
eczema. The long-term effects of phototherapy include an
increased risk for developing skin cancer while the short-term
adverse effects include itch and acute burns.
Guidelines of care for phototherapy and photochemotherapy
are documented.9

7.3 Wet wraps [1–; C]
A critical review of wet wraps as an intervention for severe
and refractory atopic eczema10 found the wet-wrap method
varied widely between studies, making comparisons difficult.
Their findings suggest that wet wraps (cream or ointment
applied to the skin, then covered by a double layer of cotton
bandages, with a moist first layer and a dry second layer and
kept in place for 24 hours) were safe short-term interventions.
Used together with topical steroids they were more efficacious.
They reduced the absolute amount of topical steroid required
and could be recommended as a second-line short-term (14
days) intervention to limit systemic absorption. The number of
adolescents and adults included in the review was small, and
the authors raise the concern of possible increased risk of striae
if wet wraps are used with topical steroids during puberty.
Studies in mild to moderate eczema comparing the addition
of wet wraps with standard therapy showed no additional
benefit from wet wraps in children.11
Evidence for use in adults is minimal.
No studies have been done in South Africa.

7.4 Salt baths [1–; C]
Although salt has been used for centuries for treating skin
diseases, including eczema, there is little evidence to support
the use of salt baths for treating atopic eczema in adults,
according to a systematic review.7

7.5 Antiseptics [1–; C]
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Although secondary infection and colonisation of damaged
skin by bacteria is understandable, the role of bacteria in the
pathogenesis of atopic eczema is not clear.
Evidence for the regular use of antimicrobial and antiseptic
agents being of benefit in the control of uninfected eczema has
been reported in a systematic review of trials that included
adults and adolescents.12 There was little evidence to support
the use of antiseptics in either bath water or applied directly

to the skin. The intermittent use of short-term mupirocin
was of benefit for relapsing atopic eczema that was not
overtly infected and there were no randomised control trials
supporting the use of oral antibiotics.
No benefit for the regular use of topical antifungals in
addition to topical steroids was found for 60 adult patients
with head and neck involvement, although yeast colonisation
fell significantly.

7.6 Laundry practices
Patients are often advised to avoid certain products based
on reported cases of skin irritation or allergy after exposure.
Evidence for this advice is scarce.3,7

7.6.1 Enzyme-containing washing powders [1–; C]
One randomised double-blind crossover study in adults failed
to show any benefit from avoiding enzyme-containing washing
powders for laundry.

7.6.2 Fabric softeners [1–; C]
For both the irritated and normal skin, the ‘softened’ fabric
was less irritating by all measured parameters, in a right/left
comparison study of atopic eczema volunteers with no active
eczema.
There is limited evidence suggesting that laundry practices
have little effect on atopic eczema control. Logic would support
adopting practices that are simple and reduce undue exposure
to potential allergens and irritants in those with impaired skin
barrier function. The benefit of using fabric softeners, that
reduce fabric roughness, is indirectly supported by evidence
relating to clothing choices (see below). The development of
fabric softeners free of perfumes would be in keeping with the
simple approach alluded to above.

7.7 Clothing [1–; C]
Wool intolerance is a minor criterion for diagnosis in atopic
eczema according to Hannifin. Despite this there are few
studies on the benefits of specific clothing in atopic eczema. In
the NHS systematic review two small, randomised controlled
trials were reported and both included adult patients.7 Itching
and discomfort caused by garments made of various fibres,
including cotton, of different weave, weight and roughness was
related to fibre weight and roughness only. Sweating increased
discomfort for all tested fibres.
Fabric roughness – not the type of textile – determines skin
irritation. This is indirectly supported by the finding that cloth
washed with fabric ‘softeners’ causes less irritation than control
cloth.
As these studies were done in Europe they may have no
bearing to the South African climate where the more occlusive
synthetic materials may provoke sweating and itch.
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7.8 Education [1+; B]
Education interventions cover a broad range of approaches
that may be directed at the parents, patient (child or adult),
family or community. These interventions, which can include
audiovisual tools, printed literature, lectures, demonstrations
and interactive session formats, are aimed at changing
behaviour by increasing knowledge or skills and thereby
empowering self-management. They can be delivered by
various individual members of the health care team, by
multidisciplinary teams or as self-directed learning. They may
be combined with psychological interventions.
A systematic review13 and randomised14-18 controlled
trials involving education intervention in adolescent and
adult patients reported significant benefits. These included
improved severity and self-care, increased knowledge of
treatments and reduced need for medical help.
There is some evidence that education intervention in
addition to standard therapy improves atopic eczema disease
control.19 These interventions should be delivered by suitably
trained personnel. The most effective educational process still
needs to be researched.

7.9 Allergen avoidance
Recent evidence has demonstrated that up to two-thirds of
those with the atopic eczema phenotype do not show IgE
hyper-responsiveness and are thus not atopic by definition.20,21
Despite this it remains fashionable for patients with atopic
eczema to be treated with allergen avoidance, with or without
supporting evidence of allergy.
Avoidance of allergen exposure can be associated with
prevention of atopic disease or aggravation of established
disease. Once sensitised, desensitising therapeutic interventions
can be attempted. Only the evidence for a role of allergen
avoidance in established atopic eczema will be addressed here.

7.9.1 Inhalant allergy – house-dust mite [1–; C]
Circumstantial evidence suggests an important precipitating
role for house-dust mite allergens in patients with atopic
eczema. Reducing exposure to the allergen should theoretically
be beneficial for cases of established eczema.
A review of the evidence for house-dust mite reduction
revealed 4 randomised controlled trials done on adults with
atopic eczema.3,7 From these, there is little evidence to support
a clinical benefit from house-dust mite allergen reduction in
adult atopic eczema patients.

7.9.2 Ingestant allergy – food [1+; B]

• A
 liquid diet of amino acids, carbohydrate, fat, minerals and
vitamins – elemental diet.

Simple diet
A randomised cross-over study in children and young
adults comparing an egg and cow’s milk free diet (soy milk
substitute) with a normal diet (egg and cow’s milk cocktail)
had a high drop-out rate but no statistically significant
differences in severity scores were found.23

Few foods diet
No adult randomised controlled trials have been done.

Elemental diet
An elemental diet compared with a blended diluted hospital
diet in a parallel randomised controlled trial of hospitalised
adults with atopic eczema involving more than 10% body
surface area showed no benefit for the unpalatable diet despite
one-third of the patients having a history of food intolerance.24
There is no good evidence to support elimination diets for
adults with atopic eczema.
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The evidence for dietary interventions has been reviewed.22
Food avoidance can be achieved in several ways:

21. W
 illiams H, Flohr C. How epidemiology has challenged 3 prevailing concepts about atopic
dermatitis. J Allergy Clin Immunol 2006; 118: 209-213.

• T
 he elimination of a specific food, e.g. egg – simple
elimination

23. N
 eild VS, Marsden RA, Bailes JA, Bland JM. Egg and milk exclusion diets in atopic eczema.
Br J Dermatol 1986; 114: 117-123.

• The elimination of all but a few foods – few foods diet
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8. Pharmacological treatment of atopic
dermatitis
Therapeutic objectives
• Reduce signs and symptoms
• Obtain remission of the disease
• Obtain optimum benefits from treatment without inducing
morbidity and mortality
• Improve the quality of life of patients

Difficult, refractory cases should ideally be referred to an
experienced dermatologist.
The reader can refer to guidelines published recently in the
European and American literature:
Akdis CA, Akdis M, Bieber T, et al. Diagnosis and treatment
of atopic dermatitis in children and adults: European Academy
of Allergology and Clinical Immunology/American Academy
of Allergy, Asthma and Immunology/PRACTALL Consensus
Report. J Allergy Clin Immunol 2006; 118: 152-169.
Ellis C, Luger T, Abeck D, et al. International Consensus
Conference on Atopic Dermatitis II (ICCAD II*): clinical update
and current treatment strategies. Br J Dermatol 2003; 148 (Suppl
63): 3-10.
The more important drugs are firstly discussed in detail and
in the next section a general approach is given to treating the
different degrees of severity of the condition, followed by a
suggested algorithm.

8.1 Topical corticosteroids (TCS) [1+; B]
Topical corticosteroids continue to be the mainstay of
atopic dermatitis (AD) treatment.1,2 Different strengths and
formulations of TCS are available. There are no adequate trials
to suggest superiority of one over the other.
Guidelines for prescribing TCS are well described.3,4
Preparations of very weak or moderate strength are used on
the face and genital area, whereas those of moderate or potent
strength are used on other areas of the body.5 Patients should
be educated about the different steroid potencies in order to
minimise untoward side-effects.6
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The vehicle through which the active steroid is delivered
plays an important role in absorption and can enhance its
efficacy. Generally ointments are more effective than creams,
as the emollient action and occlusive effect result in better
penetration. Ointments also require fewer preservatives so the
potential for irritant and allergic reactions is lower. Wet wraps
and application under occlusion enhance absorption of topical
steroids. A novel foam vehicle for drug delivery is available in
the USA.7
Topical steroids can be used for 10 - 14 days when the
eczema is active, followed by ‘holidays’ with just emollients.

TCS can also be used in bursts of 3 - 7 days to treat
exacerbations. This rationale can be extended to using potent
TCS for a few days to initiate control, followed by use of a
milder potency TCS and/or emollient.4 For chronic lichenified
eczema, however, frequent potent steroids are required for
much longer periods.
The amount of TCS to use is a frequent practical problem for
patients. The fingertip unit is useful: index finger: from distal
crease to finger tip = 0.5 g. This aids monitoring compliance
and use. There is no clear evidence to suggest that twice-daily
application of TCS is better than a once-daily application. It
would be justifiable to use once-daily corticosteroids as a first
step in all patients with AD, thus reducing cost, improving
compliance and reducing side-effects.
No convincing evidence is available to demonstrate superior
clinical efficacy of corticosteroid-antibiotic combination to
corticosteroid alone.
There is no randomised controlled trial (RCT) evidence to
support the notion that diluting TCS reduces adverse effects
while maintaining efficacy in AD.
The reduced efficacy of TCS is thought to be related to
disease severity rather than glucocorticoid resistance.8
There are many challenges on the subject of TCS use,
especially in the light of steroid abuse, steroid misuse, steroid
phobia and side-effects. There are as a result many publications
addressing these issues and certain recommendations as
already discussed have been suggested.9
Adverse effects are well documented and it is important
to recognise the side-effects of skin atrophy, telangiectasia,
hypopigmentation, steroid acne, hirsutism, rosacea and contact
sensitisation to the steroid itself. Skin thinning is not a problem
when topical steroids are used correctly. Uncommon systemic
effects are the suppression of the hypothalamic-pituitaryadrenal axis, growth retardation, tachyphylaxis, glaucoma,
cataract formation and Cushing’s syndrome.10
Over recent years the risk of adverse effects of TCS has
been reduced by optimising application protocols and using
newer steroid preparations with improved risk/benefit ratios,
e.g. prednicarbate, mometasone furoate, fluticasone and
methylprednisolone aceponate.5,6
The judicious use of TCS would be short-term appropriate
application as initial monotherapy or in combination with
other therapeutic agents that ideally possess complementing
mechanisms of action. These drugs could be either systemic or
topical agents such as newer topical calcineurin inhibitors.11

8.2 Topical calcineurin inhibitors (TCIs) [2+; C]
TCIs (pimecrolimus and tacrolimus) are complex macrocyclic
compounds that result in selective inhibition of cytokine
transcription in activated T-cells.3 Pimecrolimus selectively
targets T cells and mast cells. In contrast to tacrolimus,
pimecrolimus has no effects on the differentiation, maturation
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and function of dendritic cells. In contrast to corticosteroids,
pimecrolimus does not affect endothelial cells and fibroblasts
and does not induce skin atrophy. Clinical trial data12-14 have
proven that pimecrolimus reduces the incidence of flares and
has a significant effect on reducing pruritus; these trials have
not been performed for tacrolimus.
Pimecrolimus and tacrolimus are safe and effective in
reducing the severity of AD symptoms in children and adults.
Only pimecrolimus is available in South Africa. Pimecrolimus
has been studied in clinical trials in infants as young as 3
months, as compared with tacrolimus from 2 years.
TCIs provide a steroid-free, anti-inflammatory topical
therapy for AD. The anti-inflammatory potency of 0.1%
tacrolimus ointment is similar to a corticosteroid with
moderate potency15 whereas 1% pimecrolimus cream is less
active.12 Both agents proved to be effective with a good safety
profile for a period of up to 2 years with pimecrolimus and up
to 4 years with tacrolimus.13,14
TCIs are frequently associated with a transient burning
sensation of the skin, less so with pimecrolimus than
tacrolimus.16 TCIs are not associated with skin atrophy and
are therefore useful for the face and intertriginous areas.17 This
property can be an advantage of long-term use and tacrolimus
ointment therapy additionally reverses corticosteroid-induced
skin atrophy.18
Pimecrolimus was found to be a safe drug with none
of the side-effects seen with topical steroids and was also
found to reduce the dependency of patients on topical
steroids.19 The percutaneous absorption of TCIs was found
to be low. A significant proportion of patients could also be
maintained without topical steroids for a year. A 12-month
vehicle controlled study of children showed that early use of
pimecrolimus reduced the frequency of flares, although early
use of topical steroids might have shown similar benefits.20
In the UK the National Institute of Clinical Excellence
approves the use of topical tacrolimus for children older than 2
years of age with moderate to severe dermatitis not controlled
by TCS, and of topical pimecrolimus as a second-line option for
resistant dermatitis of the head and neck.21 In the USA both of
Recommendations on the use of topical calcineurin
inhibitors
• C
 ontinuous long-term use of these agents in any age group
should be avoided
• Application should be intermittent, only when disease
activity is present
• Application should be limited to areas of involvement only
• Pimecrolimus cream is not indicated for use in children less
than 2 years of age
• Tacrolimus ointment is not indicated for use in children less
than 2 years of age
• Only 0.03% tacrolimus ointment is indicated for use in
children 2 - 15 years of age

these agents are approved as second-line treatments, and the
site of application is not restricted for pimecrolimus.
Tacrolimus has a favourable safety profile for up to 4 years.
Generalised herpetic and molluscum infection have been
observed with TCIs but it is unclear whether there is an
increased susceptibility to viral infections with TCIs. TCIs are
not safe to use in pregnancy or during breastfeeding.

8.3 Antihistamines [0]
There is no clear RCT evidence to support the therapeutic
value of antihistamines in the treatment of atopic eczema.22,23
Their sedative effects are useful and can be used as a shortterm adjuvant to alleviate severe pruritus during acute flares.24
Non-sedating antihistamines seem to have no objective value
in treating atopic eczema.25 The results of studies are conflicting
thus far.26-28

8.4 Cyclosporine [3; D]
Cyclosporine is an oral calcineurin inhibitor available as
25 mg or 100 mg soft gelatin capsules. Efficacy in treating mild
to moderate eczema is well established but is restricted to case
reports,29 while the use of cyclosporine for the treatment of
severe AD is recommended on the basis of the results of welldesigned RCTs although the agent is not approved by the FDA
for treating AD.1
Cyclosporine should be used on a short-term basis for severe
refractory AD.30 Maximal efficacy is observed within 2 weeks,
but relapses following cessation of treatment are common.31 An
open study in adults found that one to two 6-week courses of
cyclosporine resulted in long-term remission of atopic eczema
at 1 year32 but open trials in children found that continuous
rather than intermittent use achieved better control.33
The starting dose is usually 5 mg/kg daily in divided doses
tapering down to 2 - 3 mg/kg daily in divided doses.34 Careful
monitoring is essential with cyclosporine use. Documented
side-effects include nephrotoxicity, immunosuppression, and
predisposition to cancer, particularly cutaneous non-melanoma
skin cancer and lymphoma. Cyclosporine also interacts with a
variety of commonly used blood pressure medications, statins,
antibiotics, antifungals, anti-epileptics, and HIV protease
inhibitors.35,36

8.5 Azathioprine [2+; B]
Very few scientific data support its use except for two recent
RCTs37,38 showing 25 - 37% improvement in disease activity, but
15 - 35% of the participants withdrew owing to side-effects.
Sustained improvement for at least 3 months after stopping
azathioprine may also occur. A retrospective open study
showed good or excellent response in 41/48 (85%) children
with atopic eczema.39
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Treatment with azathioprine as systemic monotherapy is
a cost-effective adjunctive treatment in moderate to severe
atopic eczema that does not respond despite optimum
therapy with topical corticosteroids.40 Optimal use is achieved
when combined with systemic steroids, providing a steroidsparing effect, after determining the level of thiopurinemethyl
transferase (TPMT), a key enzyme in thiopurine metabolism
status.
The dose is 2.5 mg/kg/day. One can start with 50 mg a day
increasing it gradually. Onset of effect is slow and therapeutic
effects are not dramatic, which is discouraging to patients.
Hypersensitivity reactions can occur. Long-term risks are
unknown.41

8.6 Methotrexate [0]
Methotrexate is a folic acid antagonist that prevents the
production of tetrahydrofolic acid by binding to dihydrofolate
reductase. There are no evidence-based RCTs to support its use
in AD.42,43

8.7 Mycophenolate mofetil (MMF) [3; D]
Severe refractory AD was documented to be responsive to
MMF in a few trials.44-46
The standard dosage in adults appears to be 1 g orally twice
daily, on an empty stomach. It is available as a 250 mg capsule.
The safety profile concerning neutropenia and the development
of lymphomas and other malignancies in long-term use of
MMF also needs to be evaluated.47,48

8.8 Antibiotics
These drugs are often needed to treat complicating bacterial
infections, especially those caused by Staphylococcus aureus.
This can also help to control difficult-to-manage dermatitis.
It is, however, not advisable to use long-term antibiotics
to suppress growth of this organism as the disadvantages
outweigh the benefits.

8.9 Antivirals
Drugs like aciclovir, valaciclovir and famciclovir are sometimes
needed to treat complicating herpes simplex infections.
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9.1.5 Kiwi fruit extract [2–; D]
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A single study showed some benefit in improving some signs,
but not symptoms, in 51 adults.13
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9. Complementary/alternative therapies
The use of these modalities has become very popular,1
which is understandable when people are faced with an
intractable, incurable, highly symptomatic condition for which
conventional medicine seems to be only partially beneficial.
These treatments can be defined as forms of therapy that
involve any treatment method without scientific proof of
adequate or superior efficacy compared with conventional
treatment.2 Approximately 30% of patients with allergies report
the use of complementary treatments in Europe; these tend
to be younger women with higher educational background.3
Traditional healers in Africa probably treat large numbers of
patients with atopic dermatitis (AD), but no reliable figures or
records of treatment methods exist for this group of patients.

9.1 Phytotherapy
9.1.1 Chinese herbal medicine (CHM) [1-; C]
Conflicting evidence exists regarding the efficacy and toxicity
of these medicines, probably because there is a big variation
in the actual composition of the different products used by
different practitioners.4,5 Some preparations illegally contain
potent topical corticosteroids.6 One meta-analysis7 showed
that there might be some evidence of efficacy in reducing
symptoms. Close monitoring of hepatic and renal function is
necessary and treatment is contraindicated in pregnancy and in
patients with pre-existing liver, renal and cardiac disease.

9.1.2 Kampo (Japanese herbal medicine) [3; D]
These treatments include composite herbs like Zemaphyte,
Shofu-san, Ji-zuso-ippo, Eppi-ka-jutsu-to and Hochu-ekki-to.
‘Kampo and diet’ has been proposed as second-line treatment
for AD in cases where first-line conventional treatment has
failed, as first-line therapy with Kampo is no more effective
than standard treatment. It should, according to the authors, be
tried before immunosuppressives are introduced.8,9

9.1.3 Tea tree oil [0]
No controlled trials to prove efficacy in AD have been done.
Allergic contact dermatitis is a frequent complication, mainly
due to the sesquiterpine content.10

9.1.4 Essential fatty acids [1++; 0]
No benefit could be demonstrated in one excellent metaanalysis11 of 34 qualifying publications. There are therefore no
grounds for the use of these preparations. A single study using
hempseed oil done after publication of the meta-analysis did
show some benefit, presumed to be due to its effect on essential
fatty acid metabolism.12

9.1.6 Other herbal medicine [0]
No evidence exists to support the use of arnica, calendula flos
and German chamomile.

9.2 Homeopathy [0]
No evidence for efficacy exists, as no valid clinical studies have
been reported.

9.3 Hypnotherapy [2–; D]
Evidence supporting its use is weak, but some studies show
promising results.14,15

9.4 Stress management [2–; D]
9.5 Topical streptococcal preparation [3; D]
One uncontrolled, open trial showed complete ‘cure’ in four
cases.16

9.6 Massage therapy [2–; D]
One study reported symptomatic improvement with this
method, with massage alone, but the addition of a series of
essential oils to the massage oils (aromatherapy) brought no
additional benefits.17

9.7 Reiki [0]
No studies to support the use of this modality in AD could
be found. The reasoning behind this treatment has been
published.18

9.8 Autologous blood therapy [2–; D]
One controlled study showed some improvement over
placebo.19

9.9 Other complementary therapies without proven
efficacy
Acupuncture,20 Bioresonance treatment,21 balneotherapy
and cleansing of the colon with enemas fall into this group.
Sublingual immunotherapy has shown some promising
provisional results in respiratory allergies, but no evidence
exists for efficacy in dermatitis.22

9.10 Interactions between herbs and conventional
medicine
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oil (gamolinolenic acid) is administered, because epilepsy
can become unstable. Hepatitis can be induced by CHM and
echinacea and it can potentiate the hepatic toxicity of drugs
like methotrexate.23 The effectiveness of immunosuppressants
can be reduced by the concomitant use of zinc, echinacea and
vitamin E.24

9.11 Complementary and alternative allergy tests
Several of these tests are done regularly, but none has
any scientific foundation or proof of validity.25 These
include: the leucocytotoxic test; the IgG ELISA allergy test;
applied kinesiology; electrodermal testing; hair analysis;
auriculocardiac reflex; Nampudripad’s allergy elimination
technique; live blood analysis and stool analysis and
microscopy for yeasts and parasites.

10. General approach to the treatment
of atopic dermatitis
Challenges: Management of atopic eczema
•
•
•
•
•

No cure
Patients need to be educated
No clear-cut standard therapeutic approach
Responses to treatments vary with individuals
Frustration is experienced by both patient and practitioner

10.1 Mild dermatitis
• Appropriate general measures
• Emollients
• Topical corticosteroids
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• T
 opical calcineurin inhibitors as second line or where
corticosteroids are contraindicated.

10.2 Moderate dermatitis
• Appropriate general measures
• Emollients
• Potent topical corticosteroids for flares
• Topical calcineurin inhibitors as maintenance
• Sedating antihistamines.

10.3 Severe dermatitis
• Appropriate general measures
• Emollients
• Topical corticosteroids.

10.3.1 Acute flares
• Systemic corticosteroids (short courses)
• Topical corticosteroids in hospital
• Sedating antihistamines
• Thereafter maintenance as for chronic disease.

10.3.2 Chronic disease
• UV light
• N
 on-steroidal systemic drugs: azathioprine, cyclosporine,
methotrexate, mycophenylate.
The general approach to the treatment of atopic dermatitis
can be presented schematically (Fig. 1).
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Initial assessment of disease severity, extent, impact, distress

Remission

Emollients, education
Flare

Acute control of pruritus and inflammation
Topical corticosteroids (CCS)
Topical calcineurin inhibitors (CNI)

Adjunctive therapy
Trigger avoidance
Antibacterials

Maintenance therapy
At the earliest sign of disease recurrence: topical CNI
Long-term topical CNI to prevent flares
Intermittent topical CCS for flares

Severe, refractory cases:
Phototherapy (TL01)
Cyclosporine
Oral CCS
Psychotherapeutic intervention

Antivirals
Psychological
interventions
Antihistamines

Potent topical CCS
Methotrexate
Azathioprine

Fig. 1. General approach to management of atopic dermatitis.
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