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Severe atopic dermatitis/eczema (SADE) is an 
uncommon and potentially debilitating condition with 
the tendency to follow a persistent course under 
certain circumstances. Confirmation of the diagnosis 
and assessment of the extent of impairment in 
everyday activities and psychosocial functioning is 
essential. Surveillance is required to ensure early 
diagnosis and optimal control of comorbid atopic 
manifestations including food allergies, allergic 
rhinitis and asthma. Early, aggressive intervention in 
childhood SADE (e.g. restoration of the skin barrier, 
reduction of allergen penetration and sensitisation) 
may prevent progression of the ‘atopic march’ and 
the consequential development of comorbid disease. 
Complications of SADE may be severe, such as 
bacterial and viral superinfection, erythroderma, 
sight-threatening ophthalmological disease, growth 
retardation, adrenal insufficiency and substantial 
psychological distress. A stepwise approach 
to management is essential to ensure that all 
avenues are explored prior to initiation of potentially 
harmful therapeutic regimens. Exacerbating factors 
should be actively excluded (e.g. non-compliance, 
use of unproven complementary remedies, 
secondary infection, hypersensitivity reactions 
to topical treatments, etc.). Active management 
(possibly including phototherapy or systemic 
immunomodulators) may be required to establish 
control, but may induce substantial side-effects. 
Patients and their families should be included as 
well-informed members of the therapeutic alliance, 
with the aim of accomplishing long-term favourable 
outcomes in physical as well as psychosocial 
dimensions.
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Severe atopic dermatitis/eczema (SADE) affects a 
minute proportion of the population, with a profoundly 
negative impact on their health-related quality of life. 
Management is challenging and requires an in-depth 
knowledge of the disease, possible complications, 
available modes of intervention and empathy for the 
suffering of the patients and their families.

Patients with confirmed atopic dermatitis/eczema 
(ADE)1 are considered to have SADE if the following 
features are present:

surface area of one hand) affected by xerosis, 
incessant itching, erythema +/- excoriation, 
extensive lichenification, bleeding, oozing, cracking 
and alteration of pigmentation2

severely limited, nightly loss of sleep

significant impact on quality of life.1

SADE may present as severe intermittent disease 
(multiple acute flares/excacerbations) or severe 
persistent disease (chronic severe disease).

SADE accounts for 2% of children and 12-15.7% of 
adults suffering from ADE in European-based studies.6-9

ISAAC studies indicated a 3.8% prevalence among 6-7-
year-old children, 2.1% among 13-14-year-old children 
in Polokwane and 3.8% among 13-14-year-old ADE 
patients in Cape Town.10 No data are available on the 
prevalence of SADE in South African adults.1

SADE tends to follow a persistent course, and 
poorer outcomes are predicted under the following 
circumstances:

11

1,11,12 and food-
allergies13,14

13 or raised total-IgE 
levels15

13

11

Active management of SADE with topical immuno- 
modulators, phototherapy or systemic immune-
suppressants may be the only means of altering the 
natural history of this condition.3-5,16

Comorbidities
ADE is often the first manifestation of the ‘atopic 
march’ and patients may present with asthma (30-
60%), allergic rhinitis (35-66%) or food allergies (40% 
of children and 15% of adults with SADE).

As patients with SADE have an increased risk of 
acquiring comorbid disorders,13,15 early intervention to 
restore the skin barrier, reduce allergen penetration and 
sensitisation, may prevent progression of the ‘atopic 
march’.2,15,16 Clinicians caring for SADE patients need 
to ensure that comorbid conditions are diagnosed and 
adequately controlled.18

Bacterial superinfections (Fig. 1)
Staphylococcus aureus is most frequently implicated as 
a common trigger of exacerbations.19 This organism not 
only serves as an infective agent, but is also responsible 
for direct immunological stimulation via polyclonal T-cell 
activation due to superantigen production.

Levels of S. aureus colonisation and presence of 
antistaphylococcal enterotoxin B IgE antibodies 
correlate significantly with disease severity.20,21 Signs 
suggestive of superinfection include weeping, crusting, 
ADE failing to respond or rapidly worsening on adequate 
therapy and constitutional symptoms (fever, malaise, 
lymphadenopathy).2

The use of diluted bleach baths, followed by rinsing 
with fresh water, application of emollients and topical 
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anti-inflammatories are recommended to reduce heavy 
colonisation.14 Intranasal mupirocin or neomycin/
chlorhexidine ointment will eradicate nasal carriage. 
Oral flucloxacillin is considered the antibiotic of choice, 
and clindamycin, co-trimoxazole or minocycline may be 
utilised as alternatives.22

Extensive topical mupirocine or fusidic acid plus diluted 
corticosteroid led to a significant reduction of skin 
colonisation and improvement of the skin condition 
even in clinically uninfected eczema. A steroid-saving 
effect was postulated as the therapeutic effect was 
superior when combination antibiotic treatment 
was applied compared to corticosteroids alone. No 
significant increase was noted in S. aureus resistance 
to topical antimicrobials.23

Viral infections
Disseminated cutaneous Herpes simplex infection 
leads to eczema herpeticum (EH) which is associated 
with fever, malaise, vesicles and widespread punched-
out erosions which may develop a haemorrhagic crust. 
Patients with SADE are at increased risk of developing 
EH.14 The mortality rate for untreated EH is reported 
to be between 6% and 10% and oral or intravenous 
acyclovir is indicated in severe cases.2,19,24

Erythroderma
Erythroderma is a widespread, severely erythematous, 
exfoliative dermatitis involving more than 90% BSA. 
It may be caused by conditions including drug allergy, 
seborrhoeic dermatitis, contact dermatitis, lymphoma, 
leukaemia or psoriasis.24

The condition may arise in worsening or unstable ADE 
or be triggered by infection.19,24 Erythroderma may 
be complicated by disturbances in thermoregulation, 
electrolyte and fluid homeostasis, bacterial 
superinfection (e.g. Staphylococcal scalded skin 
syndrome), hypoalbuminaemia, oedema, cardiac failure 
and death. Hospitalisation is usually required and 
outcome is improved by early, aggressive therapy.

Ophthalmological complications

AKC may be associated with SADE and with sight-
threatening corneal scarring. Aggressive intervention 

includes topical anti-inflammatories or systemic 
immunosuppressants. Keratoconus and H. simplex 
keratitis may coexist.25,26

This rare, progressive, non-inflammatory, degenerative 
disorder of the cornea leads to gradual corneal thinning, 
protrusion and progressive irregular myopic astigmatism 
and significant impairment of sight. It is associated with 
ADE and considered partly to be the result of chronic 
rubbing of the eyes.27

Rapidly evolving, most frequently bilateral, posterior 
subcapsular cataracts occur in 10% of patients with 
long-standing SADE. Use of corticosteroids promotes 
the development of cataracts.24,25

This sight-threatening condition is more common 
in patients with SADE than in the general population 
and requires vigilance to ensure early diagnosis and 
successful treatment.28

Growth retardation
SADE impairs growth velocity independently of 
corticosteroid use and is related to eczema severity, 
chronic stress and sleep disturbance.29 The corrected 
height-for-age is below expected values in 10% of 
these patients. Growth parameters should be carefully 
monitored and SADE optimally controlled in order to 
maximise ‘catch-up’ growth.2

Adrenal insufficiency (AI)
Silent adrenal suppression or acute adrenal insufficiency 
(AAI) may be induced by systemic absorption of topical 
corticosteroids in children (and possibly in adults). 
Risk is increased by use of high-potency topical 
corticosteroids, prolonged or frequent application, use 
of occlusive dressings (especially wet wraps), extensive 
areas of application (especially in thin-skinned areas) 
or when the prescribed dosage is exceeded. These 
effects are amplified in infants and young children, 
when barrier function is severely impaired and systemic 
corticosteroids are co-administered (especially with 
repetitive ‘steroid bursts’ or prolonged courses followed 
by abrupt discontinuation).5,30

The local prevalence of AI is unknown, but a recent 
Food and Drug Administration (FDA) review regarding 
adverse drug events following topical corticosteroid 
administration in children (0-16 years) reported 8 
cases.31

AAI may be triggered by sepsis, trauma, burn wounds 
or surgery and the clinical presentation is often non-
specific, e.g. lassitude, weakness, dizziness, fatigue, 
nausea, vomiting, orthostatic hypotension and 
tachycardia. If the condition is not recognised and 
appropriate therapy instituted, adrenal crisis may be 
provoked leading to dehydration, hypo/hyperthermia, 
shock, confusion, coma and death.

Integrity of the hypothalamic-pituitary-adrenal (HPA) axis 
may be evaluated by dynamic function testing.31,32

Psychosocial aspects
The degree of psychosocial impairment of SADE patients 
probably overshadows most other complications, as 
it affects all dimensions of psychosocial functioning 
adversely.

Sleep deprivation leads to chronic somnolence, mood 
changes and irritability which complicate relationships 

Fig. 1. Atopic dermatitis with secondary infection.
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with parents, siblings and peers. Children are often 
embarrassed by their physical appearance. Insensitive 
comments, teasing and bullying frequently cause 
social isolation and may lead to depression or school 
avoidance. Severe limitations of lifestyle are imposed, 
particularly in respect of clothing, staying with friends, 
owning pets, swimming or the ability to play or do 
sports. Restrictive diets related to food allergies and 
intolerances as well as symptoms suffered due to 
inadvertent exposure further impair the child’s quality of 
life.33 Academic performance is hampered as a result of 
impaired concentration, use of sedating antihistamines 
and the frequent coexistence of attention deficit 
disorder.34

Caregivers may experience feelings of hopelessness, 
guilt, anger and depression as treatment regimens are 
often complicated, costly, time-consuming and frequent 
disturbance of sleep leads to exhaustion.33

The adult SADE patient bears similar burdens and may 
suffer from shyness and social withdrawal because 
of their appearance. Occupational functioning is often 
severely impaired and under extreme conditions 
occupational changes or application for disability grants 
may be necessitated.24,33

An alternative diagnosis should be considered when ADE 
is unusually severe or persistent, response to optimal 
therapy is poor, severe and recurrent infections coexist 
(especially deep-seated abscesses or pneumonia) or 
systemic manifestations of disease unrelated to ADE are 
present. The age of the patient should be kept in mind 
when a differential diagnosis is considered. Referral 
is usually indicated under these circumstances.35,36 
Table I lists considerations for the differential diag- 
nosis.

Prior to initiation of second-line treatment for SADE, 
clinicians must ensure that severe, refractory disease is 
not a result of avoidable or treatable exacerbating factors 
(e.g. non-compliance, use of unproven complementary 
remedies, secondary infection, hypersensitivity 
reactions to topical treatments, exposure to triggers of 
disease flares, etc.).5

All patients suffering from refractory SADE should 
be referred to a specialist dermatologist or allergist 
experienced in the utilisation of phototherapy and 
other immunomodulatory therapies. Collaboration with a 
paediatrician, physician or rheumatologist may be helpful 
in respect of the potential side-effects of second-line 
therapy.

Adherence to a stepwise approach to therapy is 
essential to ensure that all avenues of therapy are 
explored prior to initiation of potentially harmful 
therapeutic regimens.2,5,37 The most frequently utilised 
therapeutic options are:

Phototherapy
This has been extensively studied and utilised in all 
age groups. Narrowband UVB (311-313 nm) is the 
preferred form of phototherapy for refractory, chronic 
SADE, while the less readily available UVA1 (340-400) 
may be more effective for the management of acute 
severe exacerbations. Frequently reported side-effects 
include erythema, pruritus, acute burns, xerosis and 
reactivation of H. simplex.1,2

PUVA (psoralen and UVA-320-400nm) seems to be more 
efficacious than UVA1 as it decreases disease severity 

more rapidly, extensively and induces a longer remission 
period, but the risk of melanoma and squamous cell 
carcinoma is increased as a result of deeper penetration 
of UV waves. The strict photoprotection period 
following administration of the photosensitising agent 
is an inconvenience to patients.2,5

Systemic immunosuppressants (Table II)

A course of 5-10 days of systemic glucocorticoids (e.g. 
prednisolone 0.5-2 mg/kg in children and 5-60 mg in 
adults) is often used as ‘rescue/steroid burst therapy’ 
to abort acute exacerbations. Discontinuation may be 
followed by rebound flaring and optimisation of topical 
therapy is essential to prevent this phenomenon.5 No 
more than three short courses of steroid therapy per 
year are recommended as steroid side-effects will 
ensue.25,39

Corticosteroid treatment continuing for more than 3 
months is regarded as long-term therapy and patients 
receiving ≥5 mg/day in this group require calcium (1 500 
mg/day) and vitamin D (800 IU/day) supplementation 
and a bisphosphonate if osteopenic.39 Systemic 
glucocorticoids are not recommended for the long-
term management of SADE and strongly discouraged 
in the paediatric population because of the high risk 
of significant adverse effects (including HPA-axis 
suppression, growth suppression, avascular necrosis of 
the hip, osteoporosis, hyperglycaemia, hypertension, 
cataracts, lymphopenia, etc.)3,37,40

The administration of subcutaneous (SCIT) or sublingual 
(SLIT) allergen immunotherapy is controversial in SADE. 
A combination of cyclosporin and SCIT using house-

Table I. Differential  diagnosis of severe persistent 

dermatitis35,36

Congenital disorders

Netherton syndrome

Dubowitz syndrome

Erythrokeratoderma variabilis

Staphylococcus aureus

Dermatophytes/candidiasis

Scabies

Herpes simplex

HIV-associated dermatitis

Contact (allergic, irritant)

Seborrhoeic dermatitis

Psoriasis

Lichen simplex chronicus

Dermatitis herpetiformis

Dermatomyositis

Wiskott-Aldrich syndrome

DiGeorge syndrome

Hyper-IgE syndrome

Severe combined immunodeficiencies

Ataxia telangiectasia

Phenylketonuria

Tyrosinaemia

Zinc deficiency (including acrodermatitis enteropathica)

Pyridoxine and niacin deficiency (pellagra)

Cutaneous T-cell lymphoma (mycosis fungoides)

Histiocytosis X (Letterer-Siwe disease)
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dust mite extract in sensitised SADE patients was 
administered to 9 patients with SADE for a 12-month 
period. Significant improvement of SCORAD values was 
noted and cyclosporin therapy could be discontinued in 
4 patients within 8 months.41

Omalizumab (anti-IgE ), rituximab (anti-CD20), infliximab 
(anti-tumour necrosis factor (TNF)-alpha antibodies), 

etanercept (TNF receptor antagonist) and extra 
corporeal photopheresis (irradiation of mononuclear 
cells followed by re-infusion) are some of the newer, 
mostly experimental therapeutic options.5

Nutritional supplementation
High dose omega-3 (docosahexaenoic acid-5,4 g/
day) administration in adult SADE patients led to 
significant improvement in SCORAD values while 

Table II. Summary of systemic immunosuppressants in the treatment of severe atopic dermatitis

ts

Cyclosporin A  46-90% ‚ 1,38 Abdominal pain, acute  
11 trials: 6 RCTs, 5 UCTs, dose more effective (5 mg/kg).  Acholecystitis, viral infections 
including paediatric and  Monitor cyclosporin trough levels,  (H. simplex), nephrotoxicity, 
adult patients38  renal and hepatic function38  hypertension, hypertrichosis, 
    hepatotoxicity, seizures,  
    carcinogenesis (basal cell  
    carcinoma and lymphoma)

 
Beclomethasone   22% ‚ ADE severity38 No relapse in 3-wk period Not listed in studies. 
diproprionate (0.8 mg oral   following intervention Growth retardation,  
+ 0.4 mg intranasal)    osteoporosis, cataracts, 
RCT in children – 4 wks    lymphopenia, HPA 
duration    axis suppression, etc. 
Flunisolide   39% ‚ ADE severity38  Short courses for acute 
RCT 2-6-yr-old pts, 2 wks    flares only. Avoid long-term 
duration    use in SADE and parenteral 
    use in children1,3,37 
No studies on prednisolone   

-γ  Superior to placebo. Varying No data Not listed in study
2 RCTs, 2 UCTs38  results, positive dose  
  response relationship (50%   
  ‚ intensity and extent in  
  high-dose group in one study)38

Intravenous   Slight improvement in 56%, No data Hypertension, haematuria,  
) no change 22%, deterioration  transient · s-creatinine, 

1 RCT, 2 UCTs38  11% in 1998 study.  serum sickness like  
  67% pts ≥50% ‚ ADE severity  reaction38 
  in 2002 study38  

55-68% ‚ SCORAD values38 No data One patient withdrew as a 
2 UCTs – 20 pts in total38    result of herpes retinitis. 
    GIT symptoms, infections,  
    myelosuppression38 

27%‚ SASSAD score No data 43% drop-out rate due
2 RCTs - adult study 2002,  (2.5 mg/kg - 12 wks)38  to adverse effects,
200638,42  25-37% ‚ ADE severity42  specifics not reported38 
  Baseline FBC & differential  Nausea, hypersensitivity 
  count, LFT, U & E, thiopurine   reactions, myelotoxicity,  
  methyltransferase activity   susceptibility to infections,  
  (TPMT)42  hepatotoxicity, carcino- 
    genesis (non-melanoma  
    skin cancer, lymphoma)42

22% ‚ADE severity ≥50% No data No data 
1 UCT - 200538  67%‚ ADE severity ≤30%  

3 RCT’s38  Conflicting results, varying No data Severe toxicity, 2 cases 
  between 20% and 80%   of fatal hepatitis. 
  ‚ADE severity but scoring   Study drug discontinued38 
  systems not comparable 

 MTX 42% ‚ SCORAD No relapse in 12-wk GIT symptoms, 
10-22.5 mg/wk for 12 wks value vs  AZT ‚ 39%43 period following hepatotoxicity,  ‚ renal 
vs AZT (1.5-2.5 mg/kg/day)  intervention function, myelosuppression 
Adult RCT    ( ‚  by folinic acid co- 
    administration), acute 
     idiopathic pulmonary  
    fibrosis (very rarely)39,43

RCT – randomised controlled trial; UCT – uncontrolled trial; ‚– reduction; · – increase; wks – weeks; SASSAD – six area six sign AD score; 

SCORAD – scoring AD index; pts – patients; GIT – gastrointestinal tract; FBC – full blood count, LFT – liver function test; U & E- urea/creatinine/ 

electrolytes.



144 Current Allergy & Clinical Immunology, August 2012 Vol 25, No.3

administration of 1 600 IU cholecalciferol (vitamin D) 
for a 60-day period showed benefit as well, although 
risk of hypervitaminosis is substantial and potentially 
serious.39,42,43 A recent Cochrane review warns that 
evidence of benefit for nutritional supplementation is 
limited and discourages recommendation for use.44

SADE imposes a heavy burden on patients, their 
families and health services. Fortunately new avenues 
of intervention are being actively explored and insight 
is expanding regarding the impact and management of 
this debilitating disease. It is crucial that the benefit of 
these advances be brought to suffering patients at all 
levels of society.

Attendance at ALLSA 2011 Congress sponsored by Cipla.

  1.  Sinclair W, Aboobaker J, Jordaan F, Modi M, Todd G. Management 
of atopic dermatitis in adolescents and adults in South Africa. S Afr 
Med J 2008;98(4):303-320.

  2.  National Institute for Health and Clinical Excellence (NICE) clinical 
guideline No. 57: Management of atopic eczema in children from 
birth up to the age of 12 years. December 2007. www.nice.org.uk/
CG057  (accessed 24 February 2012).

  3.  Hanifin J. Systemic therapy of atopic dermatitis in children. Program 
and abstracts of the Society for Pediatric Dermatology Annual 
Meeting, 12-15 July 2007, Chicago, Illinois.

  4.  Williams HC. Atopic dermatitis. N Engl J Med 2005;352:2314-
2324.

  5.  Spergel JM, Dellavale RP, Levy ML, Fowler J, Corona R. Management 
of severe refractory atopic dermatitis (eczema). Literature review 
current through Feb 2012. www.uptodate.com (accessed 28 March 
2012).

  6.  Emmerson 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.

  7.  Dotterud LK, Kvammen B, Lund E, Falk ES. Prevalence and some 
clinical aspects of atopic dermatitis in the community of Sor-Vanger. 
Acta Derm Venereol 1995;75:50-53.

  8.  Zeppa L, Bellini V, Lisi P. Atopic dermatitis in adults. 
Dermatitis 2011;22(1):40-46.

  9.  Sandstrom FMH, Faergemann J. Atopic dermatitis in adults: does it 
disappear with age? Acta Derm Venereol 2006;86:135-139.

10.  Odhiambo JA, Williams HC, Clayton DO, Robertson CF, Asher MI. 
Global variations in prevalence of eczema symptoms in children 
from ISAAC Phase Three. J Allergy Clin Immunol 2009; 124(6):1251-
1258.

11.  Ben-Gashir MA, Seed PT, Hay RJ. Predictors of atopic dermatitis 
severity over time. J Am Acad Dermatol 2004;50(3):349-356.

12.  Peterson JD, Chan LS. A comprehensive management guide for 
atopic dermatitis. Dermatology Nursing 2006;18(6):531-542.

13.  Harper J, Oranje AP, Prose NS. Textbook of Paediatric Dermatology, 
Vol 2. 2nd ed. Massachusetts: Blackwell, 2006: 237-238.

14.  Watson W, Kapur S. Atopic dermatitis. Allergy Asthma  Clin Immunol 
2011;7(1). www.aacijournal.com (accessed 20 February 2012).

15.  Ricci G, Patrizi A, Gianetti A, Dondi A, Bendandi B, Masi M. Does 
improved management of atopic dermatitis influence the appearance 
of respiratory allergic diseases? A follow-up study. Clin Mol Allergy 
2010(8). www.clinicalmolecularallergy.com/content/8/1/8 (accessed 
2 February 2012).

16.  Spergel JM. Immunology and treatment of atopic dermatitis. Am J 
Clin Dermatol 2008;9(4):233-234.

17.  Leonard SA. Food allergy: what you need to know. Medscape 
Allergy & Immunology www.medscape.com/viewarticle/732184 
(accessed 6 April 2012).

18.  Hon KLE, Wang SS, Leung T. The atopic march: from skin to the 
airways. Iran J Allergy Immunol 2012;11(1):73-77.

19.  Jordaan HF, Visser WI. The diagnosis and management of atopic 
dermatitis. SAFPJ 2009;51(5): 369-374.

20.  Treadwell PA. Eczema and infection. Pediatr Infect Dis J 2008; 
27(6):551-552.

21.  Werfel T. Bacterial infection and atopic dermatitis. World Allergy 
Forum www.worldallergy.org/educational_programs/world_allergy_ 
forum/neworleans/werfel.php (accessed 28 February 2012).

22.  Cunha BA. Antibiotic Essentials. 10th ed. New York: Physicians 
Press, 2011.

23.  Ravenscroft JC, Layton AM, Eady EA, et al. Short-term effects of 
topical fusidic acid or mupirocin on the prevalence of fusidic acid 
resistant (FusR) Staphylococcus aureus in atopic eczema. Br J 
Dermatol 2003;148(5):1010-1017.

24.  Stanway A. Complications of atopic dermatitis. www.dermnetnz.
org (accessed 12 March 2012).

25.  Green RJ, Motala C, Potter PC. ALLSA Handbook of Practical 
Allergy. Cape Town: ALLSA, 2010.

26.  Chang-Godinich A, Raizman MB, Lawton AW, Law SK, Rapuano 
CJ, Roy H. Atopic keratoconjunctivitis. Medscape www.emedicine.
medscape.com/article/1194480 (accessed 4 March 2012.

27.  Bawazeer AM, Hodge WG, Lorimer B. Atopy and keratoconus: a 
multivariate analysis. Br J Ophthalmol 2000;84:834-836.

28.  Sehgal VN, Jain S. Atopic dermatitis: ocular changes. Int J Dermatol 
1994;33(1):11-15.

28.  Dhar S, Mondal B, Malakar R, Ghosh A, Gupta AB. Correlation of the 
severity of atopic dermatitis with growth retardation in paediatric 
age group. Indian Journal of Dermatology 2005;50(3):125-128.

30.  Levin C, Maibach HI. Topical corticosteroid-induced adrenocortical 
insufficiency: clinical implications. American Journal of Clinical 
Dermatology 2002;3(3):141-147.

31.  Kubetin SK. Beware of adrenal suppression when using topical 
steroids for eczema: asymptomatic side effect to treatment. 
Paediatric News, 2003. http://findarticles.com/p/articles/mi_hb4384/
is_12_37/ai_n29055945 (accessed 4 April 2012).

32.  Zollner EW. Inhaled corticosteroids and hypothalamic-pituitary-
adrenal axis suppression. SAPR 2009;6(2):12-20.

33.  Lewis-Jones S. Quality of life and childhood atopic dermatitis: 
the misery of living with childhood eczema. Int J Clin Pract 
2006;60(8):984-992.

34.  Schmitt J. Atopic eczema and attention-deficit/hyperactivity disorder 
in a population-based sample of children and adolescents. JAMA 
2009;301(7):724-726.

35.  Beltrani VS, Boguneiwicz M. Atopic dermatitis. Dermatology Online 
Journal 2003;9(2):1.

36.  Ring J, Przybilla B, Ruzicka T. Handbook of Atopic Eczema. Berlin: 
Springer-Verlag, 2006.

37.  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.

38.  Schmitt J, Schäkel K, Schmitt N, Meurer M. Systemic treatment of 
severe atopic eczema: a systematic review. Acta Derm Venereol 
2007;87:100-111.

39.  Rossiter D, Blockman M, Barnes KI, et al. South African Medicines 
Formulary. Cape Town: Health and Medical Publishing Group, 
2010.

40.  Walling HW, Swick BL. Update on the management of chronic 
eczema: new approaches and emerging treatment options. Clinical, 
Cosmetic and Investigational Dermatology 2010;3:99-117.

41.  Nahm DH, Kim ME. Treatment of severe atopic dermatitis with 
a combination of subcutaneous allergen immunotherapy and 
cyclosporin. Yonsei Med J 2012;53(1):158-163.

42.  Meggitt SJ, Anstey AV, Mustapa MFM, Reynolds NJ, Wakeling 
S. British Association of Dermatologists’ guidelines for the safe 
and effective prescribing of azathioprine 2011. Br J Dermatol 
2011;165:711-734.

43.  Schram ME, Roekevisch E, Leeflang MM, et al. A randomized trial 
of methotrexate versus azathioprine for severe atopic eczema. J 
Allergy Clin Immunol 2011;128:353.

42.  Koch C, Dölle S, Metzger M, et al. Docosahexaenoic acid (DHA) 
supplementation in atopic eczema: a randomized, double-blind, 
controlled trial. Br J Dermatol 2008;158(4):786-792. 

43.  Amestejani M, Salehi BS, Vasigh M, et al. Vitamin D supplementation 
in the treatment of atopic dermatitis: a clinical trial study. J Drugs 
Dermatol 2012;11(3):327-330.

44.  Bath-Hextall FJ, Jenkinson C, Humphreys R, Williams HC. Dietary 
supplements for established atopic eczema: an intervention review: 
The Cochrane Skin Group. Assessed as up-to-date: 8 July 2010, 
Published online on 15 February 2012; www.thecochranelibrary.
com (accessed on 10 April 2012).



References: 1. Lalloo U, Ainslie G, Wong M, Abdool-Gaffar S, Irusen E, Mash R, et al. Guidelines for the management of chronic asthma in adolescents and adults. SA Fam Pract 2007; 49(5): 19-31. 2. National Asthma Education and Prevention Program Expert Panel Report 
3. Guidelines for the Diagnosis and Management of Asthma. Summary Report 2007. 3. O’Byrne PM. Global guidelines for asthma management. Summary of the current status and future challenges. Pol Arch Med Wewn 2010; 120(12): 511-517.  S3 TOPRAZ 4; 5; 10. Reg. Nos. 
43/10.2.2/0785; 43/10.2.2/0786; 43/10.2.2/0787. Each tablet contains montelukast sodium equivalent to 4 mg, 5 mg or 10 mg montelukast respectively. Dr. Reddy’s Laboratories (Pty) Ltd. Reg. No. 2002/014163/07. Tel: +27 11 324 2100. www.drreddys.co.za                                               10/11 9933

TOPRAZ - a jewel in the control 

of chronic atopic asthma in adults 

and children >2 years

Montelukast
Recommended by South African and International 

Guidelines for the control of persistent asthma in both 

adults and children > 2 years1,2,3

S3

TOPRAZ

montelukast 

S3

4 5 10


