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NON-PHARMACOLOGICAL MANAGEMENT OF ATOPIC DERMATITIS, 
INCLUDING EMOLLIENTS

INTRODUCTION
Atopic dermatitis is a chronic relapsing skin disease 
characterised by the development of inflammation, xerosis 
and pruritus.1 The pathogenesis of AD is a complex interplay 
between genetic and environmental factors.2 It is widely 
accepted that a defective skin barrier function is central to 
the development of AD.3 

Although pharmacological treatments (topical and systemic 
medications) are very effective in the treatment of AD, they 
do have a considerable side-effect profile. Physicians are 
usually well-informed about pharmacological treatments 
but less aware of the vast array of non-pharmacological 
management options available for AD.1 These measures are 
usually much safer and are potentially more cost-effective.  

The purpose of this article is not to provide a comprehensive 
overview of all non-pharmacological therapies available 
for AD, but rather to discuss those non-pharmacological 
therapies that may be of practical use.
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ABSTRACT
Atopic dermatitis (AD) is a chronic relapsing inflammatory skin condition affecting approximately 25% of children 
and 3% of adults. Atopic dermatitis has a major impact on the quality of life of both patients and their families, 
and this impact may be even more significant than that of many other chronic diseases. Atopic dermatitis is not 
curable, and constant care and therapy are necessary in order to control the disease. Although numerous medications 
that treat AD effectively are available, they have a considerable side effect profile and cost implications. Therefore, 
the management of AD, with safer and potentially more cost-effective non-pharmacological treatment options, 
needs attention. This article is not a comprehensive review of all of the non-pharmacological measures available for 
treating AD, but includes the most practical and important options. Occlusive dressings, including the use of “wet 
wraps”, correct bathing practices, the use of antiseptics and antimicrobials, laundry practices, choice of clothing, 
phototherapy, appropriate use of emollients, psychological measures as well as the education of patients will be 
discussed. Some of these non-pharmacological treatment options (emollients, correct bathing practices, education) 
form the cornerstones of AD treatment. Unfortunately, although these treatment options are very effective and widely 
used, robust data supporting their efficacy and cost-effectiveness is not readily available. Further research in this field 
should be encouraged, especially in the South African setting.  

OCCLUSIVE DRESSINGS INCLUDING ‘WET 
WRAPS’
Occlusive dressings involve the use of bandages on areas 
of dry or eczematous skin, in order to enhance the effect of 
topical preparations. Occlusive dressings, either wet or dry, 
may be beneficial in the overall management of AD.4 Wet 
wraps entail the application of a topical medication and/or 
an emollient to damp skin. This is then covered by a layer 
of wet gauze, bandage or clothing. A dry layer of gauze, 
clothing or bandage is applied over this. The bandages are 
left in place for 8-24 hours1.

Occlusive dressings were first introduced in 1991 by 
Goodyear. The benefits of occlusion include cooling of 
the skin, physical protection against scratching, better  
hydration of the skin and enhanced penetration of topical 
medication.4 It has also been shown to improve the epider-
mal barrier function of the skin.5 There are problems 
associated with wet wraps. The application is time-
consuming, there is a risk of enhancing the topical and 
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systemic side-effects of topical steroids, and there is a  
higher risk for the development of skin infections, specifically 
bacterial folliculitis. A critical literature review on the use 
of wet wraps in children with severe and/or refractory AD 
found that it was difficult to compare studies due to the 
lack of uniformity in the methodology of these studies.  
The conclusion nevertheless was that wet wrap therapy 
was effective for the short-term treatment of children with  
severe or refractory AD, not responding to conventional 
treatment with topical steroids. Wet wraps seem to be 
more beneficial when they are combined with topical 
steroids rather than with emollients alone. Wet wraps can 
be safely used for up to 7-14 days and may even be steroid-
sparing. Most studies do not include adults or adolescents. 
There is a potential risk for the development of striae during 
puberty, if topical steroids are used under occlusion.6 In 
patients with mild to moderate AD, wet wraps do not seem 
to be beneficial when compared with conventional therapy.7

Dry occlusion in AD is much less studied than wet wraps. 
Dry occlusion can be used alone or with topical steroids. 
Infective side effects, such as folliculitis, are less likely  
when dry occlusion is used in conjunction with topical 
steroids, when compared with wet wraps or dry occlusion 
alone. Dry occlusion seems to be more beneficial in 
the management of chronic lesions of AD, although its 
superiority over conventional treatment is not proven.4 
In summary, occlusive dressings should be reserved for 
patients with severe and refractory AD, and never used as 
first-line treatment. Occlusive dressings should also never 
be used on infected skin. 

BATHING PRACTICES
Due to the higher levels of Staphylococcus aureus on atopic 
skin, bathing and washing is important to remove bacteria 
from the skin. In order not to cause any further damage to 
the skin barrier, the correct bathing practices should be 
enforced in all patients.  Although all of these practices 
have not been substantiated by high-quality clinical trials, 
they are uniformly accepted as one of the cornerstones of 
the treatment of AD.

Water dehydrates the skin, and soaps and detergents can 
influence the pH, thus affecting the barrier-function of the 
skin. Soaps and detergents are also known to trigger AD 
flares. Both the National Institute for Health and Clinical 
Excellence (NICE) guidelines8 and the American Academy 
of Dermatology (AAD)9 have information available on 
bathing practices on their websites.

Emollients or soap-free wash products should be used 
when bathing or showering.  Patients should refrain from 
using shampoo or bubble bath in the bath. Hair should not 
be washed in the bath and a shampoo that is unperfumed 
and suitable for eczema patients should be used.8 Bathing 
or showering only once a day, for no longer than 5 to 10 
minutes, is important. The temperature of the water should 
be lukewarm. Hot water will increase the itch response. 
General advice regarding bathing practices in AD patients 
can be seen in Table I.

Healthcare workers should bear cultural differences 
in bathing practices in mind and address these when 
counselling patients.8

  
It is also important to note that the benefit of adding bath 
emollients to the bath is still debated,10 and can potentially 
add extra cost without clear advantage.
 
Salt water baths are considered, by some physicians, to be 
beneficial in the management of AD. This is because salt 
water has potential antiseptic properties. Unfortunately, 
there is no randomised controlled study showing clear 
benefit of salt water baths over ordinary baths.11

 
There are, however, recent studies showing effective 
treatment of AD with climatotherapy, warm weather at 
the Dead Sea12 and the beneficial effects of salt water 
bathing in combination with phototherapy.13 It is likely that 
the combination of sunlight, relaxation and salt water was 
responsible for the clinical improvement in these patients. 

ANTISEPTICS AND ANTIMICROBIALS
The skin of AD patients is often heavily colonised with 
Staphylococcus aureus, but the exact influence of these 
bacteria on AD is not clear. Atopic skin with active 
dermatitis will be colonised in 90% of cases, while areas 
without active dermatitis will be colonised in 75% of cases. 
In comparison, individuals with normal skin only exhibit
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colonisation with Staphylococcus aureus in 30% cases. The 
density of Staphylococcus aureus colonisation also increases 
with the severity of the eczema.11

Whether these bacteria play a direct role in the patho-
genesis of AD is unclear. It is important to note that there 
is a difference between skin colonisation and secondary 
infection by Staphylococcus aureus. Active infection 
with Staphylococcus aureus can lead to AD flares, and 
consequently, it is particularly important that all patients 
with overt clinical skin infection should be treated with 
appropriate antibiotics. Skin swabs are only of value if 
infection with bacteria other than Staphylococcus aureus is 
suspected. Patients should be made aware of the clinical 
signs of secondary bacterial infection, namely yellow crusts, 
pustules, blisters, sudden flare of eczema, and systemic 
symptoms. They should contact their health care provider 
immediately. Patients should also be aware that containers 
of creams can become contaminated by infected skin and 
should be replaced.8

In contrast, the treatment of AD uncomplicated by infection 
with antimicrobials and antiseptics either topically as a  
bath supplement, or systemically, is not beneficial. This has 
been confirmed by a recent Cochrane review.14 Furthermore, 
topical antiseptics also commonly cause irritant reactions. 
The use of topical antiseptics should only be considered in 
patients with recurrent bacterial infections. They should 
be used in the correct dilution and only for short periods 
of time.8 Topical steroids alone are effective against skin 
colonisation with Staphylococcus aureus.11

The use of anti-fungal creams is not beneficial in the 
treatment of AD. The short-term intermittent use of 
mupirocin was shown to have some benefit, but there is 
concern about the development of resistance.11 
 
Recently, the use of diluted “bleach baths” has been widely 
advocated.1 This practice was first described in 2009 and 
involves the addition of half a cup of 6% bleach to a full 
bathtub. The patient baths in this diluted bleach mixture 
for 5-10 minutes twice a week.15 The concentration should 
not be higher than described, due to the risk of an irritant 
reaction. Dermatologists who use “bleach baths” in daily 
practice report an improvement of eczema and a decreased 
risk of secondary infection. Although evidence for this 
intervention is currently not sufficient,14 it appears to be 
a promising modality in the management of AD. This 
may provide an easy, low risk and cost-effective way to 
manage patients with a tendency to develop recurrent skin 
infections.1 

LAUNDRY PRACTICES
Evidence of benefits from specific laundry practices in 
the improvement of AD is limited.16 The general approach 
is to advise patients to wash clothes and bedding with 
mild detergents that do not contain irritants or allergens.  
Specific or specialised washing powders are unnecessary. 
The use of fabric softeners is advisable because skin 
irritation is reduced.

CLOTHING
The use of wool, cotton and silk clothing in AD will be 
discussed elsewhere in this journal. 

Due to the fact that Staphylococcus aureus may worsen 
and trigger eczema, there have been a number of studies 
experimenting with silver-coated textiles. Silver acts as  
an antibacterial agent, and may theoretically be beneficial 
in the management of AD.17 Although all these studies 
showed an improvement in eczema severity, the number of 
patients were limited.1

  
This specialised clothing is currently very expensive, and 
before it is routinely advised, more substantial evidence of 
its benefit, must be sought.

There are no studies examining the use of specialised 
clothing in South-Africa. The high temperatures experienced 
in Africa, will most probably influence the practicality and 
effectiveness of these forms of clothing. 

PHOTOTHERAPY
Phototherapy is an excellent second-line therapy for 
patients with AD, who cannot be controlled with topical 
therapy alone.8 Phototherapy is immuno-suppressive, and 
acts by influencing Langerhans cell and eosinophil function, 
as well as cytokine production in AD patients.18,11 The use of 
narrow-band UVB, by increasing vitamin D synthesis, may 
possibly also improve AD.1 

All types of phototherapy, including UVA1, narrow-band 
UVB (NBUVB) and PUVA, namely psoralen plus UVA, 
are effective in the treatment of AD.19 It seems that UVA1 
therapy is more beneficial in the treatment of acute eczema. 
Medium-dose (50J/cm2) is sufficient. A clinical response 
is usually seen within 2 weeks; however, the therapeutic 
effect is usually short-lived, in the order of 2-3 months.19 
Currently, NBUVB has largely replaced other forms of UV-
therapy, being more accessible, more cost-effective and 
safer. Narrow-band UVB is effective in both adults and 
children with AD. A recent study confirmed the efficacy 
and prolonged duration of response, 6 months of NBUVB 
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in children with moderate to severe AD following 12 weeks 
of therapy. There was improvement in objective scoring as 
well as in the quality of life.20

NBUVB is safe, with minimal side effects, and low risk for 
the development on skin cancers. NBUVB should be used in 
chronic AD in particular, with the same protocols as for the 
treatment of psoriasis.19 Usually two to three sessions per 
week are prescribed for a period of 12 weeks.
 
UV-therapy can also be combined with other treatment 
modalities, topical and systemic, and is a safe and effective 
way to manage patients with AD.

EMOLLIENTS 
Xerosis (synonym: dryness) is one of the most prominent 
clinical features of AD. Dryness is a component of the 
diagnostic criteria of AD.21 The underlying mechanisms of 
dryness in AD are complex and are probably due to specific 
abnormalities of skin lipids, decreased natural moisturising 
factor and defects in the aquaporin water channels of the 
skin1.

Dryness can lead to inflammation, small cracks and fissures, 
and impairment of the barrier function of the skin. Dryness 
also increases the bacterial adherence of Staphylococcus 
aureus to the skin.11

Moisturisers should be used to hydrate the outer layers of 
the skin. The primary defect in AD is the impaired barrier 
function of the skin. Emollients thus provide a protective 
layer on the skin to prevent water loss and the entry of 
possible harmful substances such as bacteria and irritants.8 
For this reason, moisturisers remain one of the cornerstones 
of AD treatment, and the single most important non-
pharmacological therapeutic option available. The optimal 
use of emollients can decrease the number of consultations 
with physicians as well as the use of expensive medications 
with possible side effects.8 The regular use of emollients, not 
only improves eczema severity,22 but also the quality of life 
of patients.23 Furthermore, emollients relieve the sensation 
of dryness, soreness and itchiness of the skin. Additionally, 
emollients reduce flares of AD and can decrease the 
amount of topical steroids necessary to control the eczema, 
thus acting as steroid-sparing agents.24 There are also 
claims that emollients have mild anti-inflammatory activity 
and may even decrease allergic sensitisation in patients.11 
Although most of the advantages of moisturisers are logical 
and experienced in daily practice, there is a need for robust 
scientific data to support these diverse effects. 

There are numerous different formulations of moisturisers 
on the market and they are broadly classified as ointments, 
creams and lotions, depending on their consistency. 
Ointments are greasier and lotions and creams contain 
more water and are therefore more cosmetically acceptable. 
Ointments are superior in protecting the barrier function of 
the skin, but because they are more occlusive, they may be 
cosmetically less acceptable and may also cause folliculitis. 
In general, a more greasy ointment should be used on areas 
of chronic dermatitis (synonym: lichenified skin) and a 
cream or lotion should be used on areas of acute, weeping 
dermatitis. Lotions are preferred in hair-bearing areas. 

Patients often enquire which moisturisers are best. There 
is little difference between the various emollients on the  
market. Generally, the best moisturiser should be 
unperfumed and without a colorant. The cosmetic 
preference of the patient is vital. The treating doctor 
should always ensure that the patient is satisfied with the 
consistency of the emollient, in order to ensure compliance. 
Different formulations can also be used for different 
anatomical locations. For instance, a cream can be used 
for the face and an ointment for the body. On the other  
hand, a single product that can act as both a wash 
product and a moisturiser may be selected. The patient’s 
preference may also change over time, as their skin and 
eczema changes, and for this reason, their compliance 
with emollients should be assessed regularly. Different 
formulations should be made available to the patient, in 
order to improve compliance.8 

Generally, emollients do not have any side-effects, but may 
occasionally cause stinging, burning or contact dermatitis. 
Patients experiencing unfavourable symptoms after the 
application of an emollient should stop using the product. 

There are many new types of emollients on the market 
that claim to provide an added benefit, due to the presence 
of active components purported to restore the barrier 
defect in the skin. An excellent review of these products 
was recently published.25 There are studies supporting a 
beneficial effect for ceramide-containing creams in AD,26 
but the cost:benefit ratio is very high. A randomly controlled 
trial compared two of the leading “barrier repair creams” 
with a regular petroleum-based moisturiser and found that 
the regular product was 47 times more cost-effective.27 
The use of these moisturisers are therefore, not routinely 
advocated.
 
Aqueous cream should be avoided as a ‘leave-on’ moisturiser 
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due to the fact that many formulations contain sodium lauryl 
sulphate. Sodium lauryl sulphate is a preservative that, in 
the unbuffered form, can decrease the barrier function of 
the skin and potentially worsen eczema.28 Aqueous cream 
can however be used as a soap-substitute when bathing or 
showering.29

The maximum duration of effect of moisturisers is not 
more than six hours, but it is often not practical to apply 
moisturisers more often. It is therefore advised that 
patients use moisturisers at least twice a day. Patients 
should preferably use them after bathing or showering and 
after swimming. Emollients should be used liberally and  
in large quantities, 250 g to 500 g per week, all over the 
body. Patients should be advised to use emollients even if 
there is no active eczema visible. Health care workers should 
take the time to demonstrate to patients how to apply the 
moisturisers. Moisturisers should be applied with a smooth 
motion, in the direction of the body hair growth. Rubbing 
is discouraged. When moisturisers are used at the same 
time as other topical products, such as topical steroids for 
example, they can be used one after the other with several 
minutes between applications. It does not matter in which 
order they are applied.8 (See Table II for advice on using 
emollients). 

Health care workers should reinforce the importance of 
emollient use at each follow up visit.

PSYCHOLOGICAL MEASURES
There is no doubt that AD has a major psychological impact 
on the patient and their extended family.1 Stress, anxiety

and emotional factors do influence eczema. The extent  
to which psychological factors influence cause or effect 
of AD is not known. The severe itching of AD leads to 
scratching, which again leads to worsening of the eczema, 
the so-called itch-scratch-cycle.  An integral component 
of the effective treatment of AD is to break this cycle and 
the habit of scratching. Two randomised controlled trials 
provide evidence that behavioural therapies by habit 
reversal, in combination with topical steroids, were more 
effective than topical steroids alone.11  

Other studies have shown beneficial effects from 
biofeedback therapies, hypnotherapy and support groups.1

Unfortunately, the evidence for these modalities and 
their cost-effectiveness is not clear and will need further 
exploration.8 

EDUCATION
Proper education is another cornerstone in the treatment 
of AD. Compliance and adherence to therapy will increase 
significantly with effective education.1 Education of patients 
with AD will be discussed in detail elsewhere in this journal. 

CONCLUSION
AD is an incurable, chronic and relapsing skin disorder 
with a severe impact on the quality of life of patients, their 
caregivers and their families. Pharmacological treatments 
are expensive and have considerable side effects. Non-
pharmacological treatment modalities offer a safe and 
cost-effective way to control the disease and improve 
quality of life. Modalities such as bathing practices, the use 
of emollients and patient education form the cornerstones 
of AD management, and for this reason, their importance 
cannot be overemphasised.  

Further studies to evaluate these modalities are encouraged. 

DECLARATION OF CONFLICT OF INTEREST
The author declares no conflicts of interest. 

REFERENCES
1.	� PA, Lio. Non-Pharmacologic Therapies for Atopic Dermatitis. Curr Allergy 

Asthma Rep. 2013;13:528-538.
2.	� Cork MJ, Robinson DA, Vasilopoulos Y et al. New perspectives on epidermal 

barrier dysfunction in atopic dermatitis: Gene-enviroment interactions. J Allergy 
Clin Immunol 2006;118:3-21.

3.	� Wolf R, Wolf D. Abnormal epidermal barrier in the pathogenesis of atopic 
dermatitis. Clinics in Dermatol 2012;30:329-234.

4.	� Braham SJ, Pugashetti R, Koo J, Maibach HI. Occlusive therapy in atopic 
dermatitis: Overview. J Dermatol Treat 2010;21:62-72.

5.	� Lee JH, Lee SJ, Kim D, Bang D. The effect of wet-wrap dressing on epidermal 
barrier in patients with atopic dermatitis. J Eur Acad Dermatol Venereol (JEADV) 
2007;21:1360-1368.

6.	� Devillers ACA, Oranje AP. Efficacy and safety of “wet-wrap” dressings as 
an intervention treatment in children with severe and/or refractory atopic 
dermatitis: a critical review of the literature. Br J Dermatol 2006;145:579-585.

7.	� Beattie PM, Lewis-Jones MS. A pilot study on the use of wet wraps in infants with 



Current Allergy & Clinical Immunology 2014 June Vol 27 No.2

93

review article

	 moderate atopic eczema. Clin Exp Dermatol 2004;29:348-353.
8.	� Atopic eczema in children. National Institute for Health and Clinical Excellence. 

2007. www.nice.org.uk/nicemedia/live/11901/38559/38559.pdf [Online] 
(accessed 2 March 2014).

9.	� Atopic dermatitis. American Academy of Dermatology, http://www.aad.org/
dermatology-a-to-z/diseases-and-treatments/a---d/atopic-dermatitis/tips. 
www.aad.org [Online] (accessed 29 January 2014).

10.	� Ike.Iheanacho, AT. Should we use bath emollients for atopic eczema? BMJ. 
2010;340:361-362.

11.	� Hoare C, Li Wan Po A and Williams H. Systematic review of treatments for atopic 
eczema. Health Technology Assessment 2000;37:1-191.

12.	� Adler-Cohen C, Czarnowicki T, Dreiher J, Ruzicka T, Ingber A, Harari M. 
Climatotherapy at the Dead Sea: an effective treatment modality for atopic 
dermatitis with significant positive impact on quality of life. Dermatitis 
2012;23:75-80.

13.	� Heinlin J, Schiffner-Rohe J, Schiffner R, Einsele-Kramer B, Landthaler M, Klein A, 
et al. A first prospective randomized controlled trail on the efficacy and safety of 
synchronous balneophototherapy vs. narrow-band UVB monotherapy for atopic 
dermatitis. J Eur Acad Dermatol Venereol (JEADV) 2011;25:765-773.

14.	� Bath-Hextall FJ, Birnie AJ, Ravenscroft JC, Williams HC. Interventions to reduce 
Staphylococcus aureus in the management of atopic eczema: an updated 
Cochrane review. Br J Dermatol 2010;163:12-26.

15.	� Huang JT, Abrams M, Tlougan B, Rademaker A, Paller AS. Treatment of 
Staphylococcus aureus colonization in atopic dermatitis decreases disease 
severity. Pediatrics 2009;123:808-814.

16.	� Williams H, Thomas K, Smethurst A et al. Atopic eczema In Evidenced-based 
dermatology. [ed.] Williams H. London: BMJ 2003;17:144-218.

17.	� Gauger A, Mempel M, Schekatz A, Schafer T, Ring J. Silver-coated textiles reduce 
Staphylococcus aureus colonization in patients with atopic eczema. Dermatology 
(Basel, Switzerland) 2003;207:15-21.

18.	� Walker D, Jacobe H. Phototherapy in the age of biologics. Semin Cutan Med Surg 
2011;30:190-198.

19.	� Meduri NB, Vandergriff T, Rasmussen H, Jacobe H. Phototherapy in the 
management of atopic dermatitis: a systematic review. Photodermatol 

Photoimmunol Photomed 2007;23:106-112.
20.	� Darn S, Leech SN, Taylor AEM. Narrowband ultraviolet B phototherapy in children 

with moderate-to-severe eczema: a comparative cohort study. Br J Dermatol 
2014;170:150-156.

21.	� Eichenfield LF, Tom WL, Chamlin SL, Feldma SR, Hanifin JM, Simpson EL, 
Berger TG et al. Guidelines of care for the management of atopic dermatitis. 
Section 1. Diagnosis and assessment of atopic dermatitis. J Am Acad Dermatol 
2014;70:338-351.

22.	� Cork MJ, Britton J, Butler L, Young S, Murphy R, Keohane SG. Comparison of 
parent knowledge, therapy utilization and severity of atopic eczema before 
and after explanation and demonstration of topical therapies by a specialist 
dermatology nurse. Br J Dermatol 2003;149:582-589.

23.	� Gelmetti C, Boralevi F, Seité S, Grimalt R, Humbert P, Luger T, et al. Quality of life 
of parents living with a child suffering from atopic dermatitis before and after a 
3-month treatment with an emollient. Pediatr Dermatol 2012;29:714-718.

24.	� Lucky AW, Leach AD, Laskarzewski P, Wenck H. Use of an emollient as a 
steroid-sparing agent in the treatment of mild to moderate. Pediatr Dermatol 
1997;14:321-324.

25.	� Draelos ZA. New treatments for restoring impaired epidermal barrier 
permeability: skin barrier repair creams. Clin Dermatol 2012;30:345-348.

26.	� Simpson E, Dutronc Y. A New Body Moisturiser Increases Skin Hydration and 
Improves Atopic Dermatitis Symptoms among Children and Adults. J Drugs 
Dermatol 2011;10:744-749.

27.	� Miller DW, Koch SB, Yentzer BA, Clark AR, O’Neill JR, Fountain J, et al. An over-
the-counter moisturizer is as clinically effective as, and more cost-effective than, 
prescription barrier creams in the treatment of children with mild-to-moderate 
atopic dermatitis: a randomized, controlled trial. J Drugs Dermatol 2011;10:531-
537.

28.	� Danby S.G, Al-Enezi T, Sultan A, Chittock J, Kennedy K, Cork M.J. The effect of 
aqueous cream BP on the skin barrier in volunteers with a previous history of 
atopic dermatitis. Br J Dermatol 2011;165:329-234.

29.	� Cork MJ, Timmins J, Holden C, et al. An audit of adverse drug reactions to 
aqueous cream in children with atopic eczema. Pharmaceul J 2003;271:747-748. 

Omnair® Nasal Spray for Allergic Rhinitis

Omnair® Nasal Spray (50 μg ciclesonide) is indicated for: 

    The treatment of nasal symptoms associated with seasonal allergic  
rhinitis in adults and children 6 years of age and older.

     The treatment of nasal symptoms associated with perennial allergic  
rhinitis in adults and children 12 years of age and older.

Omnair® Nasal Spray (120 puff metered spray), is a topical glucocorticosteroid 
(ciclesonide) delivered as a hypotonic suspension that has anti-inflammatory 
properties. Ciclesonide is a pro-drug that is enzymatically hydrolysed to a 
pharmacologically active metabolite des-ciclesonide following intranasal 
application. 

Des-ciclesonide has anti-inflammatory activity with affinity for the glucocorticoid 
receptor that is 120 times higher than the parent compound. 

Omnair® Nasal Spray (50 μg ciclesonide) has less than 1 % systemic availability 
with 99 % protein binding.

(ciclesonide) Nasal Spray, 50 µg

Takeda, is pleased to announce the introduction of 
a NEW Nasal Spray, Omnair®.

TAKEDA (Pty) Ltd. Reg. No.  1982/011215/07. 1 Libertas Road, Corner Main Road and Sloane Street, Bryanston 2191. Tel: 0861 TAKEDA (0861 825 332). Fax: 0861 TAKE SA (0861 825 372).

S3  OMNAIR® Nasal Spray. Reg. No. 43/21.5.1/0008. Each nasal spray is a metered-dose, manual pump spray formulation containing a hypotonic aqueous suspension of ciclesonide. Each puff (actuation) of the pump delivers  
50 micrograms of ciclesonide in a volume of 70 microlitres from the nasal actuator. Each bottle contains: 7,9 g of suspension/bottle (10 ml bottle) and 13,5 g of suspension/bottle (15 ml bottle). Preservatives: Contains potassium sorbate 
0,12 % and edetate sodium 0,01 %. For full prescribing information refer to the approved package insert.

* SAR > 6 Years; PAR > 12 Years

Omnair®once daily dosage

OMN2014-02-003

T2242 OMN Launch letter R.indd   1 2/17/2014   10:20:43 AM


