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 INTRODUCTION 

Atopic dermatitis (AD) is a chronic inflammatory skin 

disorder usually presenting with severe pruritus and flaring 

eczematous lesions in varying localizations depending on the age 

of the patient. It is considered the most common chronic skin 

disease of young children (Boguniewicz , 2005).    

The disease is based on both, a disturbance of the epidermal 

barrier and increased tendency to immunoglobulin E (IgE) 

production, partly on a genetic predisposition, upon being 

triggered by various environmental factors (Bieber, 2008).  

Skin lesions are assumed to result from complex 

interactions between IgE-bearing antigen-presenting cells, T cell 

activation, mast cell degranulation, keratinocytes, eosinophils, and 

the combination of immediate and cellular immune responses 

(Novak and Bieber, 2005), fostered by defects of the physical 

barrier, such as stratum corneum lipid-protein disturbances 

resulting, among others, from filaggrin gene mutations 

(Weidinger et al., 2008).  

Treatments for AD are aimed at controlling inflammation 

with emollients, topical corticosteroids, and topical immune- 


