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Introduction &

Introduction

Atopic dermatitis is a chronic inflammatory itchy skin
condition that develops in early childhood in the majority of cases.
It is typically an episodic disease of exacerbation (flares, which
may occur as frequently as two or three per month) and
remissions, except for severe cases where it may be continuous
(Hanifin et al., 2004).

Atopic dermatitis has been reported to affect 10 percent of
children in the whole world (Leung et al., 1997). In infants and
young children with atopic dermatitis, pruritus is commonly
present on the scalp, face (cheeks and chin) and extensor surfaces
of the extremities. Older children and adult typically have
involvement of the flexor surfaces (antecubital and popliteal
fossa), neck, wrists and ankles. The presence of extensor
distribution in older children and adults indicates a poor prognosis
for ultimate cure (Lookingbill and Marks, 1993).

As with other atopic conditions, such as asthma and allergic
rhinitis, atopic dermatitis often has a genetic component. In atopic
dermatitis, inherited factors affect the development of the skin
barrier, which can lead to exacerbation of the disease by a large
number of trigger factors, including irritants and allergens (Lewis-

jones and Mugglestone, 2007).
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Introduction &

Many cases of atopic dermatitis clear or improve during
childhood while others persist into adulthood, and some children
who have atopic dermatitis "will go on to develop asthma and/or
allergic rhinitis; this sequence of events is sometimes referred to

as the “atopic march’(Lewis-jones and Mugglestone, 2007).

Vitamin D3 can be obtained through the diet, but it is
mainly biosynthesized from 7-dehydrocholesterol in skin exposed
to ultraviolet light. Vitamin D3 is hydroxylated in the liver to
produce 25(0OH) D3, a reliable indicator of vitamin D status, and
is further hydroxylated in the kidney to form the active hormone
1,25(0H),D3. 1,25(0H),D3, the biologically active form of
vitamin D3, is a secosteroid hormone that regulates the growth
and differentiation of multiple cell types, and displays
immunoregulatory and anti-inflammatory properties. Cells
involved in innate and adaptive immune responses including
macrophages, dendritic cells, T cells and B cells express the
vitamin D receptor (VDR), and can both produce and respond to
1,25(0H),D3. The net effect of the vitamin D system on the
Immune response is an enhancement of innate immunity coupled
with multifaceted regulation of adaptive immunity (Adorini and
Penna, 2008).
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Introduction &

Another potential role for vitamin D is that 1,25(0OH)D3
enables keratinocytes to recognize and respond to microbes
through action on the Toll-like receptor 2 and leads to
upregulation of cathelicidin. Vitamin D deficiency might therefore
be important in the predisposition of skin of patients with atopic
dermatitis to superinfection by Staphylococcus aureus (Schauber
et al., 2007).

Recently, the association between serum 25-hydroxy vitamin
D levels and severity of atopic dermatitis in children has been

suggested (Peroni et al., 2011).
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Aim of the work

The aim of our study is to evaluate serum vitamin D level in
children with atopic dermatitis in comparison to age and sex

matched healthy children.
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Ch.(1):Atopic Dermatitis.e

Atopic Dermatitis

Atopic dermatitis (AD) is a multifactorial and polygenic
syndrome without pathognomonic histologic findings or disease-
specific biomarkers. There are two forms of AD, referred to as
extrinsic and intrinsic. The extrinsic/allergic form of AD develops
in 70% to 80% of patients and is associated with an elevated
serum total IgE level skin test reactivity to common
environmental allergens. In contrast, an intrinsic/non-allergic form
occurs in approximately 20% to 30% of AD patients and is
associated with normal IgE levels. The major difference observed
between these two forms of AD is greater production of T-helper
(Th) 2 cytokines (interleukin-4 (IL-4) and IL-13) by cutaneous T
cells in extrinsic AD, which is responsible for the elevated IgE
levels and the enhanced expression of IgE receptors on antigen
presenting cells (APCs) within the skin (Clemens et al, 2004).
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