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Table 71-1 Clinical Features of Atopic Dermatitis
1. Pruritus and scratching
2. Course marked by exacerbations and remissions
3. Lesions typical of eczematous dermatitis
4. Personal or family history of atopy (asthma, allergic rhinitis, food allergies,
or eczema)
5. Clinical course lasting >6 weeks
6. Lichenification of skin

PART 2
Figure 70-12 Vitiligo. Characteristic lesions display an acral distribution and striking depigmentation as a result of loss of melanocytes.

Cardinal Manifestations and Presentation of Diseases

totally white under a Wood’s lamp, and previously unsuspected areas
of involvement often become apparent. A Wood’s lamp may also aid
in the demonstration of tinea versicolor and in recognition of ash leaf
spots in patients with tuberous sclerosis.
Patch Tests Patch testing is designed to document sensitivity to a
specific antigen. In this procedure, a battery of suspected allergens is
applied to the patient’s back under occlusive dressings and allowed to
remain in contact with the skin for 48 h. The dressings are removed,
and the area is examined for evidence of delayed hypersensitivity
reactions (e.g., erythema, edema, or papulovesicles). This test is best
performed by physicians with special expertise in patch testing and
is often helpful in the evaluation of patients with chronic dermatitis.
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ECZEMA AND DERMATITIS
Eczema is a type of dermatitis, and these terms are often used synonymously (e.g., atopic eczema or atopic dermatitis [AD]). Eczema is a
reaction pattern that presents with variable clinical findings and the
common histologic finding of spongiosis (intercellular edema of the
epidermis). Eczema is the final common expression for a number of
disorders, including those discussed in the following sections. Primary
lesions may include erythematous macules, papules, and vesicles,
which can coalesce to form patches and plaques. In severe eczema,
secondary lesions from infection or excoriation, marked by weeping
and crusting, may predominate. In chronic eczematous conditions,
lichenification (cutaneous hypertrophy and accentuation of normal
skin markings) may alter the characteristic appearance of eczema.
ATOPIC DERMATITIS
AD is the cutaneous expression of the atopic state, characterized by a
family history of asthma, allergic rhinitis, or eczema. The prevalence of
AD is increasing worldwide. Some of its features are shown in Table 71-1.
The etiology of AD is only partially defined, but there is a clear
genetic predisposition. When both parents are affected by AD,
>80% of their children manifest the disease. When only one parent is affected, the prevalence drops to slightly over 50%. A characteristic defect in AD that contributes to the pathophysiology is an
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impaired epidermal barrier. In many patients, a mutation in the gene
encoding filaggrin, a structural protein in the stratum corneum, is
responsible. Patients with AD may display a variety of immunoregulatory abnormalities, including increased IgE synthesis; increased serum
IgE levels; and impaired, delayed-type hypersensitivity reactions.
The clinical presentation often varies with age. Half of patients with
AD present within the first year of life, and 80% present by 5 years of
age. About 80% ultimately coexpress allergic rhinitis or asthma. The
infantile pattern is characterized by weeping inflammatory patches
and crusted plaques on the face, neck, and extensor surfaces. The
childhood and adolescent pattern is typified by dermatitis of flexural skin, particularly in the antecubital and popliteal fossae (Fig.
71-1). AD may resolve spontaneously, but approximately 40% of all
individuals affected as children will have dermatitis in adult life. The
distribution of lesions in adults may be similar to those seen in childhood; however, adults frequently have localized disease manifesting as
lichen simplex chronicus or hand eczema (see below). In patients with
localized disease, AD may be suspected because of a typical personal
or family history or the presence of cutaneous stigmata of AD such as
perioral pallor, an extra fold of skin beneath the lower eyelid (DennieMorgan folds), increased palmar skin markings, and an increased incidence of cutaneous infections, particularly with Staphylococcus aureus.
Regardless of other manifestations, pruritus is a prominent characteristic of AD in all age groups and is exacerbated by dry skin. Many of
the cutaneous findings in affected patients, such as lichenification, are
secondary to rubbing and scratching.
TREATMENT

Atopic Dermatitis

Therapy for AD should include avoidance of cutaneous irritants,
adequate moisturizing through the application of emollients, judicious use of topical anti-inflammatory agents, and prompt treatment of secondary infection. Patients should be instructed to bathe
no more often than daily, using warm or cool water, and to use
only mild bath soap. Immediately after bathing, while the skin is
still moist, a topical anti-inflammatory agent in a cream or ointment
base should be applied to areas of dermatitis, and all other skin

Figure 71-1 Atopic dermatitis. Hyperpigmentation, lichenification,
and scaling in the antecubital fossae are seen in this patient with
atopic dermatitis. (Courtesy of Robert Swerlick, MD; with permission.)
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