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Allergic inflammation: skin

The most common skin diseases which may be caused or
triggered by allergens are eczematous diseases (i.e., allergic
contact dermatitis, atopic dermatitis). Allergic contact
dermatitis is mostly caused by haptens which lead to the
stimulation of specific T cells. If it is possible to eliminate
the identified allergens, this disease can be almost com-
pletely cured. This is not always true of atopic dermatitis
(AD), a chronic skin disease which may be associated with
or triggered by a variety of pathogenic factors. Based on the
research of the last decade, there is increasing evidence that
T-cell responses to environmental or food allergens play a
major role in the propagation of AD (1).

Proliferative responses can be elicited in T cells with
inhalant allergens, particularly house-dust mites and pollen.
Such responses are remarkably elevated in sensitized
patients with AD in the circulating T-cell subpopulation
expressing the skin homing molecule “cutaneous lympho-
cyte antigen” [CLA), a fact which points to an allergen-
dependent mechanism targeting specific T cells in the skin.
Inhalant allergens may directly trigger eczematous skin
lesions in AD: we have recently shown that such lesions are
associated with specific T-cell responses (2}. Moreover, in
addition to IgE-dependent mechanisms, IgE-independent
mechanisms may also be involved in eczematous reactions
to food and food-related allergens in AD. In the proliferative
response of blood lymphocytes, we found significant
differences between AD patients who reacted to milk with
worsening of AD and control groups, and were able to
generate casein-specific T-cell clones from these patients (3.
New results point to a role of birch-pollen-associated food
allergens in the course of the skin disease in more than 30%
of sensitized patients with AD. This finding is associated
with an allergen-specific T-cell response which can be

detected in lesional skin upon oral provocation {4). Ongoing
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studies directly address the major role of T-cell-mediated
responses also in the so-called intrinsic variant of AD, which
is characterized by the absence of specific IgE responses
to protein allergens, and which is, therefore, still a
diagnostic challenge in clinical practice.

The majority of allergen-specific T cells derived from skin
lesions that have been provoked in patients with AD by
epicutaneous application of inhalant allergens produce
predominantly type-2 cytokines such as IL-4 or IL-5. A
polarized type 2-cytokine pattern was previously regarded as
a specific feature reflecting immune dysregulation in AD (s},
but later it became clear that it is confined to early atopy
patch test reactions characterizing the initial phase of the
inflammatory process in AD. Allergen-specific T cells from
the blood or from “’spontaneous” skin lesions secrete both
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