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Clinical Manifestations and Predisposing Factors of Kaposi's
Varicelliform Eruption in the Patients with Atopic Dermatitis
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Background: Kaposi’s varicelliform eruption (KVE) is a widespread cutaneous infection of inflamed skin
with the herpes simplex virus, vaccinia or coxsackie virus most often occurring in patients with atopic
dermatitis (AD).

Objective: Our purpose was to characterize the clinical features and predisposing factors of KVE in the
patients with AD.

Methods: A retrospective analysis of 49 AD patients with KVE seen from 2001 to 2004 was performed.
We analyzed sex, age at onset of AD or KVE, medical history of other atopic diseases, extent of
involvement of skin lesions of AD, distribution of KVE, treatment before development of KVE, and
IgE levels.

Results: In 49 patients with KVE, 19 patients (38.8%) showed generalized distribution. Face was the most
common site of involvement. The symptoms of AD were aggravated before the onset of KVE with
having herbal medication or alternative therapy in 84.2% of generalized KVE. The higher the distri-
bution rate of AD was, the more generalized the involvement of Kaposi’s varicelliform eruption was.

Conclusion: The development and distribution of KVE in AD patients are associated with the extent of
involvement of skin lesions and treatment of modalities of predisposing AD.
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Fig. 1. Onset age of atopic dermatitis.
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Fig. 2. Extent of involvement of skin lesions of atopic dermatitis.
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Fig. 3. Distribution of kaposi’s varicelliform eruption in 49 patients
with atopic dermatitis.
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Fig. 4. The relationship between distribution of kaposi's varicelli-
form eruption and extent of involvement of skin lesions of atopic
dermatitis.
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Fig. 5. Treatment modalities of atopic dermatitis before develop-
ment of generalized kaposi's varicelliform eruption (n=19).
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