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A Case of Hyper IgE Syndrome with Severe Ulcer and

Granuloma at the Site of BCG Inoculation
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Hyperimmunoglobulin E syndrome(HIES) is a primary immunodeficiency characterized by

severe recurrent soft-tissue infections, pneumonias, pruritic dermatitis and markedly elevated

serum IgE levels. Pneumatocele and empyema develop as result of recurrent pneumonias. It

is inherited in an autosomal dominant fashion, with variable expressivity. We experienced the

case of a 10 month old girl with hyper IgE syndrome. Patient was admitted for local ulcera-

tion and muscle soreness at the site of BCG inoculation. The diagnosis of hyper IgE syn-

drome was made because she had a coarse facial appearance, pruritic dermatitis, pneumato-

cele and markedly elevated serum IgE level with a past history of frequent skin abscess and

pneumonia
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Fig. 2. Solitary large sized round exophytic ero-
sive soft mass with purulent discharges on
the left deltoid area.

Fig. 1. Coarse facial appearance(A) of the patient
with pruritic dermatitis(B).
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Fig. 3. Chest X-ray and thorax CT :large bulla is seen in right lung field, shifting me-

diastinum to left side.
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