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Clinical and Histopathologic Study of Eesinophilic Cellulitis

Eun Kyung Kim, M.D., Chan Keum Park, M.D. and Jung Dal Lee, M.D.

Department of Pathology, HanYang University

Eosinophilic cellulitis is a rare dermatosis originally described by Wells as “recurrent gran-
ulomatous dermatitis with eosinophilia”, then called Wells’ syndrome. The etiology is unknown,
although a hypersensitivity mechanism is suspected. Flame figures are considered as a char-
acteristic histologic feature of Wells" syndrome.

To clarify the nature of eosinophilic cellulitis and its flame figures, the authors have reviewed
five cases of eosinophilic cellulitis with its clinical and histopathologic findings. Cutaneous
lesions were variable in appearance and was confused with angicedema, urticarial vasculitis,
erythema multiforme, morphea or granuloma annulare.

Microscopically, early lesions(2~7 days) showed diffuse dermal eosinophilic infiltration with
widespread degranulation, sometimes extended into the underlying muscle. Subepidermal bulla
was present in one case. Subsequently, granulomatous features with characteristic “flame figures”
became apparent(several months). Collagen alteration by eosinophilic granules resulted in flame
figure formation and a granulomatous response. In two partients, there were possible relationships
between drug and flare-ups of eosinophilic cellulitis, but the others, no contributary precipitating
factors were found.

We think that eosinophilic cellulitis represents a severe anaphylactic hypersensitivity reaction
to various stimuli showing characteristic histopathology with recurrent episodes and frequent
hypereosinophilia in the peripheral blood. (Korean J Pathol 1995; 29: 334-342)
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Table 1. Case summary of eosinophilic cellulitis

Case 1 2 3 4 5
Sexfage Mj45 M4l Fr2s M/ M/10
Site periorbital chin both forearm thigh, leg both leg
Skin lesion erythema erythema papule, vesicle macule papule, paich
Duration 2day Sday Tday 3mon feno
Eosinophil(%) 5% 14% 20% 6% 3%
Trigger anti-acid antibiotics - — —
Recur + + + - -
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0 Fig. 6. Fullblown flame figure.
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