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Kimura Disease Misdiagnosed as Chronic Submandibular Sialadenitis :
A Case Report

Boo-Young Kim, M.D.,” Bo-Seong Kang, M.D.,” Byung-Guk Kim, M.D.,*
So-Young Park, M.D.,” Jeong-Hoon Oh, M.D.,* and Eun-Joo Seo, MD**

Department of Otolaryngology-HNS,* Pathology,** College of Medicine, The Catholic University of Korea,
Seoul, Korea

Kimura disease is an uncommon chronic inflammatory disorder of unknown etiology. Clinically, patients
present nontender subcutaneous swelling in the head and neck region. Peripheral eosinophilia, an elevated serum
IgE are also present. The clinical course of Kimura disease is often progressive, and the main problem with
treatment is disease recurrence. Treatment options in the recurrent cases range from observation to surgical
excision, steroid therapy, and radiotherapy. We report a case of recurrent Kimura disease, initially thought to
be chronic submandibular sialadenitis, along with the appropriate review.
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Fig. 1. Histopathologic finding of the specimen of right submandi-
bular gland after initial resection. It shows normal glandu-
lar tissues and lymphocytic infiltration with a few eosinophil
infiltration (H-E stain, X 100).

Fig. 2. Preoperatlve photograph taken before revision surgery
shows postoperative scar and firm, fixed mass in right sub-
mandibular area.
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Fig. 3. Preoperative axial neck CT scan taken before revision sur-
gery shows about 7.0 X5.0cm sized, well enhanced, ill mar-
ginated heterogenous soft tissue density in right subman-
dibular area.
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Fig. 4. Photograph of the gross specimen of the resected mass
shows a lump of irregular shaped dark reddish soft tissue.
The mass was severely infiltrated with subcutaneous tissue.
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Fig. 5. Histopathologic finding of the specimen after revision sur-
gery. It shows follicular hyperplasia and massive lympho-
cytic infiltration (H-E stain, X 100).

vision surgery shows lymphocytic infiltration accompany-
ing massive eosinophil infiltration in the interstitial tissue (H-
E stain, X 400).
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