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A CASE REPORT OF KIMURA' S DISEASE IN THE PAROTID REGION

Sung-Soo Byun', Hwui-Dong Jung, Young-Dal Choi*, Hyun-Sil Kim?#, In-Ho Cha***, Hyung Jun Kim®*3#
'Department of Oral and Maxillofacial Surgery, *Department of Oral Pathology, *Oral Science Research Center,
*Oral Cancer Research Institute, College of Dentistry, Yonsei University, Seoul, Korea

Kimura s disease is a chronic inflammatory disorder presenting regional lymphadenopathy with painless soft tissue mass. Clinicaly, periphera
eosinophiliaand elevated serum IgE levels are observed, and proteinuria associated with renal disease can also be present. Although its etiology is not
clearly understood, it occurs predominantly in young Asian males and presents as a deep, subcutaneous mass involving salivary glands of the preauric-
ular and submandibular regions. Spontaneous remission is very rare, and athough treatments such as steroid, cytotoxic therapy and irradiation are
available, chronic recurrence is very common. As such, surgical excision is regarded as the mainstay of therapy for localized lesions.
Histopathologicaly, Kimura s disease features eosinophilic abscsesses and dense lymphoid aggregates with germina center. Clinical differential
diagnosis of Kimura s disease from other parotid diseases with accompanying lymphadenopathy is often very challenging prior to biopsy. The authors
report acase of a 19-year-old male diagnosed with Kimura s disease in the parotid region who underwent surgical excision and was followed up for 6

years, dong with areview of related literature.

Key words: Kimura disease, Eosinophilia, Lymphadenopathy, IgE, Angiolymphoid hyperplasiawith eosinophilia
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Fig. 1. A: postcontrast facial coronal CT scan shows ill-defined, multiple
contrast enhanced soft tissue mass in the superficial lobe of left parotid gland
region. B: The axial scan shows enhanced round or oval shaped multiple
nodes in the left submandibular and both upper neck region.
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Fig. 2. Intraoperative photographs. A: The mass was separated from the surrounding
tissue except for partial adhesion to buccal branch of the facial nerve on to antero-
superior portion of the parotid gland. B: Surgical excision and superficial
parotidectomy with preservation of main trunk of facial nerve.

Fig. 3. A: Microscpic features showed the abundant inflammatory cells infiltrating into the normal

parotid tissue (Hematoxylin-eosin, original magnification x40). N: Normal parotid tissue. B: The
inflammatory cells were mainly composed with eosinophils, and abundant neoangiogenesis were
found (Hematoxylin-eosin, original magnification x200). Arrow: Blood vessels. C: Frequent
eosinophilic abscesses and dense lymphoid aggregates with germinal center were observed
(Hematoxylin-eosin, original magnification x100). A: Eosniphilic abscess, F: Lymphoid follicle. D:
The germinal centers showed nuclear debris, eosinophilic matrix. And thin-walled vessels were
dipping into the germinal centers (Hematoxylin-eosin, original magnification x200). F: Lymphoid
follicle, Arrow: Blood vessels
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