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Sclerosing Polycystic Adenosis(SPA) of the Submandibular

Gland Mimicking Malignant Salivary Gland Tumor : A Case Report

Ji Hee Kim, MD', Hyo Geun Choi, MD', Dong Hoon Kim MD?, Bumjung Park, MD'

Departments of Otorhinolaryngology-Head & Neck Surgery' and Pathology,’
Hallym University Sacred Heart Hospital, Anyang, Korea

Sclerosing polycystic adenosis(SPA) is a pathology of salivary gland which occurs infrequently. It has a contro-

versial etiology. It is a recently described and extremely rare disease entity. Its reactive, sclerosing and inflam-

matory process is similar to fibrocystic changes and adenosis tumor of breast. Most cases has been reported to be
occurred within major salivary glands. This disease is frequently confused with other salivary gland carcinomas,
especially because of its histomorphological similarity. Here, we report a case of SPA within the submandibular

gland in a 62-year-old woman.
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Fig. 1. Preoperative fine needle aspiration cytology slide showing
a cluster of bland epithelial cells with tubular configuration. The
epithelial cells have abundant cytoplasm.

Fig. 2. Radiologic findings. 18 FDG PET-CT taken before surgery
shows focal hypermetabolism in right submandibular area.
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Fig. 3. Sclerosing polycystic adenosis. It was 2.2x 1.7 cm sized,
light gray, well-margin ovoid mass.

Fig. 4. Histopathology of sclerosing polycystic adenosis of sub-
mandibular gland(A and B). A : The mass shows central dilated
ducts and lobules surrounded by fibrous septa. It is sharply de-
marcated from the background parenchyma by an indistinct
capsule. The central ducts are lined by tall columnar or cuboidal
epithelial cells. B : The lobules composed of proliferative compact
small tubules reminiscent to adenosis of the breast. Some epithe-
lial cells have cytoplasmic granules. Some fubules are slightly di-
lated. The stromais infilfrated by chronic inlammatory cells.
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