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Clinical features of primary gastric lymphoma
Yuka MATSUMOTO*, Koichi KURAHARA, Yumi OSHIRO™, Tomoaki FUJISAKI*™,
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*Division of Gastroenterology, Matsuyama Red Cross Hospital
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**Department of Internal Medicine, Matsuyama Red Cross Hospital

To determine the clinical features of primary gastric lymphoma, we reviewed 34 subjects,
comprised of 19 patients with low-grade MALT lymphoma and 15 patients with diffuse large B-cell
lymphoma (DLBCL). The 34 patients were 20 men and 14 women with an average age of 66.5
years. The macroscopic findings were classified into 2 types. 17 patients were classified as
“superficially spreading”, while the other 17 were classified as, “tumor-like type”. In all patients
of the former type, histologic evaluation showed MALT lymphoma. In the type, endoscopic
examinations found were gastritis or early gastric cancer precursors. Stomach-conserving
treatment, including H. pylori eradication, chemotherapy, radiation, and surgical gastrectomy for
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: 32 patients resulted in complete remission in 31 patients (96.9%). |
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