A 54-year-old man was admitted to our hospital with a complaint of dysphagia of 6-month history in November 1997.  According to his medical history, he had received distal subtotal gastrectomy with gastroduodenostomy (Billroth I) for gastric cancer in our hospital in 1989. The gastric cancer had been in the early stage, invading into the submucosa without metastasis.  The medical history also revealed that he had developed heartburn which did not improve by acid suppression treatment since 1990. At admission, physical examination and laboratory data showed no abnormalities except mild anemia.

Barium swallow examination demonstrated a stricture in the proximal esophagus (upper thoracic esophagus). Endoscopy also revealed a circumferential stricture, which was so severe that further endoscopic examination beyond the stenotic area was impossible. The mucosa in the stenotic area was elevated with a shallow ulcer. Because biopsy of the ulcerated mucosa suggested "sarcoma" with atypical mesenchymal cells, he underwent thoracoscopic subtotal esophagectomy and colon interposition for esophageal replacement in February 1998. The removed esophagus exhibited a circumferential stricture with thickened esophageal wall. The overlying mucosa was reddish with shallow ulcer. The remainder of the removed esophagus distal to the stricture showed multiple erosions or shallow ulcers. These mucosaldefects were more prominent in the more distal esophagus, thereby indicating the presence of reflux esophagitis. Cross cuts of the stenotic area demonstrated a hard white mass which was well defined and encircled about three quarters of the narrowed esophageal lumen. Histologically the mass involved full thickness of the esophageal wall except the outer zone of the muscle layer and adventitia, and consisted of fibroblastic cells and inflammatory cells. The fibroblastic cells were cytologically bland with rare mitoses and were arranged in interwoven fascicles. Intermingled with fibroblastic cells, there was a mixed inflammatory cell infiltrate of lymphocytes and plasma cells. A few eosinophils were also noted. In the ulcer base from which the biopsy specimen had been taken, mesenchymal cells with bizarre nuclei and occasional mitoses were scattered in capillary-rich granulation-like tissue. These histologies were similar to those of the biopsy specimen, simulating sarcoma. Immunohistochemically, fibroblastic cells were positive for vimentin, while negative for desmin, S-100 protein, CD68and CD34.Most fibroblastic cells were negative for smooth muscle actin, and only a few fibroblastic cells in the ulcer base were positive for it. In addition, the immunohistochemical profiles of the atypical mesenchymal cells, which had led to the overdiagnosis in the biopsy, were almost the same as those of fibroblastic cells in the ulcer base, indicating that the majority of the atypical cells were fibroblasts. The remainder of the esophagus distal to the mass showed multiple erosions or shallow ulcers and chronic inflammatory cells with fibrosis. Barrett esophagus was also noted in the distal esophagus. These histologies indicated chronic reflux esophagitis. The postoperative course was uneventful and the patient is currently well without signs of recurrence at 33 months after the surgery.
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