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A retrospective analysis of clinical characteristics and prognosis of 17 patients with eosinophilic gastroenteritis

TAN Wei, SHI Pei-mei, ZENG Xin, XIE Wei-fen"
Department of Gastroenterology, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract] Objective To analyze the clinical characteristics of eosinophilic gastroenteritis (EG) so as to provide
evidence for early diagnosis and treatment of EG. Methods The clinical data of 17 patients with EG, who were admitted
to Changzheng Hospital of Second Military Medical University from Jul. 2009 to Jan. 2017, were retrospectively analyzed.
Results Male patients had a higher prevalence of EG and occurrence ratio of male and female was 2.4 : 1. Nine (52.9%)
of the 17 patients had a history of allergy. The most common symptoms were abdominal pain (13/17, 76.5%), followed by
abdominal distension (7/17, 41.2%). Peripheral eosinophil count elevated in the 17 patients. Endoscopic examination showed
that the lesions were mainly located in the gastric antrum, gastric body and descendant duodenum, and the most common
finding were mucosal erythema. Biopsy of 13 cases and/or ascites examination of 5 cases showed eosinophil infiltration
in the lesions. Abdominal CT scanning of 8 cases showed stomach or partial small bowel wall thickening with edema and
thickened mesenterium. Glucocorticoid therapy was the main treatment for EG, and it could effectively relieve the symptoms.
Seven of 13 cases who were followed up had relapse, with the recurrence rate being 53.8% (7/13), and were improved after
administration of glucocorticoid again. Conclusion The clinical manifestation of EG is non-specific, and the endoscopic
multi-point biopsy is the key to diagnose EG. Glucocorticoid can effectively relieve symptoms of EG and reduce peripheral
eosinophils count.
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