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Analysis of 27 cases of eosinophilic gastroenteritis

Yu Cheng, Shi-yun Tan, Ming Li, Feng-mei Ma
(Department of Gastroenterology, Renmin Hospital of Wuhan University, Wuhan, Hubei 430060, China)

Abstract: Objective Through investigating the clinical characteristics of eosinophilic gastroenteritis (EGE) to
improve understanding of diagnosis and treatment of EGE. Methods A retrospective analysis was conducted on the
patients of EGE from May 2015 to May 2019, including the clinical manifestations, laboratory examination,
ultrasound, imaging examination, bone marrow puncture, digestive tract endoscopy, the biopsies, the prognosis, the
treatment and the follow-up of 27 patients. Results The onset age of 27 patients of EGE was (40.78 + 21.53) years
old, 21 cases (77.8%) were above 18 years old, men were more than women (2: 1), and 4 cases (14.8%) had allergic
history or other allergic diseases. The clinical manifestations were abdominal pain in 24 cases (88.9%) and diarrhea
in 14 cases (51.9%); the course was 2 d to 8 years, the median course was 6 months. 17 cases (63.0%) of eosinophils

(EOS) in peripheral blood were increased, and the percentage of eosinophils (EOS%) was increased in 17 cases
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(63.0%); 13 cases of peripheral IgE tests were performed and 8 cases (61.5%) were increased. Abdominal ultrasound
was performed in 14 cases, 6 cases (42.9%) suggested massive fluid accumulation in abdominal cavity, all of which
were exudate, among which 4 cases (66.7%) in pathological ascitic fluid showed the increase of EOS. 25 cases were
examined by CT, suggesting thickening of digestive tract wall in 11 cases (44.0%), abdominal effusion in 11 cases
(44.0%). There were 9 cases (36.0%) of abdominal lymph node enlargement. 2 cases of CT enterography (CTE)
showed that the lesions were located in the jejunum. 25 cases were examined by endoscopy and tissue biopsy, the
endoscopic appearance was often not specific, and the lesions were located in the stomach in 11 cases (44.0%),
colorectal in 7 cases (28.0%), mucous congestion or erythema in 9 cases (36.0%) and erosion in 8 cases (32.0%).
Bone marrow puncture and pathology were performed in 6 cases, 4 cases (66.7%) showed EOS infiltration in bone
marrow pathology. All 4 patients with allergic history were treated with food removal. After hormone or conservative
treatment, the condition was stable or improved in 15 cases (55.6%) and recurrent in 6 cases (22.2%). The
nonparametric test showed that there was no significant difference in EOS change before and after treatment in
different sex, age, allergy, clinical classification groups (P > 0.05), while there was significant difference in EOS
change between hormone therapy and non-hormone therapy (P <0.05). Conclusion Gastrointestinal symptoms
such as abdominal pain, diarrhea and other gastrointestinal symptoms are often seen in patients with EGE, and EOS
are often increased. Endoscopy, imaging features, ascitic fluid, bone marrow and relative pathological biopsies play

an important role in the diagnosis of EGE. Glucocorticoid therapy decreased EOS faster than non-glucocorticoid

therapy.

Key words: eosinophilic gastroenteritis; eosinophils; endoscopy; pathology; glucocorticoid
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Fig.1 Abdominal CT showed thickening of ascending
colon wall (arrow)
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Fig.2 Pathological examination of colonic mucosal 27T HIEGE AT, X 4G4 Br)d ssid e i
tissue (HE x 400) BETEVHIERIGST ;. HEZMEIRIT 2201, FH3.5

d (1~12d) JFREIRZEME, SHIRBEZMEIRT, F
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Fig.3 The endoscopic findings of eosinophilic EIT S58ITET A EOS BUE 2846 A & (P<0.05), WL
gastroenteritis M.

Mtk JBITRIESNEMEOS#ETHELE (10°L,M)
Attached table Comparison of EOS change in peripheral blood before and after treatment  (10%/L,M)

i 531 AR fuk G

Fisf ]
5B i@ <18% >18% H o

YEFT R 1.09 1.27 1.78 1.16 0.68 1.16
RIT IR 0.14 0.66 2.80 0.11 0.11 0.27
U/HAE -0.52 -1.93 -0.62
PlE 0.607 0.054 0.539

i I R 3784 WMRIRIT
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FhEAY WUZ#Y IR A = &

VRITHT 1.16 2.13 2.50 0.75 3.66
AT IR 0.11 222 2.03 0.09 3.79
UIHAE 1.98 -3.12
Pl 0372 0.002
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