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Pathological Findings of Crohn’s Disease in the Stomach
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Chang Suk Kang, Ghee-Young Kwon?, Kyoung-Mee Kim? and Cheol Keun Park?
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Background : The incidence of Crohn’s disease in the upper digestive tract, and especially
in the stomach, is recently increasing. Focal inflammatory reaction without Helicobacter pylori
(H. pylori) infection is thought to be the characteristic pathologic findings suggesting Crohn’s
disease in the stomach. Yet gastric involvement of Crohn’s disease has not been studied in
Korea. We studied the endoscopic and pathologic findings of patients with Crohn’s disease
in the stomach by taking biopsies. Methods : Thirty patients with Crohn’s disease who under-
went gastroduodenoscopy followed by biopsies were included in the study. The pathology of
the gastric biopsy specimens and the presence of H. pylori were evaluated. Results : Among
30 cases, 22 cases (73.3%) were H. pylori negative and 8 cases (26.7%) were H. pylori posi-
tive. For the H. pylori negative cases, all but one cases showed pit abscess and focal lympho-
cytic collections in the antrum. Granulomas were found in 6 cases (20%) and they were exclu-
sively located in the antrum. Conclusions : In the stomach, pit abscess and focal lymphocyt-
ic collections that are not associated with H. pylori infection are the characteristic pathologic
findings found in Crohn’s disease.
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Table 1. Symptoms of patients with Crohn’s disease (n=30)
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Table 2. Endoscopic findings in the stomach and duodenum of
patients Crohn’s disease (n=30)

Symptoms Numbers of cases (%)
Diarrhea 17 (56.6)
Epigastric pain 16 (53.3)
Low abdominal pain 11(36.7)
Indigestion 5(16.7)
Nausea and vomiting 4(13.4)
Weight loss 4(13.4)
Hematochezia 4(13.4)
Acid belching 1(3.4)
Low grade fever 1(3.4)
Colicky pain 1(3.4)
Rectovaginal fistula 1(3.4)
Poor oral intake 1(3.4)

Numbers of cases

Endoscopic findings Stomach

Duodenum

Fundus Antrum

Erosion 6 (20.0%) 19 (63.4%) 1(3.4%)
Erythema 5(16.7%) 12 (40%) 0
Ulcer 1(3.4%) 4(13.3%) 0
Mucosal nodularity 1(3.4%) 1(3.4%) 0
Hemorrhagic spot 2(6.7%) 3(10.0%) 0
Atrophic gastritis 0 3(10.0%) 0
Bile reflux gastritis 2(6.7%) 2(6.7%) 0
Duodenal ulcer 0 0 3(10.0%)
Not specific 6 (20.0%) 1(3.4%) 3(10.0%)
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Table 3. Histopathologic findings in the stomach and duodenum
of patients with Crohn'’s disease (n=30)
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Table 4. Histopathologic findings of the stomach in Helicobacter
pylorinegative patients with Crohn’s disease

No. of cases
Histopathologic
findings Stomach Duodenum
Fundus Antrum
Pit abscess/cryptitis 8(26.6%) 22(73.3%) 0
Erosion 3(10.0%) 3(10.0%) 3(10.0%)
Patchy lymphocytic collection 2 (6.6%) 15 (50.0%) 0
Superficial gastritis 2(6.6%) 0 0
Chronic active gastritis 0 3(10.0%) 0
Granuloma 0 6(26.6%) 1(3.3%)
Eosinophils* 9(30.0%) 18(60.0%) 0
Edema 0 2(6.6%) 0
Lymphangiectasia 0 2(6.6%) 1(3.3%)
Blunting of villi 0 0 2(6.6%)
Atrophy
Mild 3(10.0%) 1(3.3%) 1(3.3%)
Moderate 0 8(26.6%) 1(3.3%)
Severe 0 0 0
No. lymphocytes/100 epithelial cells
1-10 0 16 (563.3%) 0
11-20 1(3.3%) 6 (20.0%) 0
21-30 4 (13.3%) 2 (6.6%) 0
H. pylori
Absent 13(43.3%) 25(83.3%) 0
Mild 4 (13.3%) 3(10.0%) 0
Moderate 1(3.3%) 1(3.3%) 0
Severe 1(3.3%) 0 0

*More than 3 eosinophils per high power field in the lamina propria more.
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