
Dong Jin Song, Il Soon Whang, Hyung Wook Choi, Cheol Yun Jeong, Sung Hoon Jung

Dong Jin Song, Il Soon Whang, Hyung Wook Choi, Cheol 
Yun Jeong, Sung Hoon Jung, Department of Internal Medicine, 
Cheil General Hospital and Women’s Healthcare Center, Dankook 
University College of Medicine, Seoul KS013, South Korea

Author contributions: Song DJ and Whang IS designed the 
research, analyzed the data and wrote the manuscript; Choi HW, 
Jeong CY and Jung SH contributed equally to this work; Whang 
IS critically revised the paper; Whang IS was responsible for 
approval of the final version of the manuscript.

Institutional review board statement: This case report was 
reviewed and approved by the Cheil General Hospita Institutional 
Review Board.

Informed consent statement: The patient involved in this 
study gave written informed consent authorizing the use and 
disclosure of her protected health information. 

Conflict-of-interest statement: No potential conflicts of interest 
relevant to this article were reported.

Open-Access: This article is an open-access article which was 
selected by an in-house editor and fully peer-reviewed by external 
reviewers. It is distributed in accordance with the Creative 
Commons Attribution Non Commercial (CC BY-NC 4.0) license, 
which permits others to distribute, remix, adapt, build upon this 
work non-commercially, and license their derivative works on 
different terms, provided the original work is properly cited and 
the use is non-commercial. See: http://creativecommons.org/
licenses/by-nc/4.0/

Correspondence to: Il Soon Whang, MD, Department 
of Internal Medicine, Cheil General Hospital and Women’s 
Healthcare Center, Dankook University College of Medicine, 17, 
Seoae-ro 1-gil, Jung-gu, Seoul KS013, 
South Korea. ilsoonw@yahoo.com
Telephone: +82-2-20007406       
Fax: +82-2-20007477

Received: January 18, 2016
Peer-review started: January 19, 2016
First decision: February 26, 2016
Revised: March 23, 2016
Accepted: April 20, 2016
Article in press: April 22, 2016
Published online: June 16, 2016

Abstract
Crohn’s disease (CD) can involve any part of the gastro
intestinal tract from the mouth to anus. However, 
gastroduodenal CD is rare with a frequency reported 
to range between 0.5% and 4.0%. Most patients with 
gastroduodenal CD have concomitant lesions in the 
terminal ileum or colon, but isolated gastroduodenal 
Crohn’s disease is an extremely rare presentation of the 
disease accounting for less than 0.07% of all patients 
with CD. The symptoms of gastroduodenal CD include 
epigastric pain, dyspepsia, early satiety, anorexia, 
nausea, vomiting, and weight loss. The diagnosis of 
gastroduodenal CD requires a high level of clinical 
suspicion and can be made by comprehensive clinical 
evaluation. Here we report a rare case of isolated 
duodenal CD not confirmed by identification of granuloma 
on biopsy, but diagnosed by clinical evaluation.
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Core tip: Most gastroduodenal Crohn’s disease (CD) is 
associated with involvement of the terminal ileum and 
colon. CD confined to the stomach or duodenum may 
occur very rarely. Upper CD is typically confirmed by 
the presence of granulomas on biopsy, but endoscopic 
biopsies often fail to reveal granulomas. Thus, diagnosis 
of gastroduodenal CD requires a high level of clinical 
suspicion and can be made by comprehensive clinical 
evaluation if there are no definite histologic findings. This 
rare case highlights the importance of clinical suspicion 
and comprehensive clinical evaluation for the diagnosis of 
isolated gastroduodenal CD.
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INTRODUCTION
Crohn’s disease (CD) is an idiopathic chronic inflammatory 
disease with transmural involvement of any part of the 
gastrointestinal tract from the mouth to anus[1]. Although 
CD can affect any part of the gastrointestinal tract, it is 
most often associated with involvement of the terminal 
ileum or colon and may rarely affect the stomach and 
duodenum[2]. CD confined to the stomach or duodenum 
without involvement of the small intestine and colon is 
very rare[1,2]. 

The first report of duodenal involvement of CD 
was described by Gottlieb and Alpert in 1937, and 
Ross reported gastric CD for the first time in 1949[3-5]. 
Gastroduodenal CD may present with symptoms of 
epigastric pain, dyspepsia, early satiety, anorexia, 
nausea, vomiting, and weight loss[6,7]. There is no gold 
standard criteria for the diagnosis of CD, which is usually 
made by comprehensive clinical evaluation and there are 
no definitive guidelines for management of CD[8,9].

We encountered a case of a 33-year-old woman with 
isolated duodenal CD presenting with epigastric soreness 
and dyspepsia without evidence of involvement of the 
ileum or colon. Here we describe the details of this case 
with a review of the literature.

CASE REPORT
A previously healthy 33-year-old woman visited our 
outpatient department with epigastric soreness and 
dyspepsia lasting one month. These symptoms were 
constant and not associated with meals. There were no 
provoking or palliating factors for these symptoms. Her 
medical and surgical history was unremarkable as was 
her family history. She had never undergone endoscopy 
nor did she take any medicines. She did not drink 
alcohol or smoke. 

In the outpatient clinic her blood pressure was 117/60 
mmHg, pulse 76/min, respiratory rate 20/min and body 
temperature 36.7 ℃. Physical examination revealed 
normal bowel sounds, a soft, flat abdomen, and no 
epigastric tenderness. Initial laboratory tests were normal 
(Table 1). Chest X-ray was unremarkable.

Subsequently, she underwent esophago gastroduo 
denoscopy (EGD), which revealed multiple early stage 
ulcers in the bulb of the duodenum and acute to healing 
stage erosions on the great curvature side of the lower 
body and hemorrhagic spots in the fundus of stomach 
(Figure 1). The Campylobacter-like organism test was 
negative. She took a proton pump inhibitor (pantoprazole 
40 mg) orally for two weeks at home, but visited our 
outpatient department again as her epigastric soreness 
and dyspepsia had not improved. She was instructed to 
take the proton pump inhibitor (pantoprazole 20 mg) for 

an additional four weeks. Despite taking pantoprazole for 
a total of six weeks, her symptoms did not improve at all. 
She underwent a repeat EGD with biopsy, which showed 
multiple progressive ulcers and erosions with surrounding 
mucosal edematous changes in the bulb and the second 
portion of the duodenum (Figure 2). The gastric lesions 
had disappeared completely (Figure 2). Biopsies from 
the ulcerative lesion in the duodenal bulb indicated 
erosion and infiltration of inflammatory cells, which were 
primarily plasma cells (Figure 3). The entire colon and 
terminal ileum were unremarkable on colonoscopy.

Although endoscopic biopsies failed to reveal gra
nulomas, the unresponsiveness of her duodenal ulcers to 
pantoprazole and the nonspecific inflammatory changes 
observed on biopsies from the duodenal bulb were thought 
to be compatible with duodenal CD. Thus, she was 
started on 20 mg of prednisolone for two weeks, 10 mg 
of prednisolone for one week, and 5 mg of prednisolone 
for one week orally at home. The patient did not complain 
of any gastrointestinal symptoms at her follow-up visit 
four weeks later. She underwent a follow-up EGD after 
completing her four-week course of oral prednisolone. The 
EGD showed multiple nearly healed ulcers and erosions 
in the bulb and second portion of the duodenum (Figure 
4). With respect to the patient’s response to corticosteroid 
treatment, duodenal CD is more likely suggested. She 
continues to see us in follow-up.

DISCUSSION
CD is almost always found in the small intestine and 
colon[1,2]. CD may rarely affect the stomach and duo
denum, and the frequency of gastroduodenal CD is 
reported to range between 0.5% and 4.0% in all patients 
with CD[1,2,10]. Most patients with gastroduodenal CD have 
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Table 1  Laboratory data

Reference value

WBC (/μL) 4160 4 × 103-10 × 103

Hb (g/dL) 13.7 12-16
Hct (%) 40.8 37-47
RBC (/μL) 4.21 4.2 × 106-5.4 × 106

CRP (mg/dL) 0.2 0-0.5
FBS (mg/dL) 96 74-100
TP/Alb (g/dL) 6.7/4.1 6-8/3.3-5.3
AST/ALT (IU/L) 25/21 0-40/0-40
ALP/g-GTP (IU/L) 44/8 39-117/0-58 
TB/DB (mg/dL) 0.8/0.2 0.2-1.2/0-0.6 
BUN/Cr (mg/dL) 9.1/0.62 5-25/0.5-1.4 
TC (mg/dL) 160 150-250 
TG (mg/dL) 55 44-166 
U/A No remarkable findings

WBC: White blood cell count; Hb: Hemoglobin; Hct: Hematocrit; RBC: Red 
blood cell count; CRP: C-reactive protein; FBS: Fasting blood sugar; TP/
Alb: Total protein/albumin; AST/ALT: Aspartate transaminase/alanine 
transaminase; ALP/g-GTP: Alkaline phosphatase/gamma-glutamyl 
transpeptidase; TB/DB: Total bilirubin/direct bilirubin; BUN/Cr: Blood 
urea nitrogen/creatinine; TC: Total cholesterol; TG: Triglycerides; U/A: 
Urine analysis.



concomitant lesions in the terminal ileum or colon[3,11]. 
CD confined to the duodenum or stomach without 

involvement of the small intestine or colon is very rare and 
occurs in less than 0.07% of all patients with CD[1].

148 June 16, 2016|Volume 4|Issue 6|WJCC|www.wjgnet.com

A B

C D

Figure 1  Initial upper endoscopic findings. 
A, B: Multiple early stage ulcers in the bulb of 
the duodenum; C: Few acute to healing stage 
erosions on the great curvature side of the 
lower body of the stomach; D: Hemorrhagic 
spots in the fundus of the stomach.

A B C

Figure 2  Repeat upper endoscopic findings after six weeks of oral pantoprazole. A, B: Multiple progressive ulcers and erosions with surrounding mucosal 
edematous changes in the bulb and second portion of the duodenum; C: Completely healed gastric lesions.

A B

Figure 3  Histologic findings of an ulcerative lesion in the duodenal bulb. A, B: Erosions and infiltration of inflammatory cells (mainly plasma cells).
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The incidence and prevalence of CD in East Asia 
is lower than in Western countries, but are on the 
rise[12]. There have been no large epidemiologic studies 
conducted on a nationwide scale to examine CD in South 
Korea, but it is possible to estimate the epidemiologic 
pattern of CD in South Korea from a 20-year population-
based epidemiologic study of CD in the Songpa-
Gangdong district of Seoul. This study showed that the 
incidence of CD was 0.05 cases per 100000 person-years 
in 1986-1990 and rose to 1.34 cases per 100000 person-
years in 2001-2005[13]. The adjusted prevalence of CD 
per 100000 persons on December 31, 2005 was 11.24 
cases. That study also indicated that the incidence and 
prevalence of CD in Seoul, South Korea are still lower 
than those in Western countries, but rapidly increasing in 
recent years. There have been no epidemiologic studies 
on patients with upper gastrointestinal CD in South 
Korea.

Many patients with gastroduodenal CD are asymp
tomatic[1,2,7]. The most common symptom is epigastric 
pain, which is often postprandial, does not radiate, and 
usually relieved by foods and antacids[1,2]. Other common 
symptoms include dyspepsia, early satiety, nausea with or 
without vomiting, anorexia, and weight loss[6,7]. Although 
hematemesis and melena may rarely occur, upper 
gastrointestinal bleeding may manifest in the form of 
chronic anemia[2].

The diagnosis of gastroduodenal CD requires a high 
level of clinical suspicion[2]. The endoscopic findings of 
gastroduodenal CD are patchy erythematous granular 
mucosa, multifocal erythematous spots, friability and 
various degrees of ulceration of the stomach and 
irregular thickened duodenal folds, a cobblestone-like 
appearance, polypoid lesions and focal ulceration of the 
duodenum[6,14]. Identification of granulomas on biopsy 
is the most important step in confirming upper CD, 
but endoscopic biopsies often fail to reveal granulomas 
because tissues from these biopsies are usually 
confined to the mucosa[3,15]. Granulomas are more often 
distributed in the submucosa, subserosa, intermuscular 
septa and regional lymph nodes than in the mucosa[3,15]. 
For this reason, granulomas are found on endoscopic 

biopsies only between 0% and 83% of the time, and 
focally distributed nonspecific inflammation is a more 
common finding on histology[6,10]. Thus, if there are 
no definite histologic findings, gastroduodenal CD can 
still be diagnosed by comprehensive clinical evaluation 
including detailed history taking, physical examination, 
radiologic findings, endoscopic evaluation, and histologic 
and laboratory investigations[8].

Because there is no definitive cure for CD, many 
management decisions are made depending on the 
clinical experience of the treating physician(s)[9]. The 
treatment of gastroduodenal CD is similar to that of more 
distal CD with the addition of a proton pump inhibitor[1,10]. 
The first line of the treatment in active gastroduodenal 
CD is a proton pump inhibitor in combination with 
steroids[1]. Generally, duodenal CD is initially managed 
with medical treatment and good results are achieved 
with corticosteroid therapy[10,16]. However, surgical 
intervention is required when medical treatment fails or 
there are complications such as gastric outlet obstruction, 
bleeding, perforation and fistula formation[10,16].

The prognosis of gastroduodenal CD is usually 
good whether treated medically or surgically[2,10,16,17], 
but a number of complications may arise. The most 
common complication of gastroduodenal CD is gastric 
outlet obstruction due to stricture formation, which 
should be considered when there is prominent and 
continuous abdominal pain accompanied by nausea and 
vomiting[2,10,16,17]. Gastroduodenal fistulas are relatively 
rare and almost always result from adjacent diseased 
colon or terminal ileum connecting to the stomach or 
duodenum[10,16]. In contrast to peptic ulcer disease, 
perforation and severe gastrointestinal hemorrhage are 
seldom detected[2,17]. Duodenal CD can also be the cause of 
chronic or acute pancreatitis[3,8,11]. Pancreatitis in duodenal 
CD is rare and may be related to reflux of duodenal contents 
into the pancreatic duct or to stenosis or obstruction of 
the ampulla of Vater from duodenal inflammation[2,6]. 
Very rarely, long-standing upper gastrointestinal CD is 
complicated by malignant degeneration[6,18-20].

Isolated gastroduodenal CD occurs very rarely and can 
be diagnosed by comprehensive clinical evaluation with a 
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Figure 4  Follow-up upper endoscopic findings in the duodenum after four weeks of oral prednisolone. A, B: Multiple healed ulcers and erosions in the bulb 
and second portion of the duodenum.
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high level of clinical suspicion if there are no confirmative 
histologic findings. Gastroduodenal CD should also be 
considered when gastroduodenal ulcers do not respond to 
antiulcer drugs such as proton pump inhibitors in young 
patients.

COMMENTS
Case characteristics
A previously healthy 33-year-old woman with epigastric soreness and dyspepsia 
lasting one month. 

Clinical diagnosis
Crohn’s disease (CD) confined to the duodenum without involvement of the 
small intestine and colon.

Differential diagnosis
Peptic ulcer disease.

Laboratory diagnosis
The patient’s data were normal in initial laboratory tests.

Imaging diagnosis
Despite six weeks of pantoprazole treatment, multiple progressive ulcers and 
erosions with surrounding mucosal edematous changes in the bulb and the 
second portion of the duodenum were observed on repeated upper endoscopy.

Pathological diagnosis
Biopsies from the ulcerative lesion in the duodenal bulb indicated erosion and 
infiltration of inflammatory cells, primarily plasma cells.

Treatment
The patient was given an oral treatment of 20 mg of prednisolone for two 
weeks, 10 mg of prednisolone for one week, and 5 mg of prednisolone for one 
week to take at home.

Related reports
Diagnosis of CD can be made by a comprehensive clinical evaluation if there 
are no definite histologic findings.

Term explanation 
Gastroduodenal CD refers to CD found in the stomach or duodenum.

Experiences and lessons
Isolated duodenal CD is rare and requires a high level of clinical suspicion for 
an accurate diagnosis.

Peer-review
This article describes a rare case of CD isolated to the duodenum that was 
diagnosed by careful clinical evaluation.
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