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CASE REPORT

A Case of Phlegmonous Gastritis Associated with Marked Gastric
Distension
Chan Woong Park, Anna Kim, Sang Woo Cha, Sung Hee Jung, Hyeon Woong Yang, Yun Jung Lee,
Hyang Ie Lee, Sae Hee Kim, and Yong Hwan Kim
Division of Gastroenterology, Department of Internal Medicine, Eulji University Hospital, Eulji University College of Medicine, Daejeon, Korea

Phlegmonous gastritis is an acute and severe infectious disease that is occasionally fatal if the diagnosis is delayed. Alcohol consumption, an immunocompromised state (e.g., due to HIV infection, rheumatoid arthritis, diabetes mellitus, or adult T-cell lymphoma), and mucosal injury of the stomach are reported to be predisposing factors. The main treatments for phlegmonous gastritis are antibiotics administration or surgery. In this case, the patient’s stomach
was markedly distended due to long-lasting gastric-outlet obstruction, which is thought to be the predisposing factor for phlegmonous gastritis. We inserted a metal stent at the obstructed site palliatively
due to strong refusal by the patient for surgery. The
patient recovered after stenting and antibiotic therapy.
(Gut Liver 2010;4:415-418)
Key Words: Phlegmonous gastritis; Gastric outlet obstruction

INTRODUCTION
Phlegmonous gastritis (PG) is a disease that is caused
by bacterial infection of gastric wall.1,2 This condition is
rare but when it occurs, it’s prognosis seems to be poor.
In the pre-antibiotic era, the treatment of choice was gas1
trectomy and then, the mortality of PG was high.
Recently early diagnosis and aggressive antibiotic therapy
are common, and these had improved the outcomes with3
out surgery. The predisposing factors are diverse. Often
previously healthy persons are affected. In this case, the
patient with PG previously had marked distension of

stomach due to duodenal stricture. So, we report this
case and review English language publications.

CASE REPORT
A 73-year-old woman presented with abdominal distension, epigastric pain, vomiting and hypotension. Her
initial blood pressure was 60/40 mm Hg and body temo
perature was 37.5 C. Her abdomen was markedly
distended. Physical examination revealed tympanic sound
and tenderness on epigastrium without muscle guarding
or rebound tenderness. Dark-colored fluid was out
through the Levin tube. She had suffered from gastric
outlet narrowing for eighteen years. Duodenal malignancy
was suspected at the beginning. However no evidence of
malignancy was found during follow up. She refused
surgery. Initial laboratory data were as followed. WBC
3
14,860/mm , AST 1,074 IU/mL, ALT 4,444 IU/mL, albumin 2.6 g/dL, Amylase 557 IU/mL, p-amylase 129
IU/mL, Lipase 12 IU/mL, and CRP 18.91 mg/dL.
Hepatitis B and C markers were negative. The simple abdominal X-ray showed remarkably distended gaseous
stomach (Fig. 1). Our presumptive diagnosis was to rule
out infection of gastrointestinal tract, and sepsis. Broad
spectrum antibiotics and fluid infusion were administered.
Initial non-enhanced computed tomography (CT) showed
distended stomach and nonspecific liver and pancreas.
Contrast enhanced CT after gastric decompression
showed diffuse thickening of gastric wall (Fig. 2).
Upper gastrointestinal endoscopy on the sixth hospital
day showed dark-colored fluid retention in the stomach.
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Fig. 1. Simple abdominal X-ray showing marked distension of
the stomach.

Fig. 2. Contrast-enhanced abdominal computed tomography
showing a thickened gastric wall.

The gastric mucosa was dark-purple colored, thick, and
friable. Several ulcerations were noted (Fig. 3). The
esophagus was normal. The pyloric ring showed pin-point
narrowing. Because the patient refused surgery, we inserted metal stent to decompress the narrowed pyloric
ring. The culture of several biopsy specimens taken from
the endoscopic examinations revealed Escherichia coli and
Acinetobacter calcoacet. Histopathologic examination revealed necrotic detritus, neutrophilic exudates, heavy infiltration of inflammatory cells and granulation tissues.
Serial endoscopy showed improvement of gastric mucosa
(Fig. 4). The patient had recovered and discharged on the
35th hospital day. Three months later, the patient was
suffering from vomiting due to narrowing of the inserted

Fig. 3. Upper endoscopy revealing a dark-purple-colored,
thickened gastric mucosa.

Fig. 4. Upper endoscopy after recovery showing a pink-colored
gastric mucosa with healing ulcers.

stent, and anemia caused by continuous minimal bleeding
from chronic ulceration. As a result, she took gastrojejunostomy and vagotomy.

DISCUSSION
Phlegmon means diffusely spreading inflammation of
connective tissue. Gastric phlegmon shows variable clin3-6
gastric gangrene
ical features such as acute PG,
(necrotizing gastritis),7,8 gastric intramural abscess (locali9-11
and infectious emphysema of gastric wall
zed form),
12-14
The common clinical fea(by gas-forming bacteria).
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tures of PG is bacterial infection mainly at gastric
submucosa.
PG is apparently related to septicemia or mucosal
injury. Mucosal injury might be associated with alcohol
consumption, chronic gastritis, trauma, and taking chem2,9,15
Gastric ulcer or cancer is also
icals, drugs, and toxins.
2
associated with PG in several cases. Septicemia related
with bacterial endocarditis, erysipelas, furunculosis, staphylococcal osteomyelitis, tooth extraction, and puerperal
3
sepsis were reported to be related with PG. And this
condition is also reported to be common with im16,17
In some cases, no specific
munocompromised patients.
predisposing factors of PG were found. In this case, the
overt enlargement of stomach due to duodenal obstruction is strongly suggested as the predisposition of
stasis of gastric juice, bacterial growth, and infection of
the gastric wall.
The usual clinical presentation of PG is severe and
1,3,4
Rebound tenderness or muscle
acute epigastric pain.
guarding is rare except in advanced cases.5 Fever, vomit1
ing, increased pulse rates are common findings. The condition is usually misdiagnosed as more common acute
surgical problems such as perforated peptic ulcer or
cholecystitis. Usually serum amylase level differentiates
acute pancreatitis from other acute abdominal illness.
However this case shows that serum amylase can be elevated in PG. Septic condition and gastrointestinal tract
mucosal injury might cause the elevation of amylase and
aminotransferases.
PG can be diagnosed by upper gastrointestinal endos3,9,13,18
It’s
copy, CT scan, or endoscopic ultrasound (EUS).
endoscopic findings can show purple colored gastric mu3
cosa covered with dirty necrotic materials, however,
3,19-21
On CT
esophagus and duodenum are rarely involved.
scan, markedly thickened gastric wall can be seen in PG,
and collection of air is seen in emphysematous
3,12,18,22
CT findings in the setting of an acute epicases.
gastric inflammatory condition, PG can be diagnosed and
then, urgent antibiotic treatment is needed.
The pathogens are revealed by the culture of gastric as1
pirates or tissue. In Gerster’s report, streptococci are the
2
most frequently found organism (70%). Staphlyococci,
pneumococci, Bacteroides coli, Bacteroides subtilis are also
2,23
found.
Usual pathologic findings are thickened submucosa due
3
to infiltration by neutrophils and plasma cells. In advanced cases, there were intramural hemorrhage, necrosis,
7
or thrombosis of the submucosal blood vessels. If the inflammation is localized, abscess formation is possible.
1
Starr et al. analyzed 25 cases with PG after 1945 when
antibiotics were available. Overall mortality was 48%. Six
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of 8 patients died after subtotal gastrectomy. And reported mortality of the 8 patients who were treated with
antibiotics only was 50%. The common factors in all of
the survivors were the early recognition and the prompt
2
antibiotic treatment or surgery. Kim et al. reviewed 36
cases of PG between 1973 and 2003. The mortality rate
for surgically treated patients vs medically treated ones
were 20% (2/10) and 50% (13/26). And that for localized disease vs diffuse one was 10% (1/10) and 54%
(14/26). There was no correlation between mortality and
age or gender. So PG can be treated conservatively with
antibiotics and intravenous fluid infusion, if the disease is
diagnosed in early phase. Otherwise, surgical management
should be considered.
In conclusion, we described a case of PG associated
with gastric distension. Through early diagnosis and gastric decompression, this patient was treated successfully.
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