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Gastric Outlet Obstruction: Report of an Exceptional Case
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Although gastric outlet obstruction is a common condition, etiology could not be determined in a few cases by means of clinical 
features, radiological, and endoscopic examination, resulting in substantial diagnostic dilemma. A case is being described where a 
30‑year‑old male presented with anorexia, dyspepsia, vomiting, low‑grade fever, and weight loss for 2 months. Results of routine 
laboratory tests were within normal limit except elevated erythrocyte sedimentation rate. Abdominal computed tomography scan 
demonstrated a gastric outlet obstruction by an antral mass with mild enhancement of the area. Upper gastrointestinal endoscopy 
depicted an ulcerated and friable mass with an irregular shape and surface at pylorus resulting in pyloric obstruction. Endoscopic 
biopsy revealed only chronic gastritis with regenerative changes of epithelium. As the patient was not relieved of obstruction 
by conservative management, Billroth Type II gastrectomy was done. Histopathological examination of the resected specimen 
revealed caseating granulomas with acid‑fast bacilli. Finally, the patient was diagnosed as primary gastric tuberculosis after 
exclusion affection of other organs and antituberculous medications was initiated. A good response to antitubercular treatment 
was noted after 5 months. Stomach being an uncommon site of tuberculosis and as it can occur in patients with no risk factors 
or characteristic symptoms, diagnosis of such rare condition remains a diagnostic enigma.
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Primary gastric tuberculosis is an extremely rare condition 
and it may present with features of gastric outlet obstruction.3 
One such case is being described where clinical features 
and endoscopic examination could not determine the cause 
of obstruction and consequently generated considerable 
diagnostic paradox.

CASE REPORT

A 30‑year‑old male presented with anorexia, dyspepsia, 
vomiting, low‑grade fever, and weight loss for 2  months. 
Laboratory investigations revealed hemoglobin  (Hb) level 
of 11.2  g/dl and an elevated erythrocyte sedimentation 
rate (126  mm/h). Other hematological and biochemical 
investigation  (differential leukocyte count, coagulation 
studies, blood glucose, urea, creatinine and liver function test) 

INTRODUCTION

Gastric outlet obstruction is a common condition that 
requires urgent intervention. Obstruction can occur in an 
acute setting secondary to acute inflammation and edema or 
more commonly in a chronic setting secondary to scarring 
and fibrosis. Major benign causes of gastric outlet obstruction 
are peptic ulcer diseases, gastric polyps, ingestion of 
caustics, pyloric stenosis, congenital duodenal web, gallstone 
obstruction (Bouveret syndrome), pancreatic pseudocyst, and 
bezoars. Among infective conditions, gastric tuberculosis is one 
of the rarest causes of gastric outlet obstruction.1 Gastric antral 
carcinoma is the most common type of malignancy causing 
gastric outlet obstruction. Other tumors that may obstruct the 
gastric outlet include pancreatic carcinomas, ampullary and 
duodenal carcinomas, cholangiocarcinomas, and metastases 
from other primary malignancies. Ulcers located within the 
pyloric channel and first portion of the duodenum are usually 
responsible for the outlet obstruction.2
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were all within normal limit. Serology tests were negative for 
different viral markers for hepatitis B, C, and HIV (HBsAg, 
anti‑HCV, HIV I and II antibodies). Abdominal computed 
tomography scan  (with contrast) discovered a gastric outlet 
obstruction by an antral mass with mild enhancement of 
the affected area. Upper gastrointestinal  (GI) endoscopy 
revealed gastroesophageal reflux disease, hemorrhagic and 
erosive gastritis. An ulcerated and friable mass of irregular 
shape and surface was noted at pylorus causing pyloric 
obstruction  [Figure  1]. Another small ulcer covered with 
slough was also present at prepyloric antrum. Rapid urease 
test was negative. Endoscopic biopsy from pyloric growth was 
taken and histopathological study revealed chronic gastritis 
with regenerative changes of epithelium without any evidence 
of invasive neoplasm.

The patient was admitted in our institution and was treated 
for gastric outlet obstruction conservatively. However, as 
the patient was not relieved of the obstruction by medical 
management, a Billroth Type II gastrectomy was performed. 
The resected specimen was sent for histopathological 
examination.

Grossly, an ulcer measuring 5 cm × 2.5 cm × 1.2 cm was 
seen at the antrum and prepyloric region with circumferential 
thickening of the wall [Figure  2]. Histopathological 
examination of the ulcerated area revealed several coalescing 
and caseating epithelioid granulomas in the lamina propria 
and submucosa [Figure  3]. Granulomas were also noted in 
the regional lymph nodes. Acid‑fast staining revealed several 
acid‑fast bacilli [Figure 4]. A diagnosis of gastric tuberculosis 
with regional tubercular lymphadenitis was rendered.

Clinical examination of other system and relevant 
investigations (chest radiograph, ultrasonography of abdomen, 
upper GI barium study, colonoscopy, etc.,) did not reveal any 
evidence of tubercular infiltrate of other organs. The patient was 
relieved of features of obstruction. The healing of abdominal 
wound was uncomplicated. Consequently, the condition was 
finally diagnosed as primary gastric tuberculosis.

The patient was treated with a category IV regimen of 
antitubercular drug and response to therapy after 6 months was 
excellent.

DISCUSSION

Secondary involvement of GI tract by tuberculosis 
secondary to pulmonary tuberculosis was a common 
occurrence in the early 1900s, especially in patients with far 
advanced lung infection.4 Fortunately, after introduction of 
antitubercular therapy, occurrence of pulmonary tuberculosis 
with clinically evident secondary gastrointestinal involvement 
has reduced from 38% to <5%.4‑6 However, GI tract remains 

Figure 2: Gross examination of the resected specimen showing an ulcer of 
irregular shape at antrum and prepyloric region

Figure 3: Histopathological section showing a caseating epithelioid granuloma 
and Langhans type giant cells. The gastric glands are present in the right upper 
corner (H and E, ×400)

Figure 1: Endoscopic view of an ulcerated and friable mass of irregular shape 
and surface at pylorus

the sixth leading location of extrapulmonary tuberculosis. 
Stomach is an uncommon site for extrapulmonary 
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tuberculosis, even in geographic areas where intestinal 
tuberculosis is common. This can be explained by gastric 
acid secretion, continuous motor activity of the stomach, and 
scarcity of lymphoid follicles in the gastric wall.7 Gastric 
tuberculosis, in recent times, constitutes 0∙5%–3% of all cases 
of gastrointestinal tuberculosis, most of which are secondary 
to pulmonary tuberculosis.8 Primary gastric tuberculosis 
without evidence of involvement of other systems is very 
rare cases of isolated gastric tuberculosis without evidence of 
pulmonary involvement have been reported sporadically.7,9‑13 
Possible routes of infection of stomach include direct infection 
through the mucosa, hematogenous or lymphatic spread, and 
extension from neighboring tuberculous lesion.7 The incidence 
of gastric tuberculosis is 0.03%–0.21% in all routine autopsies 
and 0.34%–2.3% in autopsies of cases having pulmonary 
tuberculosis.9

Gastric tuberculosis may be associated with 
immunodeficiency;14 bulk of such cases are from developed 
countries. However, in the present case, no clinical features 
of immunodeficiency were observed and HIV status being 
negative.

The present case presented with gastric outlet obstruction 
which clinically and endoscopically mimicked gastric 
carcinoma. Moreover, as obstruction was not relieved 
by conservative management, a distal gastrectomy was 
undertaken. Clinical manifestation of this type of infection 
is often nonspecific, thereby resulting in considerable 
diagnostic dilemma. There are reports of isolated gastric 
tuberculosis presenting as pyrexia of unknown origin,10 gastric 
outlet obstruction,15 Crohn’s disease,16 and rarely stomach 
perforation.17

Diagnosis of gastric tuberculosis can be done by histological 
study of resected specimens or by endoscopic biopsy. The latter 
is rarely successful in achieving the appropriate diagnosis. 

Submucosa and subserosa are usual location of lesion10 and 
endoscopic biopsy may fail to detect deeper lesions. Surgical 
interventions are unavoidable in most patients, and diagnosis 
of gastric tuberculosis is often done after histopathological 
study. Similarly, in our patient, conclusive diagnosis was 
achieved after surgery and histopathological examination. 
Although noncaseating granulomas are seen in Crohn’s 
disease, sarcoidosis, and idiopathic granulomatous gastritis, 
confirmatory diagnosis of gastric tuberculosis can only be 
done by the bacteriologic identification with acid‑fast staining 
or culture.7,10 In this patient, clinical features, characteristic 
granuloma in histopathological study, and identification 
of acid‑fast bacilli had confirmed the diagnosis. Once the 
diagnosis is confirmed, complete cure can be achieved with a 
course of oral antitubercular medication.

CONCLUSION

Primary gastric tuberculosis may raise a diagnostic 
challenge due to its extreme rarity and unusual presentation. 
Therefore, a high degree of suspicion is necessary to diagnose 
this condition as it can occur in patients with no risk factor or 
characteristic symptoms.
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