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ABSTRACT
Gr a nu lomatous  in f l a mmat ion o f  t he 
gastrointestinal tract is an uncommon entity; an 
aetiopathogenic diagnosis can be reached only 
by combining the morphological examination 
with clinical and laboratory investigations. We 
report two cases of granulomatous gastritis : 
a 27-year-old woman presenting with weight 
loss and a 55-year-old woman presenting 
with epigastric pain and vomiting. Upper 
oesophagastroduodenoscopy in these cases 
showed antral hyperaemia and histopathology 
showed non-caseating gastric granulomatous 
inflammation. Both the cases were extensively 
worked-up for possible tuberculosis (TB) as 
the patients lived in an endemic area, before 
starting steroids for the possibility of Crohn’s 
disease (CD). The first patient improved but 
the second patient had a f lare of underlying 
undiagnosed TB. Granulomatous gastritis 
present a diagnostic challenge for treating 
physicians because of similar clinical, laboratory 
and endoscopical features between CD and 
intestinal TB.
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Introduction
Granulomatous gastritis (GG) is a rare disease 
characterised by the presence of granulomas within the 
gastric mucosa or submucosa.(1) Common causes of GG 
are Crohn’s disease (CD), disseminated sarcoidosis, 
infections (tuberculosis [TB], syphilis, fungal), foreign 
bodies, underlying malignancy or vasculitis.(2) Gastric 
TB should always be considered when dealing with 
granulomas in endemic areas. Moreover, gastric CD 
is rare in developing countries but can present as TB. 
The diagnosis of idiopathic GG is made only after the 
exclusion of other organic causes.(3,4)   

CASE REPORTS
Case 1
A 27-year-old woman presented to the gastroenterology 
clinic with a history of weight loss and diarrhoea of 
nine months’ duration, without any history of fever, 
abdominal pain, rectal bleeding, rash, or joint pain. 

There was no family history of TB and she did not 
travel outside the country in the past one year. Her 
past medical history was also insignificant. On 
examination, she was pale with a thin build. The 
rest of the general and physical examination was 
unremarkable. Laboratory investigation showed 
haemoglobin of 8.7 g/dL (hypochromic microcytic 
anaemia) with normal white blood cell (WBC) and 
platelet counts. Routine blood chemistry, including 
creatinine, electrolytes, calcium and liver function 
tests, were normal. She had a negative autoimmune, 
thyroid profile and purified protein derivative (PPD) 
test, with a normal chest radiograph and abdominal 
ultrasonography. Values of vitamin B12 193 (normal 

Fig. 2 Case 1. Photomicrograph of gastric biopsy specimen 
shows non-caseating granulomas (arrows) (Haematoxylin & 
eosin, × 10). 

Fig. 1 Case 1. Endoscopical photograph shows nodular 
mucosa of the second part of the duodenum.
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range 193–982) pg/ml, serum folic acid 2.8 (3.0–17) 
pg/ml, iron levels 19 (40–150) µg, ferritin 6.7 (15–
150) ng/ml and albumin 1.7 (3.2–5.0) g/dL were low, 
suggesting malabsorption involving the proximal 
small intestine. Stool examination showed 4 WBC and 
cultures were negative, C-reactive protein (CRP) was 
2.8, and erythrocyte sedimentation rate (ESR) was 60 
mm at the first hour.
	 Oesophagastroduodenoscopy (OGD) showed 
hyperaemia in the entire stomach with nodular 
appearance in the second part of the duodenum 
(Fig. 1). During OGD, biopsies were taken from the 
antrum and duodenum, which demonstrated multiple 
non-caseating granulomas (Fig. 2) on histopathology 
examination, using haematoxylin and eosin (H&E) 
staining. Furthermore, Ziehl-Neelsen stain and tissue 
culture for acid-fast bacillus (AFB) and fungus were 
non-yielding. Colonoscopy was also done to rule out 
similar lesions in the colon, which showed normal 
mucosa up to the terminal ileum. Subsequently, 
small bowel enema was done for evaluation of small 
intestine which was also normal. After ruling out the 
possibility of TB, the patient was started on prednisone 
20 mg twice a day for the most likely possibility of 
CD. She underwent a close follow-up at the clinic. 
Subsequently, her symptoms improved and she started 
to gain weight with improved appetite. There was 
normalisation of CRP and ESR in next couple of weeks 
and a relook OGD showed resolution of hyperaemia 
and granulomas on repeat histopathology. Currently, 
the patient is on a tapering dose of steroids without any 
relapse.

Case 2
A 55-year-old woman presented with epigastric pain, 
vomiting and weight loss for three months. There was 
no history of fever, diarrhoea or shortness of breath. 
She was known to have asthma which was well-
controlled on salbutamol inhalers. General physical 
as well as systemic examination was unremarkable 
except for mild epigastric tenderness. Laboratory 
investigations including complete blood count, serum 
creatinine, electrolytes, calcium, liver function tests, 
stool examination, amylase, angiotensin converting 
enzyme levels, and PPD for tuberculosis were normal. 
Chest radiograph and abdominal ultrasonography were 
also unremarkable. Her serum albumin was 2.2 g/dL 
and CRP was 1.8. OGD showed antral hyperaemia 
with roughened prepyloric mucosa (Fig. 3) and 
biopsy showed non-caseating granulomas with active 
Helicobacter pylori (H. pylori) gastritis. The gastric 
tissue did not show AFB on staining, and cultures 
for mycobacteria and fungus were also negative. 
Colonoscopy and small bowel series were performed, 
both of which were normal. She was given a triple 
regimen treatment for eradication of H. pylori, which 
consisted of amoxicillin 1 g twice a day along with 
clarithromycin 500 mg twice a day for one week with 
capsule omeprazole for two weeks. 
	 Her abdominal pain continued, and a repeat OGD 
with biopsy after three months again revealed non-
caseating GG, but this time without H. pyori infection 
on Giemsa and H&E stains. As there was no evidence 
to suggest TB, she was also started on steroids 20 mg 
twice daily for the possible diagnosis of CD and advised 

Fig. 4 Case 2. Chest radiographs show a cavitatory lesion 
(arrow) in the right lung. 

Fig. 3 Case 2. Endoscopical photograph shows a hyperaemic 
antrum. 
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for regular follow-up. After three weeks, she presented 
with a dry cough and shortness of breath, and this time, 
her chest radiograph showed a cavitation in the mid-
zone of her right lung (Fig. 4) suggestive of pulmonary 
TB. Her steroids were stopped immediately and she 
was put on a weight-based four-drug anti-TB regimen 
(isoniazid, rifampicin, ethambutol, pyrazinamide). She 
completed a six-month course of anti-TB medication, 
with marked improvement in abdominal pain, shortness 
of breath and chest radiograph findings.  

Discussion
There are problems in distinguishing TB of the 
intestine from CD in Asians, and these have been 
described in the literature many years ago.(5) It 
is important to rule out  TB as there is a close 
resemblance between the clinical features of CD and 
intestinal TB.(6) Both our patients were extensively 
investigated for TB, fungal infections, malignancy 
and sarcoidosis, before being considered for treatment 
of CD. In the first case, as the presenting complaints 
were diarrhoea and malabsorption with raised CRP and 
ESR and involvement of the small bowel on biopsy, 
a preliminary diagnosis of CD was made. Gastric TB 
was one of the differential diagnosis as the patient 
belonged to endemic area, but all supporting tests 
including negative PPD, normal chest radiograph, and 
absence of mycobacteria on culture of biopsy excluded 
this diagnosis. Symptomatic gastric sarcoidosis is rare 
and the diagnosis should be considered with evidence 
of systemic granulomatous disease.(7) 
	 Symptomatic gastroduodenal involvement may 
occur in approximately 4% of patients in CD of the 
more distal small bowel and colon,(8,9) and endoscopic 
abnormalities are not always present. H. pylori has 
been associated with GG in some case reports(10,11) that 
resolves after treatment, but in the first case, there 
was no evidence of H. pylori on biopsy specimen. 
This patient improved with steroids and repeat biopsy 
showed resolution of granulomas. Gastroduodenal CD 
is rarely seen (0.5%–13%), and has distinct clinical, 
therapeutic and prognostic features.(12) Not much is 
known of the incidence and prevalence of this disease 
in Pakistan.(13) However, it has been observed that the 
incidence of CD is now increasing in geographical 
areas where the incidence was previously low.(14) 
Abbas et al described the clinical features of CD in 
the Pakisatani population, and predominant features 
were abdominal pain and diarrhoea, whereas 10% 
had fistulising disease, 6% had isolated small bowel 
disease and extra-intestinal manifestations were less 
common, as compared to the West.(13)

	 In the second case, after treatment for H. pylori 
and without clear evidence of TB, the patient was also 
given steroids, but within three weeks, she presented 
with respiratory symptoms and chest radiograph 
showed cavitation. Gastric TB without evidence of TB 

focus elsewhere is considered to be rare(15) and usually 
considered to be secondary to pulmonary TB,(16) as in 
our case. The endemicity of TB in Pakistan is high.  
Reported figures by the World Health Organisation 
showed an incidence of 181 cases/100,000 population/
year and prevalence of 297 cases/100,000 population/
year.(17)

	 GG is a very rare clinical entity, which is difficult 
to diagnose and it can be a serious challenge for the 
treating physician. It is one of the rare diseases which 
can have unusual presentations. Prognosis depends 
upon the causes which are myriad. The literature on this 
topic is limited, without long-term follow-up studies. 
Treatment should be carefully individualised with 
close follow-up. The possibility of gastric TB should 
always be kept in mind, especially when dealing with 
patients in endemic areas.

ACKNOWLEDGEMENTS
We thank Dr Zaigham Abbas and Dr Muhammad Tariq 
for their help in the management of these two cases in 
this report.

References
1.	 Fahimi HD, Deren JJ, Gottlieb LS, Zamcheck N. Isolated 

granulomatous gastritis: its relationship to disseminated 
sarcoidosis and regional enteritis. Gastroenterology 1963; 
45:161-75.

2.	 Zuckerman MJ, Al-Samman M, Bosman DA. Granulomatous 
gastroenteritis. Case report with comparison to idiopathic isolated 
granulomatous gastritis. Dig Dis Sci 1994; 39:1649-54.

3.	 Shapiro JL, Goldblum JR, Petras RE,. A clinicopathological 
study of 42 patients with granulomatous gastritis:is there really 
“idiopathic” granulomatous gastritis? Am J Surg Pathol 1996; 
20:462-70.

4.	 Hirsch BZ, Whitington PF, Kirschner BS, et al. Isolated 
granulomatous gastritis in an adolescent. Dig Dis Sci 1989; 
34:292-6.

5.	 Burke GJ, Zafar SA. Problems in distinguishing tuberculosis of 
bowel from Crohn’s disease in Asians. BMJ 1975; 4:395-7.

6.	 Shah S, Thomas V, Mathan M, et al. Colonoscopic study of fifty 
patients with colonic tuberculosis. Gut 1992; 33:347-51.

7.	 Chinitz MA, Brandt LJ, Frank MS, Frager D, Sablay L. 
Symptomatic sarcoidosis of the stomach. Dig Dis Sci 1985; 
30:682-8.

8.	 Danzi JT, Farmer RG, Sullivan BH Jr, Rankin GB. Endoscopic 
features of gastroduodenal Crohn’s disease. Gastroenterology 
1976; 70:9-13.

9.	 Rutgeerts P, Onette E, Vantrappen G, at el. Crohn’s disease of the 
stomach and duodenum. A clinical study with emphasis on the 
value of endoscopy and endoscopic bopsies. Endoscopy 1980; 
12:288-94.

10.	Genta RM. Granulomatous gastritis. In: Graham DY, ed. Gastritis. 
Philadelphia: Lipincott Williams and Winkins, 1999: 119-24.

11.	Dhillon AP, Sawyerr A. Granulomatous gastritis associated with 
Campylobacter pylori. APMIS 1989; 97:723-7.

12.	Abrahão LJ Jr, Abrahão LJ, Vargas C, Chagas V, Fogaça H. 
[Gastroduodenal Crohn’s disease - report of 4 cases and review of 
the literature]. Arq Gastroenterol 2001; 38:57-62. Portuguese. 

13.	Abbas Z, Khan R, Abis S, et al. Is Crohn’s disease in Pakistan less 
severe than in the West? Trop Doct 2004; 34:39-41.

14.		Miller DS, Keighley AC, Langman MJ. Changing patterns in 	
epidemiology of Crohn’s Disease. Lancet 1974; 2:691-3.

15.		Subei I, Attar B, Schmitt G, Levendoglu H. Primary gastric 	
	tuberculosis. A case report and literature review. Am J 
Gastroenterol 1987; 82:769-72.

16.	Brody JM, Miller DK, Zemen RK, et al. Gastric tuberculosis: 
a manifestation of acquired immunodeficiency syndrome. 
Radiology 1986; 159:347-8.

17.	World Health Organization. Global tuberculosis control - 
surveillance, planning, financing. WHO report 2005. Geneva: 
WHO, 2005. Available at: www.who.int/tb/publications/global_
report/en. Accessed December 5, 2007.


