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ABSTRACT 

Objective: A retrospective study was carried out to determine the morphological 

spectrum of gastric lesions at Pathology Department of Army Medical College, 
Rawalpindi for the duration of 02 years.  

Study Design: Descriptive Study. 

Patients and Methods: The gastric mucosal biopsies of 787 patients received from 
Gastroenterology unit of Military Hospital Rawalpindi from January 2002 to December 
2003, were studied by routine histopathology methods. 

Results: A high frequency of gastric disease in males with a male to female ratio of 
6:1 and an age range of 09 years to 85 years were observed. The clinical presentations 
mostly seen were abdominal pain, dyspepsia, vomiting, diarrhoea, decreased appetite 
and weight loss. On endoscopy the most frequently suspected lesions were gastritis 
662(84.12%), stomach growth 45(5.72%), gastric ulcers 10(1.27%), while 70(8.89%) cases 
showed unremarkable mucosa. The histopathology revealed chronic non-specific 
gastritis 676(85.89%) followed by malignant tumours 45(5.72%), benign neoplasms 
3(0.38%) and gastric ulcer 10(1.27%). A number of biopsies 53(6.73%) were 
unremarkable histologically. 

Conclusion: The more prevalent lesions in this series were chronic active gastritis 
followed by tumours and gastric ulcers. H. pylori associated gastritis was seen in 
majority of the patients. Thus gastric biopsy is an essential tool for diagnosis and 
confirmation of clinically suspected cases.  
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INTRODUCTION 

The upper gastrointestinal flexible 
fibreoptic endoscope was first used in 1968 
and proved to be a major break through in the 
diagnosis of oesophago-gastro-duodenal 
lesions [1]. The endoscopic biopsy not only 
permits exact diagnosis of specific entity but 
also provides an opportunity to see H. pylori 
status and plans for specific medical or 
surgical therapy [2,3]. Endoscopic screening 
may detect gastric mucosal lesions at an early 
stage especially atrophy, intestinal metaplasia 
and dysplasia so as to prevent progress of 
these lesions to invasive cancer [4,5].  

Diagnostic endoscopy is an invasive 
technique but has proved to be a simple, safe 
and well tolerated procedure [6]. In routine 
clinical practice, histology is often considered 
as the “gold standard” against which other 
tests are compared. Biopsy provides an 
excellent opportunity for the clinician and 
histopathologist to correlate the clinical data, 
endoscopic findings and pathological lesions. 
Using 2.8 mm channel endoscope reduces the 
risks of sampling error and taking multiple 
biopsy samples from antrum and corpus parts 
of gastric mucosa. The false negative 
histology results could be due to sampling 
error and recent or concurrent therapy with 
drugs while false positive histology can occur 
if the equipment is not properly cleaned [7,8].  
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Helicobacter pylori (H. pylori) was 
identified by Warren and Marshall [9] in 1983 
in gastric antral mucosa, which is associated 
with chronic gastritis, peptic ulcer [10], non-
ulcer dyspepsia, gastric carcinoma and B-cell 
mucosa associated lymphoid tissue (MALT) 
lymphoma [11-14]. This has gained even more 
importance since H. Pylori has also been 
classified as group 1 carcinogen by the World 
Health Organization (WHO) due to its role in 
the aetiology of gastrointestinal cancers 
[15,16]. 

This study was planned to determine the 
spectrum of gastric lesions, which can be 
diagnosed with this technique.  

MATERIALS AND METHODS 

Seven hundred and eighty seven 
consecutive endoscopic gastric biopsies 
received during January 2002 to December 
2003, were studied in the department of 
Pathology, Army Medical College, 
Rawalpindi. This is a descriptive and 
retrospective study. The specimens were 
mostly received from the Gastroenterological 
unit of Military Hospital, Rawalpindi. The 
patients were both serving/ retired military 
personnel as well as civilians living in 
Rawalpindi and its suburbs. The relevant 
clinical information and demographic data 
was obtained from the laboratory request 
form. The gastrointestinal symptoms included 
abdominal pain, dyspepsia, vomiting, 
diarrhoea and weight loss. Patients of all ages 
and both sexes having undergone gastric 
biopsy were included in the study.  

The patients were prepared for gastric 
endoscopic examination by Olympus CLE-10 
gastroscope. The tissue was fixed in 10% 
formaldehyde, routinely processed in an 
automatic tissue processor (Model RH-12 EP 
Sakura, Japan) for 17 hours and then 
embedded in paraffin wax. Three to five 
sections of 4 micron thickness were cut on 
rotary microtome (Model 1512 Leitz, 
England) and routinely stained with 
Haematoxylin and Eosin (H&E) and 
Toluidine blue stain in ultra histodyer (Model 
RSH 100-11 Sakura, Japan). The tissue blocks 

were serially sectioned. In selected cases 
Periodic-acid Schiff (PAS) staining was also 
performed to detect signet ring cancer cells. 
The tumours were classified according to the 
WHO classification of gastric tumours.  

All these biopsies were graded 
morphologically according to updated 
Sydney system emphasizing the importance 
of combining topographical, morphological 
and etiological aspects together for making 
clinical diagnosis of chronic gastritis, whereas 
revised Sydney System in Houston (1994) 
divided chronic gastritis into atrophic and 
other special forms of gastritis [17]. 

Majority of the biopsies were taken form 
antral part of gastric mucosa and revealed 
activity by the presence of polymorph 
neutrophils in the lamina propria, in the 
intraepithelial sites or both. Helicobacter 
pylori were mostly identified in the antral 
biopsies and correlated with the activity in 
the antral glands. Two pathologists examined 
the sections independently and final 
histological diagnosis was made in the light of 
clinical and endoscopic findings [18,19]. 

STATISTICAL ANALYSIS 

SPSS version 10.0 was used to analyze the 
data. Percentages were calculated to describe 
the data.  

RESULTS 

Gastric mucosal biopsies of 787 patients 
were studied between 2002 to 2003 at the 
Pathology Department. The age of patients 
varied from 09 to an age of 85 years. The 
majority of the patients belonged to 5th and 
6th decades (fig. 1)). Out of 787 gastric 
biopsies, 677(86%) were from male patients 
and 110(14%) from female. Male to female 
ratio was 6 : 1.  

The majority of the patients were 
biopsied for either gastritis or tumours of 
stomach. In a few cases the clinical diagnoses 
was dyspepsia, pernicious anaemia, gastric / 
duodenal ulcer or chronic diarrhoea. The 
specimens varied from 1 to 4 tiny fragments 
of antral / body parts of the stomach tissue 
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(average 2-3), each not more than 2 to 3 mm in 
diameter. Only three specimens were 
declared inadequate for histological opinion. 

The endoscopy showed preponderance of 
gastritis (84.12%), followed by gastric 
tumours (5.72%), gastric ulcers (1.27%) and 
normal appearing mucosa (8.89%). 
Histologically, majority of cases showed 
chronic non- specific gastritis followed by 
tumours and ulcers. More definite 
categorization of the various morphological 
lesions is depicted in (tables-1&2) whereas H. 
pylori association in various gastric lesions is 
shown in (table-3).  

In 53 (6.73%) cases., no pathological 
findings were seen, therefore, these were 
reported as unremarkable gastric tissue Out 
of 676 cases of chronic nonspecific gastritis, 
401 (59.32%) cases revealed mild 
inflammation, 172(25.44%) biopsy specimens 
showed moderate inflammation and severe 
degree of inflammation was noted in 103 
(15.24%) patients. In 472 cases of chronic 
active inflammation, mild, moderate and 
severe activity (presence of neutrophils) was 
noted in 268(56.80%), 128(27.10%) and 76 
(16.1%) respectively.  

Various degrees of dysplastic changes in 
cases of chronic non-specific gastritis are 
shown in (fig. 2). Out of 472 cases, 47(10%)  H. 
pylori associated chronic active gastritis also 
revealed atrophic and intestinal (Goblet Cell) 
metaplastic changes.  

DISCUSSION 

Biopsy sampling of the gastric mucosa at 
diagnostic endoscopy provides a useful 
information which helps in the diagnosis of 
various lesions [1,3]. Good clinical and 
endoscopic information is a fundamental part 
of “adequacy” and this strongly affects how a 
biopsy should be read. However, the precise 
diagnosis becomes more certain on 
histopathological examination. The most 
common indications for gastric biopsy are; to 
detect various types of gastritis along with 
evidence of Helicobacter pylori status, gastric 
ulcers and different tumours [4 – 6,20].  

Demographic data related to age, sex and 
the clinical presentation in our cases showed 
trends similar to other reported studies 
[21,24,27,38]. Majority of the cases (>95%) in 
this series revealed lesions in the antral part 
of gastric mucosa. In our biopsy specimens, 
material was technically adequate and it is 
comparable to other studies [18,20]. 

Majority of the patients who underwent 
biopsy were having complaints of dyspepsia 
along with clinical diagnosis of pernicious 
anaemia, gastric / duodenal ulcer, chronic 
diarrhoea or evidence of gastric outlet 
obstruction. Our study cases on endoscopic 
examination were having 65.05% antral 
gastritis followed by 13.97% pangastritis. No 
specific symptoms could be attributed to H. 
pylori infection, as there was no difference in 
symptomatology between H. pylori positive 
and H. pylori negative patients. These results 
are in conformity to a previous study [21]. 
Endoscopic appearance of gastric mucosa in 
70 cases was normal. Fifty three (75.71%) of 70 
cases revealed unremarkable gastric mucosa 
on histological examination. Whereas 17 
biopsies showed mild chronic nonspecific 
inactive gastritis, not associated with H. 
pylori infection. Therefore in few cases no 
correlation between endoscopic findings and 
histologic gastritis was found which is also 
consistent with previous studies [22,23].  

Histologically 85.89% cases revealed 
chronic active gastritis and chronic inactive 
gastritis and H. pylori positivity was seen in 
70% of cases in our study. Similar results have 
been seen in a study by Schultz et al [24], 
which showed 87% cases having chronic 
active gastritis, and 87.7% gastric biopsies 
were positive for H. Pylori. In other series 
over all infectivity of H. pylori was 83% in 
adult population undergoing GI endoscopy 
for various reasons [25,26]. However another 
study revealed frequency of 46.23% and 
77.78% H. pylori infection in gastritis patients 
who presented with non-ulcer dyspepsia and 
duodenal ulcer respectively [27]. 

A study by Fareed [28], had shown 
similar results narrating that high density of 
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H. pylori in the antrum was due to its alkaline 
pH and a direct association of neutrophilic 
activity with H. pylori density. In another 
study 57% antral mucosal biopsy specimens 
showed positivity for H. pylori 
microorganisms [29]. Majority of our cases 
(70.26%) also showed H. pylori infection and 
correlated with the presence of neutrophils 
and lymphocytes in the lamina propria. It 
shows the causative role of H. pylori in peptic 
ulcer disease and non-ulcer dyspepsia in 
Pakistan as also suggested by other studies 
[27-29]. 

H. pylori negative chronic gastritis 
patients could be due to effects of drug 
therapy or failure to see H. pylori in the tissue 
specimens. Out of 472 cases, 47(10%) H. 
pylori associated lesions showed chronic 
atrophic changes and intestinal metaplasia, 
which is comparable to other studies 
revealing similar changes in 12 to 16 % of 
their cases [30, 31].    

The histopathological findings in gastric 
biopsies did not correlate with the patients 
who were clinically diagnosed as pernicious 
anaemia.  This  is  in  contrast  to  a  study 
done by Sari [32], which showed chronic 
atrophic gastritis and intestinal metaplasia in 
26.6% patients each and dysplasia in 10% 
cases. 

In our study, gastric biopsy revealed 
malignant tumours in 45(5.71%) cases which 
were clinically also suspected of gastric 
tumours.  A diagnostic yield of over 95% has 
been claimed for endoscopic gastric biopsy 
undertaken for a suspected neoplasm 
especially in the advanced stages [33,34]. 
Helicobacter pylori has been found in 30/45 
cases (62.50%) in this study where as other 
series revealed one-third of patients having 
gastric cancer were associated with H. pylori 
infection [15,35-37]. The other morphological 
features observed in gastric adenocarcinoma 
cases included atrophic changes in glands, 
intestinal (goblet cells) metaplasia and 
dysplasia along with evidence of H. pylori 
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Fig. 1:  Age wise distribution of the study cases (n=787) 
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Fig. 2: Grades of dysplastic changes in chronic active 

gastritis (n=676) 
 
Table-1: Pattern of non-neoplastic lesions in gastric 

biopsies (n=686) 
 

Types of Lesions  No. of Cases %age 

Chronic nonspecific active 
gastritis 

472 68.80  

Chronic  inactive gastritis 204 29.73 
Gastric ulcer 10 1.47 
 

Table-2: Spectrum of benign and malignant tumours in 
endoscopic gastric biopsies (n=48) 

 

Types of Tumour  No. of Cases %age 

Malignant tumours 
Adenocarconoma 

 
42 

 
87.51 

Gastrointestinal  stromal  
tumour (GIST)   

02 4.16 

Non-Hodgkin Lymphoma 
(Diffuse large cell type) 

01 2.08 

Benign tumours 
Leiomyoma (GIST) 
Gastric adenomatous polyps  

 
01 
02 

 
2.08  
4.16 

 

Table-3: H. pylori positivity in study cases (n=787) 
 

Type of Lesions No. of cases H. Pylori 
+ve Cases 

%age 

Chronic nonspecific  
active gastritis  

472 400 84.74 

Chronic  inactive 
gastritis  

204 75 36.76 

Tumours 48 30 62.50 
Gastric Ulcers 10 4 40.0 
Unremarkable cases 53 0 - 

 



Pak Armed Forces Med J 2006; 56(2): 143-149 

 147 

infection [15,38]. Similar changes have been 
documented in our study cases. 

One case of primary malignant 
lymphoma of stomach was detected in this 
series, which also revealed changes in 
adjoining mucosal tissue such as chronic 
atrophic gastritis, intestinal metaplasia and 
marked dysplastic changes with prominent 
lymphoid follicles. These observations 
correlate to other studies [39-41].  

In our series, 3 cases of gastrointestinal 
stromal tumours (GIST) were diagnosed. Two 
were labeled as malignant tumours, whereas 
one of 45 clinically suspected tumours proved 
to be a case of gastric leiomyoma on 
histopathological examination and it is 
comparable to other studies in which gastric 
leiomyoma mimicked a carcinoma [42,43]. 

CONCLUSION 

To conclude the fibreoptic diagnostic 
gastric endoscopy is relatively less invasive, 
cost effective and provides good diagnostic 
yield in confirming various gastric lesions. In 
this study, chronic active gastritis was the 
commonest lesion noted in the endoscopic 
antral biopsies. Majority of the cases were 
associated with H. pylori infection, which 
reveals its high prevalence in Pakistan. 
Malignant tumors as a group were next 
frequently seen pathological entity.  
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