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Objective: To find association between H pylori and morphological changes in mucosa of 
oesophagus and gastric antrum in Patients having dyspepsia.
Methods: One hundred sixty nine patients presenting to outpatient department of Medical units 
of Lahore General Hospital and services hospital Lahore with symptoms of dyspepsia were 
included in the study. This study was conducted at Pathology Department of Post Graduate 
Medical Institute. Endoscopy of all included patients was done in the medical unit, services 
hospital and endoscopic biopsies from distal esophagus and gastric antrum were taken 
simultaneously. 
Results: Out of 169 patients 31 were H. Pylori positive, 30 (96.8%) cases were with chronic 
inflammation, 22 (70.9%) cases with neutrophil infiltration, 21 (67.7%) case atrophic changes, 4 
(12.9%) cases with metaplasia/dysplasia and 01 (3.2%) case was with malignancy. 
Conclusions: Dyspeptic patients with H. pylori infection in esophageal mucosa are prone to 
develop morphological changes, however, histopathological changes in oesophageal and gastric 
mucosa of such patients are present in both H. Pylori positive  and negative subjects but more in 
H. Pylori negative cases. 
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Introduction
Helicobacter pylori (H. pylori), human pathogen, 
causes chronic gastritis and has a role in gastric and 
duodenal ulcer, adenocarcinoma and mucosal 

1 
associated lymphoid tissue(MALT) lymphoma.   It 
is an important factor in functional dyspepsia and 

2
causes gastric carcinoma.  Infection with H. pylori 
occurs worldwide,  varies greatly geographically, 
exceeding 90% in developing countries compared 

3  
to 20% to 50% in developed countries. The 
prevalence appears to be inversely proportional to 

4
socioeconomic status.
One local study reported that H. pylori infection is 
92% in cases of  gastrointestinal symptoms of  acid 

5peptic disease  (Javed et al, 2010). There is an 
evidence that the disease outcome may be due to 

6variations in infecting strains.  H. pylori 
7 

colonization is mostly in the antral mucosa.
Antrum and incisura show atrophic gastritis and 

8
intestinal metaplasia with H. pylori infection.  The 
most favourable environment for bacterial 

9colonization is esophagus.  Inflammation induces 
10

other changes like basal hyperplasia and dysplasia.  
In the oesophagus of  healthy patients as well as 
patients with reflux disease and Barrett's 

11esophagus, H. Pylori have been detected.  There is 
paucity of  literature regarding the morphological 

12 changes in H.pylori associated gastritis. This study 
was conducted to find any association of  H pylori and 
morphological changes in mucosa of  esophagus and 
gastric antrum in patients having dyspepsia in local 
population.

Methods
169 patients presenting to outpatient department of  
Medical units of  Lahore General Hospital and 
services hospital Lahore with symptoms of  dyspepsia 
were included in the study. This study was conducted 
at Pathology Department of  Post Graduate Medical 
Institute. Endoscopy of  all included patients was 
done in the medical unit, services hospital and 
endoscopic biopsies from distal esophagus and 
gastric antrum were taken simultaneously. Biopsy was 
placed in jars containing 10% neutral buffered 

13
formalin solution . Haematoxylin and Eosin Stain, 
Immunohistochemical Staining, modified Giemsa 
Staining were done and Inflammation, activity, H. 
pylori presence and other mucosal alterations were 
evaluated semi-quantitatively according to the Sydney 
system. Atrophic changes and intestinal metaplasia 
were also determined. Association of  H pylori and 
morphological changes in mucosa of  esophagus and 
gastric antrum in patients having dyspepsia was 
determined. The data was analyzed by using SPSS 20 
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(statistical package for social sciences). 
Quantitative variables like age and size of  biopsy 
etc. were calculated as mean and standard 
deviation. Qualitative variables like gender, 
presenting complaint and histopathology were 
calculated as frequency and percentage. Data was 
presented in form of  tables. Histopathological 
association with Helicobacter pylori was 
determined by using Chi-square test. P value of  < 
0.05 was taken as significant.

Results
Out of  169 cases of  dyspeptic patients, 110 
(65.1%) are males and 59 (34.9%) are females. So 
M:F ratio is 1.9:1. Out of  169 cases, 31 (18.3%) 
cases are H. Pyloric positive with males and females 
21 (12.4%) and 10 (5.9%) respectively and 138 
cases are without H. Pylori infection with males and 
females 89 (52.7%) and 49 (29%) respectively. Out 
of  169 cases, 75 (44.4%) cases have no neutrophil 
infiltration activity while 94 (55.6%) cases with 
neutrophil activity include mild (n=61), moderate 
(n=25) and severe (n=8) activity. Among 94 cases 
with neutrophil infiltration, 72 (42.6%) cases are H. 
Pylori negative and 22 (13.1%) cases have H. Pylori 
positive. The difference between these cases is 
highly significant (P=0.004) statistically (Table 4).

Out of  169 cases, 20 (11.8%) cases have no 
inflammation while 149 (88.2%) cases have mild 
(n=84/49.7%), moderate (n=58/34.3%) and severe 
(n=7/4.1%) type of  chronic inflammation. In 149 
cases with chronic inflammation, n=30 (17.6%) cases 
are H. Pylori positive and n=119 (70.4%) with H. 
Pylori negative. The difference between these are 
highly significant (p=0.004) statistically. Out of  31 
cases with atrophy, n=21 (67.7%) cases with atrophic 
changes are H pylori positive and n=30 cases are 
without H pylori. Out of  169 cases, n=130 (76.9%) 
cases have no metaplasia/dysplasia and among 39 
patients with metaplasia, n=4 (2.4%) cases are H. 
Pylori positive and n=35 (20.7%) cases are H. Pylori 
negative and difference is highly significant (p=0.003) 
statistically. Out of  169 cases, 155 (91.7%) cases have 
no Malignancy while 14 (8.3%) cases are with 
malignancy. In 14 cases of  gastro esophageal 
Malignancy (12 gastric, 2 esophageal), 01 (0.6%) case 
with gastric malignancy is H. Pylori Positive while 13 
(7.7%) cases are H. Pylori negative and the difference 
is highly significant statistically.  

Discussion
In this study, 110(65%) are males & 59(34.9%) are 
females and M:F ratio is 1.9:1. Regarding H. Pylori 
infection, 31(18.3%) cases are H. Pylori +ve and out 
of  31 cases, 21(12.4%) are males & 10(5.9%) are 
females. The number of  H. pylori positive males in 
one study was 13 (18.6%) i.e. greater than the number 
of  H. pylori positive women which was 9 (12.9%). 
This is in accordance with the data of  Persson et al 

14(2010)  where H. pylori positive male patients were 
29% and females 26%. This research work showed 
n=31(18.3%) cases of  positive H. pylori infection by 

15
immunostaining. Yamaoka Y et al (2006)  found 
H.pylori immunopositivity to be 68% while in the 

16
study of  Afzal et al (2006)  this was 70%.
Chronic inflammation in our study is present in 
n=149(88.2%) cases. Out of  149 cases, n=30(17.6%) 
cases are with H. Pylori +ve infection and n=119 
(70.4%) are without H. Pylori infection. Lymphocytes 
are not present in the normal oesophageal/gastric 
mucosa, so their presence in biopsies is evidence of  

17
chronic inflammation (Mackiorkowska et al 2003)  

18Nwokediuko and Okafur (2007)  found chronic 
inflammation in 66.7% patients. In this study, 
Neutrophil infiltration activity is present in 94(65.6%) 
cases while 22(23.4%) cases are H. Pylori +ve and 72 
(76.6%) are with H. Pylori ve. Contreras M et 

19
al(2012)  showed 38(86%) cases with neutrophil 
infiltration activity having H. Pylori +ve. 

14 - 65

Table-1: Age distribution. 

138

40.4±11.0Mean± SD 

Ranges

Total

Age 
(in years)

15 - 64 

31

38.1±10.1

H. Pylori+ve 
(n=31)

All subjects 
(n=169)

H. Pylori-ve 
(n=138)

14 - 65

169

39.9±10.8

81.7%

Table-2: Gender distribution.

100%

18.3%Male

Female

Total

Gender

138

139

31

No of patients (n) Percentage 

81.7%

Table-3: Distribution of  Subjects according to H. Pylori infection.

100%

18.3%Yes

No

Total

H.Pylori Injection

138

139

31

No of patients (n) Percentage 

119

Table-4: Morphological changes.

30

72Neutrophil activity

Chronic inflammation

Atrophy

Morphology

22

21

22

H.Pylori+ve Cases (n=31) H.Pylori-ve Cases (n=138)

35

13

Metaplasia

Malignancy

04

01
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In this study, grading of  morphological variables 
was done according to the Upgraded Sydney 

2 0
System.  All our patients had chronic 
inflammatory mono-nuclear infiltrate. This was 
mild (grade I) in 61 (36.1%) cases, moderate (grade 
2) in 25 (14.8%) cases and marked (grade 3) in 08 
(4.7%). Chronic inflammation eventually 
progresses to atrophy of  mucosal glands. The onset 
of  atrophy is related to the duration of  infection, 
strain of  the organism, dietary factors and host 

21
immunity.  Atrophy in this study group is present 
in 51(30.2%) cases and 21(12.4%) cases are with H. 
Pylori +ve while 30(17.6%) without H. Pylori 
infection. In one study, atrophy was seen in only 
one (1.43%) patient whereas Parasenthi et al 

22
(2011)  found atrophy in 22.1% patients. 
Metaplasia/ Dysplasia in our study is present in 
39(23.1%) cases in which 04(2.4%) cases having H. 
Pylori +ve and 35(20.7%) cases are without H. 

19. 
pylori infection. Contreras M et al (2012)
Malignancy in this study is present in 14(8.3%) 
cases and one (0.6%) case shows malignancy with 
H. Pylori +ve and 13(7.7%) showed no H. Pylori 

infection in mucosa of  esophagus of  dyspeptic 
patients. Morphological study of  the variables 
incorporated in the Upgraded Sydney System allows 
pre-cancerous changes like atrophy and intestinal 
metaplasia to be picked up early. Thus appropriate 

23treatment can be instituted.  

Conclusion
Dyspeptic patients with H. pylori infection in 
esophageal mucosa are prone to develop 
m o r p h o l o g i c a l  c h a n g e s ,  h o w e v e r ,  
histopathological changes in oesophageal and 
gastric mucosa of  such patients are present in 
both H. Pylori positive  and negative subjects but 
more in H. Pylori negative cases.  No significant 
association was found among H. pylori infection, 
Barrett's oesophagus and oesophageal carcinoma.
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Original Article Medical News

Exercise may prevent heart attacks in otherwise healthy people

New research published in the European Heart Journal suggests that even people with no signs of  
cardiovascular disease should exercise to prevent a heart attack. Cardiorespiratory fitness can be a predictor of  
future problems, warn the researchers. Even fit and healthy people should exercise regularly to keep heart 
disease at bay. Heart disease remains the leading cause of  death among men and women in the United States, 
responsible for the deaths of  around 610,000 people each year. Coronary artery disease is the most common 
form of  heart disease, which often results in a heart attack. However, even healthy people might be at risk of  a 
heart attack, new research points out. Even if  someone has no signs of  cardiovascular problems, low 
cardiorespiratory fitness may predict future heart disease. For this reason, healthy individuals should exercise 
regularly to keep heart disease at bay. 
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