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ABSTRACT 
Background

Helicobacter pylori infection is on a steep decline in most of the developed countries; 
however, in developing countries like Nepal such steep decline is not seen. This may 
be due to failure of treatment regimens and emergence of drug resistance. Our 
previous study done in 2004/2005 showed 38% prevalence of Helicobacter pylori. 
The present study has been conducted to review the prevalence and clinical diagnosis 
of Helicobacter pylori with reference to histo-pathological diagnosis.

Method 

This was retrospective study done at Dhulikhel Hospital, Kathmandu University 
Hospital over a period of 13 years from January 2006 to December 2018. 
Helicobacter pylori proven cases were retrospectively analyzed with clinical features 
and endoscopy findings. The clinical picture were categorized into antral gastritis, 
gastroduodenits, erosive duodenitis, acid peptic disease, reflux esophagitis, hiatal 
hernia, polyp, ulcer (gastric and duodenal), acute abdomen, upper gastrointestinal 
bleeding and malignancy.

Result

A total of 1624 upper gastrointestinal endoscopy biopsies were taken during the 
study period. Helicobacter pylori infection was seen in 618 (38.0%) cases out of 
1624 cases. Helicobacter pylori were seen in 349 male and 269 female patients with 
male to female ratio of 1.29:1. Clinically, gastritis 210 (41.4%), acid peptic disease74 
(42.7%), gastroduodenitis 46 (37.7%), reflux esophagitis 38 (52.7%), gastric ulcer 48 
(28.4%), duodenal ulcer 34 (53.1%) and acute abdomen 50 (42.3%) cases were seen 
respectively.

Conclusion

Most commonly Helicobacter pylori cause chronic gastritis in our context. There is 
no significant change in prevalence of Helicobacter pylori infection as compared to 
our previous study (2004/05). This needs proper management of Helicobacter pylori 
infection to prevent serious complication such as gastric cancer in our part of the 
world. 
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INTRODUCTION
Helicobacter pylori is a gram-negative bacterium 
colonizing human stomach and associated with numerous 
gastrointestinal diseases like chronic gastritis, peptic ulcer 
diseases, and gastric cancer in adults.1,2 It is a ubiquitous 
gastrointestinal organism which infects more than half 
the population of the world.3 Our previous study done 
in 2004/2005 showed 38% prevalence of H. pylori in our 
institution.4

Nevertheless, H. pylori infection is on a steep decline in 
most of the developed countries mainly due to the success 
of combination therapies and improved personal hygiene 
and community sanitation to prevent re infection. However, 
in developing countries like Nepal such steep decline is not 
seen. This may be due to failure of treatment regimens 
and emergence of drug resistance.5,6 In view of frequent 
treatment failure, this study has been conducted to review 
the prevalence and clinical diagnosis of H. pylori with 
reference to histopathological diagnosis in our institution.

METHODS
This was retrospective study done at Dhulikhel Hospital, 
Kathmandu University Hospital over a period of 13 years 
from January 2006 to December 2018. Data were collected 
and analysed from all individuals who had undergone 
gastric biopsy during the procedure of GI endoscopy 
or endoscopic retrograde cholangiopancreatography 
(ERCP). The prior permission from the institutional review 
committee was obtained to initiate this study.

The biopsy specimens were taken from the suspicious 
parts which commonly include antrum, corpus, incisura 
and sometimes from duodenum. The biopsy specimens 
were fixed in 10% buffered formalin, processed, embedded 
in paraffin wax and the cut sections were stained with 
Hematoxylin and Eosin (H&E) and Giemsa stain. Giemsa 
stained sections were observed for H. pylori. H. pylori were 
considered as positive when spiral or curved organisms 
present on superficial mucosal layer or deeper crypts. 
Histological reporting was done by pathologists using 
Modified Sidney system which includes inflammation, 
activity, atrophy, intestinal metaplasia, and H. pylori 
colonization.

H. pylori proven cases were retrospectively analyzed with 
clinical features and endoscopy findings. The clinical picture 
were categorized into antral gastritis, gastroduodenits, 
erosive duodenitis, acid peptic disease, reflux esophagitis, 
hiatal hernia, polyp, ulcer (gastric and duodenal), acute 
abdomen, UGI bleeding and malignant mass.

Data were analysed using Statistical Package of Social 
Sciences (SPSS) version 16.

RESULTS
A total of 1624 Upper Gastrointestinal (UGI) endoscopy 
biopsies were taken during the study period. Emphasis 
was given to take at least 5 biopsies from representative 
sections (according to Sydney classification). The age of 
the patients ranged from 18-75 years with the mean age 
of 45.9 years.

The H. pylori infection was observed in 618 cases out of 
1624 cases. H. pylori were seen in 349 male and 269 female 
patients with male to female ratio of 1.29:1. Our study 
showed the decreasing trend of H. pylori positive case from 
2006 to 2014 but, the positive cases increased from 2015 
(fig. 1). The minimum numbers of H. pylori positive cases 
were reported in 2012 whereas maximum being at the end 
of 2018. (fig. 1)

Further, the comparison of clinical manifestations with 
endoscopic findings revealed that more than 50% of H. 
pylori positive cases were found to be in duodenal ulcer/
erosion and reflux esophigitis. The H. pylori positive cases 
were also prominent in Gastritis (41.4%), acid peptic 
diseases (42.7%), acute abdomen (42.3%) and UGI bleeding 
(40.7%) as shown in the table 1.

There is a rise in number of endoscopic cases and ultimately 
the number of H. pylori diagnosed cases compared to our 
study of 2004/2005 which showed a total of 76 (33.9%) 
patients (male 50 and female 26) infected by H. pylori out of 
224 patients who underwent endoscopic biopsy. However 
the rise is not significant as the number of H. pylori cases 
increases with the increase in number of endoscopic 
procedures. 

DISCUSSION
The management of patients who presents with symptoms 
of upper GI comprised of initial history taking, physical 
examination, upper GI endoscopy and finally followed by 
biopsy with histopathological diagnosis.7

Figure 1. Number of H. pylori positive and negative cases year 
wise.
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In this present study the age of the patients with upper GI 
symptoms range from 18 - 75 years with the mean age of 
45.9 years. The data are similar with the study conducted 
by KC et al. whose study showed age range of 16-94 years 
with the mean of 41.7 years.7

H. pylori remains the most common cause of chronic 
gastritis.8 Our study showed that 38.0% of the total 
patients performed endoscopy was infected with H. pylori. 
The study was similar with our previous study.4 The overall 
total prevalence of H. pylori infection (38.0%) in present 
study is lower than those of the other studies (49-70%) 
done in and outside Nepal.9-11 The lower prevalence in our 
study could be due to low number of biopsy material taken 
from the suspicious site while performing endoscopy. H. 
pylori organism in the stomach is distributed in patches 
so that it can give rise to false negative results if biopsy 
is not representative from multiple sites.12 Though we 
have improved the number of samples from the stomach 
following modified Sydney system than that of the 
2004/2005, the result turned out to be similar. This could 
be due to improved awareness in the community, inter-
observer variability, increasing number of endoscopy / 
ERCP as a tertiary care center and overall better patient 
care.

A declining prevalence of H. pylori infection has been 
reported in the west as well as in Japan.13,14 In 1998 
Kawasaki et al. reported significant regional variation in 
prevalence of H. pylori infection within Nepal.15 Therefore, 
the lower rate of prevalence in our present study and also 
the incidence rate of this study compared to our study 
done 13 years ago could be due to regional variation and 
also may be due to the effectiveness of H. pylori regimen 
given to our patients.

There are also reports of a higher prevalence of H. pylori 
in industrialized Asian countries (39% in Japan and 60% in 
South Korea both industrialized, affluent countries with safe 
water supplies) compared to their western counterparts. 

This might be due to the potential increase in oral-oral 
transmission of this infection due to the “family-style” 
sharing of meals and plates etc. typical in Asian countries.16

Our present study showed higher H. pylori infection in 
males than in females with male to female ratio of 1.29:1. 
However, studies done by others did not show any significant 
gender difference.15,17 The cause of male predominance in 
our study is not clear. Much larger scale study is required to 
establish the cause of male predominance. H. pylori is the 
most common infectious etiology associated with chronic 
gastritis.16

It is also the leading cause for endoscopy performed in this 
institute with 41.4% of the patient positive with H. pylori. 
There is a clear association between H. pylori infection and 
the development of peptic ulcer disease. The prevalence of 
peptic ulcer disease caused by H. pylori remains high in Asia 
at about 93%.18 In the United States and in Western Europe 
the prevalence of peptic ulcer disease have been lowered 
in the range of 40-75% due to a declining occurrence of H. 
pylori infection.16 Our study also showed lower incidence 
(28.4%) of peptic ulcer disease infected with H. pylori. 
Clinical diagnosis with prevalence of H. pylori is compared 
with other studies (Table 2).

Table 1. Clinical diagnosis and H. pylori (n= 1624)

Clinical Diagnosis No. of 
cases

No. of H. pylori 
positive cases (%)

Gastritis 507 210 (41.4)

Acid peptic disease/dyspepsia 173 74 (42.7)

Gastroduodenits 122 46 (37.7)

Reflux esophagitis 72 38 (52.7)

Gastric Ulcer 169 48 (28.4)

Duodenal ulcer/erosion 64 34 (53.1)

Acute abdomen 118 50 (42.3)

Erythematous mucosa 117 38 (32.4)

Hiatal Hernia 53 12 (22.6)

Polyp 35 9 (25.7)

UGI bleeding 27 11 (40.7)

Malignancy 36 10 (27.7)

Others 131 38 (29.0)

Table 2. Clinical manifestations and H. Pylori among various 
studies.

Clinical manifestation Present 
study 
(%)

KC 
et al.7 
(%)

Shrestha 
et al.19 

(%)

Kazi 
et al.20 

(%) 

Gastritis 41.4 63.9 41.1 86

Acid disease 42.7 - - -

Gastroduodenits 37.7 71 - -

Reflux/ esophagitis 52.7 49 0.7 -

Gastric Ulcer 28.4 87.3 69.5 78.5

Duodenal ulcer/erosion 53.1 85 84.7 84.6

Acute abdomen 42.3 - - -

Erythematous mucosa 32.4 - - -

Hiatal Hernia 22.6 - 0 -

Polyp 25.7 - 20.8 -

UGI bleeding 40.7 - - -

Malignancy 27.7 80 11.5 -

Others 29.0 - - -

CONCLUSION
Most commonly H. pylori cause chronic gastritis in our 
context. Even with large number of biopsy and long 
period of time, compared to 2004/2005 study, there is no 
significant change in prevalence of H. pylori infection in 
our part of the world. This could be due to drug resistance 
and increasing number of relapse cases. This is an alarming 
sign that many gastrointestinal diseases including gastric 
cancer will not decrease in future if proper intervention is 
not taken.
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