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ABSTRACT
Background: Dyspepsia is a common condition that affects more than half of the population at some point during
their lifetime. Oesophagogastroduodenoscopy (OGD) is recommended as the first investigation in the workup of a
patient with dyspeptic symptoms and it is essential in the classification of the functional dyspepsia or organic
causes. It has been shown that gastric Helicobacter pylori (H. pylori) infection is associated with dyspeptic
symptoms. But cause and relationship has not yet been established beyond doubt. Aim and Objectives: Aim: To
study the relation between H. pylori and dyspepsia.
Objectives:
1. To study oesophagogastroduodenoscopy findings in dyspeptic patients and its relation with H. pylori.
2. To study accuracy of rapid urease test.
3. To study the dyspepsia score.
4. To study efficacy of anti-H. pylori treatment
Methods: The present study entitled ―Study of Dyspepsia with Special Reference to Helicobacter pylori‖ is a
hospital based prospective interventional study conducted in Tertiary Health Care Centre Acharya Vinobha Bhave
rural hospital attached to Jawaharlal Nehru medical college which comes under Datta Meghe Institute of Medical
Science University. One hundred and eight cases inclusive of Outdoor and Indoor patients, presenting in the
department of Surgery, Medicine and ENT with functional dyspepsia and have one or more out of three
symptoms, epigastric pain or burning, early satiety & post-prandial fullness and willing to undergo endoscopy
were enrolled in this study. Results: In this study, majority of the dyspeptic patients 48.15% belonged to the age
group of 21-40 years. Whereas common age group among H. pylori positive patients was 21-40 years. Majority
(55.56%) of the subjects were male. The most common endoscopic finding was normal study followed by Antral
gastritis. The sensitivity of rapid urease test (RUT) was 100% and specificity of RUT came to be 96% and
positive predictive value was 96.66% whereas negative predictive value was 100%. The diagnostic accuracy of
RUT was 98.14 %. The frequency of H. pylori infection was 55.55% in our study population. In this study the
triple drug therapy is the effective treatment for eradication of H. pylori infection. There is a significant decrease
in dyspepsia score after treatment. The success rate of eradication therapy in our study was 81.67%. Conclusion:
Oesophagogastroduodenoscopy (OGD) revealed normal finding in 33 out of 108 patients and on remaining 75
patients major abnormal finding found was antral gastritis. H. pylori infection was positive in 21.22% of patient
with normal finding and all become negative after eradication therapy. Both Rapid Urease Test and
Histopathological examination of biopsy specimen had almost similar results to detect Helicobacter pylori
infection.
KEYWORDS: Oesophagogastroduodenoscopy (OGD) in Dyspepsia, H. pylori and Rapid ureas test.
INTRODUCTION
Dyspepsia is defined as chronic or recurrent pain or
discomfort centered in the upper abdomen. Discomfort is
defined as a subjective negative feeling that is nonpainful and can incorporate a variety of symptoms
including early satiety or upper abdominal fullness.
Patients presenting with predominant or frequent (more
than once a week) heartburn or acid regurgitation should
be considered to have gastro esophageal reflux disease
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(GERD) until proven otherwise.[1] Regardless of its
definition, the causes of dyspepsia are known to include
peptic ulcer disease, gastro-esophageal reflux, and
functional dyspepsia (FD). Functional dyspepsia,
otherwise known as non-ulcer dyspepsia, is clearly the
commonest cause of dyspeptic symptoms in the West
and increasing in other parts of the world. [2] In Rome III
guideline states that dyspepsia is non-reflux predominant
pain or discomfort in the upper abdomen and the patients
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must also have one or more of the following three
symptoms: postprandial fullness, early satiety, epigastric
pain or epigastric burning and no evidence of structural
disease (including at upper endoscopy) that is likely to
explain the symptoms Criteria fulfilled for the last 3
months with symptom onset at least 6 months prior to
diagnosis.[3]
Dyspepsia is a common condition that affects more than
50% of the population at some point during lifetime.
Many studies have proven that the condition is
experienced by approximately 20%-40% of the general
adult population and accounts for 3%-4% of all
consultations in primary care which causes huge
economic costs to patients and to the economy. In Japan,
India, and Turkey, the prevalence of dyspepsia has been
estimated to be 17%, 30.4%, and 28.4%, respectively. [4,6]
Dyspepsia is a symptom and not a diagnosis. Symptoms
may last for decades (even lifetime) and remissions and
relapses are common. It is one of the commonest
gastrointestinal complaint affecting at least 25% of the
population during a year. Its prevalence varies in
different population and countries, depending upon the
prevalence of Helicobacter pylori (H. pylori) infection,
obesity, drug - alcohol - tobacco intake and spices in
diet.[7]
The pathophysiology of functional dyspepsia remains
poorly understood. Number of potentially important
abnormalities have been reported in functional dyspepsia
patients, including impaired fundic accommodation,
gastric hypersensitivity to distention, abnormal
duodenojejunal motility, duodenal motor and sensory
dysfunction, duodenal hypersensitivity and Helicobacter
pylori infection.[8]
Most patients with functional dyspepsia and non-erosive
reflux disease (NERD) complain of several symptoms
related to meals, however the pathophysiology of these
diseases remains poorly defined. 40-60% of patients with
FD also have H. pylori gastritis[9], but whether H. pylori
is the cause of the symptoms associated with FD is
unclear.[10] Impaired gastric motility is associated with
gastric emptying and gastric accommodation and has
been implicated in the pathophysiology of functional
dyspepsia, Delayed gastric emptying is reportedly
present in 25% to 50% of patients with FD. [11]
It has been shown that gastric H. pylori infection is
associated with dyspeptic symptoms. But cause and
effect relationship has not yet been established beyond
doubt.[12] Seroprevalence of H. pylori is high in
developing countries such as India. 80% of Indian adults
have antibodies against H. pylori in their sera.[12] H.
pylori is a human pathogen that is transmitted from
human to human, and causes chronic active gastritis in
all colonized subjects. This can lead to peptic ulcer
disease, atrophic gastritis, gastric adenocarcinoma, and
MALT (mucosa-associated lymphoid tissue) lymphoma.
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H. pylori eradication therapies cures gastritis and can
alter the progression to long-term complications, or
recurrence of disease. For these reasons, Helicobacter
pylori is considered an infectious disease irrespective of
an individual’s symptoms and stage of disease. [13]
H. pylori is a spiral, gram-negative, microaerophilic
bacterium, which was established in 1982 by Robin
Warren and Barry Marshall as the causative agent of
gastritis and peptic ulcer.[14] Before Warren and
Marshall, the human stomach was believed to be a sterile
area. Helicobacter pylori formerly known as
Campylobacter pyloridis then Campylobacter pylori, is
one of the human pathogens with highest prevalence
around the world; yet, its exact mode of transmission is
still uncertain. This organism was isolated from the
human stomach but has not been consistently isolated
from any other species, therefore the mechanism by
which it colonizes the human stomach remains largely
unknown.
Today, H. pylori infection is recognized as the most
common cause of gastritis, which leads to the
development of more gastrointestinal (GI) complications
such as peptic and duodenal ulcers. Additionally, the
organism is classified as a class -1 carcinogen because of
its causal relationship to gastric adenocarcinoma, one of
the world's deadliest cancers.[15] H. pylori infection can
be diagnosed either by invasive tests meaning that they
require gastric tissue or mucous, which require
endoscopy and gastric biopsy (e.g., rapid urease test) or
by noninvasive tests. ―Non-invasive‖ tests requiring only
blood, breath or stool analysis (e.g. urea breathe test) all
of them exhibiting both advantages and disadvantages
regarding availability, rapidity of results, value, and
diagnostic accuracy.
Oesophagogastroduodenoscopy (OGD) is the ideal
procedure for detecting organic diseases of the foregut,
but this procedure is yet to be widely available in
developing countries. It has been estimated that
approximately
50%
of
all
upper
oesophagogastroduodenoscopy referrals are dyspepsia
related. One of the widely used invasive tests for
dyspepsia is the rapid urease test (RUT). The RUT
consists of urea rich agar gel medium with a pH sensitive
dye. It is based on the principle that abundant urease
enzyme produced by H. pylori hydrolyses urea to
ammonia and carbon dioxide. The consequent rise in pH
of the medium is detected by phenol red indicator. If
urease is present in biopsy sample (mucosal) placed in
the medium, it results in the hydrolysis of urea. Usually,
the site of gastric biopsy used by many endoscopists is
the antrum.
Till date, several modifications of Christensen's original
urea medium have been developed to achieve quick
results and to improve sensitivity and specificity.
Although sensitivity and specificity of RUT are generally
above 90%, the test results seem to be influenced by the
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consumption of several drugs including proton pump
inhibitors (PPI), antibiotics, H2 receptor antagonists, and
bismuth. The choice of test depends to a large extent on
availability and cost. Other important factors are the
clinical situation, population prevalence of infection,
pretest probability of infection, differences in test
performance, and factors that may influence the test
results such as the use of anti-secretory treatment and
antibiotics. In some regions where H. pylori prevalence
is very high, diagnostic tests for the infection are not
cost-effective and the decision to treat must then assume
the presence of the infection.
Although the clinical picture of acute H. pylori infection
has been described in detail in few reports, there is still
considerable doubt as to whether chronic H. pylori
infection causes Gastrointestinal symptoms in people
without peptic ulcer disease. Some studies have shown
that H. pylori infection rates are slightly higher in
peoples with non-ulcer dyspepsia than in asymptomatic
peoples.
Many trials evaluating the role of H. pylori in functional
dyspepsia and the efficacy of H. pylori eradication
treatment on the symptomatology of functional
dyspepsia have been published in the past, but most of
these have given conflicting results.[16]
In studies done Glasbrenner B et at[17] and Kyzekové J et
al[18] they reported that in patients with dyspepsia the
gastritis or other dyspeptic symptom was strongly
associated with H. pylori infection. A population-based
study in the United Kingdom has investigated that the
association of H. pylori infection with functional
dyspepsia.[19] Whereas Zanten et el[20] reported that H.
pylori infection does cause any changes in gastric
physiology and does not aggravate any of the dyspeptic
symptoms. Other studies have, however, failed to
demonstrate any relation between H. pylori infection and
gastrointestinal symptoms and specific H. pylori related
dyspepsia has not yet been identified. [21] [22]
Chiba N. et al[23] conducted randomized, placebocontrolled trial and found that, eradication therapy
proved successful in a subset of patients with nonulcer
dyspepsia. However, these findings were not confirmed
in another trial of similar study done by Talley NJ et
al.[24] This disparity suggests either that the relationship
between H. pylori and nonulcer dyspepsia is weak or that
dyspepsia is a heterogeneous disorder.
Chanyaswad J et al[25] in there study found that The
sensitivity, specificity, Positive predictive values (PPV),
Negative predictive values (NPV) and diagnostic
accuracy of RUT was 57.9, 94.2, 67.9 and 74.7 which is
very low compared to study done by Mojgan Foroutan et
al[26] which was 97.37, 98.57 and 98.14%, respectively.

were treated, In a study by Gilvarry J. et al [27] in there
study they reported that the eradication of H. pylori was
85%.
Considering this confusing scenario regarding the role of
H. pylori causing dyspepsia, efficacy of anti H. pylori
treatment and accuracy of RUT test this study was
conducted.
Thus the aim of this study is to determine the role of H.
pylori in dyspepsia and efficacy of anti H. pylori therapy.
This study would assist clinicians in choosing an optimal
diagnostic and management approach to dyspeptic
patients. It will also provide valuable information for
similar studies in the future.
AIM AND OBJECTIVES
Aim
To study the relation between H. pylori and dyspepsia.
OBJECTIVES
1. To study oesophagogastroduodenoscopy findings in
dyspeptic patients and its relation with H. pylori.
2. To study accuracy of rapid urease test.
3. To study the dyspepsia score.
4. To study efficacy of anti-H. pylori treatment.
MATERIAL AND METHODS
Study Setting
This study was conducted on patients presenting with
functional dyspepsia at Acharya Vinoba Bhave Rural
Hospital, Jawaharlal Nehru Medical College, Sawangi
(Meghe), Wardha,
Study period: from 1st September 2015 to 31st august
2017.
Study Design: Prospective interventional study.
Participants, inclusion and exclusion criteria
In this study, we included outdoor and indoor patients
visiting to this hospital. Patients presented with
functional dyspepsia were included in the study.
Functional dyspepsia is defined as ―non-reflux
predominant pain or discomfort in the upper abdomen
and the patients must also have one or more of the
following three symptoms: postprandial fullness, early
satiety and epigastric pain or burning without evidence
of structural disease‖.
Detailed symptomatology of all the patients was
recorded. The symptoms were graded on the basis of
frequency and severity, using visual analogue scale.[59]
The total dyspepsia score was calculated for each patient
by adding the scores for individual symptoms. All
Patient undergoes ultrasonography (USG) abdomen to
rule out other organic causes of dyspepsia like
cholicystitis and appendicitis and if present they were
excluded from study.

Talley et al[10] found that success of the anti H. pylori
therapy was 24% that is in total 135 patient 32 patients
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We obtained their informed consent and performed their
oesophagogastroduodenoscopy (OGD). OGD was done
by consultant in the department.
During OGD, endoscopic guided two antral biopsy
specimens were collected from each patient, one antral
biopsy specimens was subjected to Rapid Urease Test for
detection of H. pylori and other was sent for
histopathology evaluation. After endoscopy, endoscopes
and biopsy forceps were sterilized with 2%
gluteraldehyde for 30 minutes to prevent cross infection
among patients.
In selected cases such as suspected malignancy, at least 4
biopsy specimens are recommended to be preserved in
10% formalin, labeled appropriately and dispatched for
histological examination.
We divide these patients in 2 groups, first H. pylori
positive, second group H. pylori negative. First group
received treatment for H. pylori consisting of
Amoxycillin 750 mg, Clarithromycin 250 mg and
Omeprazole 20 mg twice daily for 14 days. The second
group received treatment depending on clinical
examination
and
finding
of
oesophagogastroduodenoscopy. This 14 days therapy is
based on studies reported by J. Gilvarry et al[27] and S
Arama et al 2016[60] with 14-day anti-HP regimen
offered better H. pylori eradication compared to a
similar, 7-day regimen.
These patients were clinically re-evaluated at an interval
of one month and subjected for repeat endoscopy with
antral biopsy to know status of H. pylori and to access
improvement in total dyspepsia score.
Inclusion Criteria for the Study
1- Patient visited to AVBRH for dyspepsia and willing
to undergo endoscopic evaluation.
Exclusion Criteria
1. Patients having organic diseases, leading to
dyspepsia like symptom (Gall Bladder diseases,
Appendicitis, Hiatus hernia).
2. Patients having history of chronic alcoholism,
chronic smoking, use of steroids, PPI and NSAIDs.
3. Pregnancy.
4. Patient with Symptom having duration less than 3
month
The detailed history of all the patients was collected
inclusive of their IPD No, name, age, sex, duration of
complains (epigastric pain or burning, early satiety &
post-prandial fullness) for at least more than 3 month,
addiction (tobacco chewing and smoking history) and
history of intake of steroid or NSAID.
After history and clinical examination, patient undergoes
USG abdomen to rule out other organic causes of
dyspepsia like cholicystitis and appendicitis which was
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done by consultant’s radiologist in radiology department.
After ultrasonography (USG) abdomen all the eligible
patients were subjected to Upper GI Endoscopy/
oesophagogastroduodenoscopy (OGD) evaluation done
by consultants having endoscopic expertise. Biopsy from
antral part of the stomach from each patient was
subjected for RUT test and histopathological
examination
to
detect
H.
pylori.
The
oesophagogastroduodenoscopy was performed by
Fujinon oesophagogastroduodenoscopy unit as follows: Patient were asked to be nil by mouth (NBM) a day
prior to the procedure.
 The procedure was explained to the patient and the
attendant in their own language including possibility
of biopsy or other related radiological/surgical
interventions.
 Patients were asked to sign the consent form
agreeing to the procedure and high risk consent was
taken in the high risk group.
 They were also asked regarding the medications, any
allergies in past.
 Patients were then asked to remove artificial
denture, eye wares, if any, prior to the procedure.
 Local anesthesia spray (10% xylocaine) was given
on posterior pharyngeal wall to prevent the gag
reflex.
 Patients were asked to lie down in left lateral
position and the plastic mouth guard was held
between the teeth by the assistant to keep the mouth
open and make it easier to pass endoscope.
 After lubricating the front part of the endoscope with
2% xylocaine jelly and adjusting the white contrast
it was passed through the mouth guard and patient
was asked to swallow it.
 Endoscope was guided under direct visualization
through upper esophageal sphincter to the stomach.
 During this procedure, inspection of esophagus,
stomach, pylorus, and first and second part of
duodenum was done on the monitor and use of
suction irrigation and insufflation was done
whenever necessary.
 Reinspection was done while withdrawing the scope
and with retroflection fundus and cardiac end of
stomach was inspected.
 Procedures like biopsies, removal of polyps or
foreign body was performed wherever indicated.
 During all this procedure, vital parameter of the
patients and SpO2 (peripheral capillary oxygen
saturation) were monitored with multipara.
 Patients were advised to take orally after one hour of
the procedure when not contraindicated.
During oesophagogastroduodenoscopy two gastric
biopsies sample of size 3 to 5 mm were obtained from
the antrum of stomach using biopsy forceps first sample
was immediately transferred to Rapid Urease Test dry kit
(RUT) for detection of Helicobacter pylori. The second
sample is sent for histopathlogy examination. This
biopsy specimens is preserved in 10% formalin, labeled
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with Name, Age/Sex, Hospital registration No. with date
of examination.

kit is done after 5 minute to 10 minute.(interval time is 4
Hour).

A biopsy sample is taken from the antrum of the
stomach, and is placed into a medium containing urea(as
in RUT dry kit), the back of the RUT is peeled and
biopsy was introduce in the exposed yellow part to media
and adding one drop of distilled water then after covering
with sticker as before. The color changes from yellow to
pink or red then the test is called positive. Reading of the

The urease produced by H. pylori hydrolyzes urea to
ammonia, which raises the pH of the medium, and
changes the color of the specimen from yellow
(NEGATIVE) to red or pink (POSITIVE).

OBSERVATION AND RESULTS
Table 1: Age wise distribution of patients in our study.
Age Group (years)
Total
≤20 years
5 (4.63%)
21-40 years
52 (48.15%)
41-60 years
39 (36.11%)
>60 years
12 (11.11%)
Total
108 (100%)
41.04±13.69
Mean ± SD
16 - 68 years
Range
Out of 108 patients studied, maximum patients (52
patients) were in the age group of 21 – 40 years, whereas
39 patients were in the age group of 41-60 years, 12
patients were of age more than 60 years and only 5
patients were below 20 years of age.
Twenty nine patients out of 52 were positive for H.
pylori in the age group of 21-40 years, followed by 20
patients out of 39 in age group of 41-60 years, 8 out of

The biopsies taken from doubtful lesions were sent to
department of Pathology for Histological examination.

H. pylori Positive
3 (5%)
29 (48.33%)
20 (33.33%)
8 (13.33%)
60 (100%)
40.73±14.32
17 - 70 years

H. pylori Negative
2 (4.17%)
23 (47.92%)
19 (39.58%)
4 (8.33%)
48 (100%)
41.43±13.00
16 - 68 years

12 patients in age group >60 years and 3 out of 5 patients
≤ 20 years were positive for H. pylori.
The mean age of patients in H. pylori positive group was
40.73 years with a standard deviation of ±14.32 years
and in H. pylori negative group mean age was 41.43
years with a standard deviation of ±13.00 years.
The mean age of this study was 41.04 years with
standard deviation of ±13.69 years.

Graph 1: Age wise distribution of patients.
Table 2: Gender wise distribution of patients.
Gender
Total
H. pylori Positive
Male
60(55.56%)
36(60%)
Female
48(44.44%)
24(40%)
Total
108(100%)
60(100%)
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H. pylori Negative
24(50%)
24(50%)
48(100%)

p-value
0.29,NS
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Among 108 patients studied, 60 were males and 48 were
females and M/F ratio in the present study was 1.25:1.

and in H. pylori negative group out of 48 patients, 24
were males & 24 were females so the M/F ratio was 1:1.

In H. pylori positive group out of 60 patients 36 were
males and 24 were females and the M/F ratio was 1.5:1

Out of 60(55.56%) male patients, 36(60%) were found to
be H. pylori positive, whereas among 48(44.44%) female
patients, 24(40%) were positive for H. pylori.

Graph 2: Gender wise distribution of patients.
Table 3: Age wise and Gender wise distribution of patients in our study.
Age Group(years)
Total
Male
≤20 years
3(5%)
1(2.78%)
21-40 years
29(48.33%)
17(47.22%)
41-60 years
20(33.33%)
11(30.56%)
>60 years
8(13.33%)
7(19.44%)
Total
60(100%)
36(100%)
Mean ±SD
40.73±14.32
41.66±15.70
Range
17-70 years
20-70 years
Majority of the patients 29 belonged to the age group of
21-40 years in which 17 male and 12 were females,
followed by 20 patients belongs to the age group of 4160 years, which includes 11 male and 9 female. 8

Female
2(8.33%)
12(50%)
9(37.50%)
1(4.17%)
24(100%)
39.33±12.14
17-65 years

p-value

0.30,NS

patients were above 60 years, which includes 7 male and
1 female, and 3 belonged to age group of ≤20 years
which include 1 male and 2 female patients.

Graph 3: Age wise and Gender wise distribution of patients.
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Table 4: Distribution of patients according to endoscopic findings and RUT result in our study.
Endoscopic Findings
Acute Erosive Gastritis
Acute Erosive Gastritis with duodenitis
Antral Gastritis
Oesophagitis with Antral gastritis
Duodenal Ulcer
Oesophagitis with gastric polyp
Pangastritis
Pangastritis with duodenitis
Normal study
Total

Total
2(1.85%)
1(0.93%)
29(26.85%)
19(17.59%)
2(1.85%)
3(2.78%)
16(14.81%)
3(2.78%)
33(30.56%)
108(100%)

On oesophagogastroduodenoscopy (OGD) 33 cases
(30.56%) had normal study of which 7 (11.67%) cases
were positive for H. pylori.
29 cases (26.85%) were diagnosed as antral gastritis of
which 18 (30%) were positive for H. pylori.
Oesophagogastroduodenoscopy finding of 19 patients
(17.59%) was suggestive of Oesophagitis with antral
gastritis of which 14 (23.33%) were positive for H.
pylori.
Out of 16 (14.81%) cases of pangastritis, 13 (21.67%)
were positive for H. pylori.

H. pylori Positive (RUT
positive)
1(1.67%)
1(1.67%)
18(30.00%)
14(23.33%)
2(3.33%)
1(1.67%)
13(21.67%)
3(5.00%)
7(11.67%)
60(100%)

H. pylori Negative (RUT
negative)
1(2.08%)
0(0.00%)
11(22.92%)
5(10.42%)
0(0.00%)
2(4.17%)
3(6.25%)
0(0.00%)
26(54.17%)
48(100%)

3 cases (2.78%) were diagnosed as pangastritis with
duodenitis and all were positive for H. pylori.
On oesophagogastroduodenoscopy 3 cases(2.78%) had
oesophagitis with gastric polyp of which 1 (1.67%) was
positive for H. pylori.
Duodenal ulcer was found in 2 patient (1.85%) and both
were positive for H. pylori.
Acute Erosive Gastritis was found in 2 cases and 1 was
positive for H. pylori.
1 case shows Acute Erosive Gastritis with duodenitis and
was positive for H. pylori.

Graph 4: Distribution of patients according to endoscopic findings and RUT result in our study.
Table 5: Comparison of pre and post treatment endoscopic findings in H. pylori positive patients with their
success rate.
Endoscopic Findings
Acute Erosive Gastritis.
Acute Erosive Gastritis with duodenitis.
Antral Gastritis.
Oesophagitis with antral gastritis.
Duodenal Ulcer.
Oesophagitis with gastric polyp
Pangastritis
Pangastritis with duodenitis
Normal study
Total
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H. pylori Positive
1(1.67%)
1(1.67%)
18(30.00%)
14(23.33%)
2(3.33%)
1(1.67%)
13(21.67%)
3(5.00%)
7(11.67%)
60(100%)

Positive RUT after
treatment
1(9.09%)
1(9.09%)
3(27.27%)
3(27.27%)
0(0.0%)
0(0.00%)
2(18.18%)
1(9.09%)
0(0.00)
11(100%)

Success rate of eradication
of H. pylori.
0%
0%
83.33%
78.76%
100%
100%
84.67%
66.67%
100%
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Out of 60 H. pylori positive patients who receive anti H.
pylori treatment, 11 patients remain positive posttreatment of which commonest finding was in 3 patients,
which includes Antral Gastritis and 3 patients were of
Oesophagitis with Antral gastritis, followed by 2 patients
of Pangastritis.

The success rate of eradication of H. pylori by anti-H.
pylori treatment was found 100% in Normal study, 100%
in Oesophagitis with gastric polyp and 100% in patient
with duodenal ulcer, 83.33% in Antral gastritis, 78.76%
in Oesophagitis with antral gastritis and 0% in cases of
Acute Erosive Gastritis and Acute Erosive Gastritis with
duodenitis.

Graph 5: Comparison of pre and post treatment endoscopic findings in H. pylori positive patients with their
success rate.
Table 6: Comparison of patients according to RUT and Histopathology result.
RUT
Histopathology Result.
χ2-value
Positive For H. pylori
60
58
Negative For H. pylori
48
50
0.0747
TOTAL
108
108
Among all endoscopic biopsy samples, rapid urease test
was positive in 60 patients and 58 patients were positive
on histopathology for H. pylori.
 True positive : 58 patients
 False negative : 0 patients
 False positive : 2 patients
 True negative : 48 patients
When compared with histopathology, the Sensitivity of
RUT was 100% and Specificity of RUT came to be 96%.

t-value
P=0.78,NS

The Positive predictive value was 96.66% whereas
Negative predictive value came to be 100%.
 Sensitivity=100%(95% CI=93.84-100%)
 Specificity=96%(95% CI=86.29-99.51%)
 Positive Predictive Value=96.67% (CI=88.4799.59%)
 Negative Predictive Value=100% (95% CI=92.60100%)
 Diagnostic Accuracy=98.14%

Graph 6: Comparison of patients according to RUT and Histopathology result.
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Table 7: Comparison of Dyspepsia score in H. pylori positive and negative cases.
Student’s paired t test.
N (= no of
Mean Std. Deviation Std. Error Mean
patients)
H. pylori Positive
60
6.33
1.48
0.19
H. pylori Negative
48
5.87
1.61
0.23
Mean dyspepsia score in H. pylori positive patients was
6.33 ± 1.48 and in H. pylori negative patients the mean
dyspepsia score was 5.87 ± 1.61 and there was no

t-value
1.53
p=0.12,NS

significant difference found on mean dyspepsia score in
both groups (p value = 0.12).

Graph 7: Comparison of Dyspepsia score in H. pylori positive and negative cases.
Table 8: Comparison of Mean Dyspepsia score in H. pylori positive case pretreatment and post treatment.
Student’s paired t test
N (= no of
Mean
Std. Deviation
Std. Error Mean
t-value
patients)
Pre Treatment
60
6.33
1.48
0.19
14.62
p=0.0001,S
Post Treatment
60
3.13
1.96
0.25
Out of 60 H. pylori positive patients mean dyspepsia
score pretreatment was 6.33 with standard deviation of
1.48 and post treatment, mean dyspepsia score was 3.13

with standard deviation of 1.96 and this difference was
statistically significant (p=0.0001).

Graph 8: Comparison of Mean Dyspepsia score in H. pylori positive case pretreatment and post treatment.
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Table 9: Result of rapid urease test in H. pylori positive patients after 1 month of anti H. pylori treatment.
Total No of H. pylori positive
Rapid urea test status After 1 month of anti
Percentage
H. pylori treatment.
patient before treatment
(%)
11 Positive
18.33%
60
49 Negative
81.67%
60 patients were H. pylori positive and received anti H.
pylori treatment of which 49 patients (81.67%) showed
complete eradication of H. pylori whereas 11

patients(18.33%) still remained positive for H. pylori on
RUT.

Graph 9: Result of rapid urease test in H. pylori positive patients after 1 month of anti H. pylori treatment.
Table 10: Comparison of dyspepsia score in sensitive patients after eradication treatment.
Mean dyspepsia
N
Std. Deviation
t-value
p-value
score
Pre Treatment
6.36
49
1.39
16.67
0.0001,S
Post Treatment
2.57
49
1.58
Mean dyspepsia score pre treatment was 6.36 with
standard deviation of 1.39 and post treatment mean
dyspepsia score was 2.57 with standard deviation of 1.58

in patients sensitive to H. pylori treatment and this
difference was statistically significant (p=0.0001).

Graph 10: Comparison of dyspepsia score in sensitive patients after eradication treatment.
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Table 11: Comparison of dyspepsia score in patients resistant to anti H. pylori treatment.
Mean dyspepsia score
N
Std. Deviation
t-value
Pre Treatment
6.18
11
1.88
1.93
Post Treatment
5.63
11
1.96
Mean dyspepsia score pretreatment was 6.18 with
standard deviation of 1.88 and post treatment mean
dyspepsia score was 5.63 with standard deviation of 1.96

p-value
0.082,NS

in patients resistant to anti H. pylori treatment and this
difference was statistically non-significant (p=0.082).

Graph 11: Comparison of dyspepsia score in patients resistant to anti H. pylori treatment.
DISCUSSION
Age distribution
In the present study, 108 patients were included; the
maximum patients were in the age group of 21-40 years
that is 52 in number. Mean age of all dyspeptic patients
in this study was 41.04years with standard deviation of
±13.69 years. Mean age of patients in H. pylori positive
group was 40.73 years with a standard deviation of
±14.32 years and in H. pylori negative group mean age
was 41.43 years with a standard deviation of ±13.00
years.

increase in dyspepsia among the 30-55 years of age
group.

In studies done by Bashir T et al (2014)[28] and Sodhi et
al (2013)[29], it was found that there was a significant

In our study younger population is more affected than the
above mentioned study.

Author
Olokoba AB et al[32]
Bashir T et al[33]
Blum A.L.et al[34]
Sodhi et al[29]
Shrestha S et al[35]
Miwa et al[36]
In present study

Year
2013
2014
2008
2013
2012
2000
2017

Sex distribution
In our study, out of 108 dyspeptic patients majority were
male accounting 60, while there were 48 female. The
Male/Female ratio was 1.25:1 which shows the male
predominance.
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Okello, T R et al(2015)[30] conducted study observed that
dyspepsia was more seen in age group of 36-65yr
followed by 19-35yrs.
A study conducted by Mohammed M (2014)[31] a total of
100 dyspeptic patients were taken in age ranged of 20 49 years with a mean of 34.2 ± 8.5 years which is similar
to present study.

place
Nigeria
Pakistan
Global
India
Nepal
japan
India

Mean age group
35.3 Years
39.31 Years
47 years
44.5 years
20.12 Years
51.5 years
41.04

In H. pylori positive group 36 were males and 24 were
females. So the M/F ratio in positive group was 1.5:1. In
H. pylori negative group there were 24 male and 24
female so male female ratio was 1:1.
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In a study conducted by Shrestha S et al in (2012)[35] the
total 319 dyspeptic patients were studied of which 161
were male and 152 were female. They found that the
mean age was 20.12years and M/F ratio was 1.05:1
hence shows male predominance and it correlates with
our study.
Author
Olokoba AB et al[32]
Bashir T et al[33]
Blum A.L.et al[34]
Sodhi et al[29]
Shrestha S et al[35]
Miwa et al[36]
In present study

Year
2013
2014
1998
2013
2012
2000
2017

In a similar study by Olokoba Ab et al (2013)[32] studied
125 dyspeptic patients and recorded that 49(39.2%) were
males while 76(60.8%) were females, giving a male to
female ratio of 1:1.6. Their ages ranged between 18 and
84 years with a mean age of 35.3± 12.7 years. which is
not correlating with our study.
Place
Nigeria
Pakistan
Global
India
Nepal
Japan
India

Age and gender wise distribution
In our study majority of the patients, 29(48.33%)
belonged to the age group of 21-40 years in which 17
were male and 12 were females.
Twenty (33.33%) belonged to the age group of 41-60
years, 11 were male and 9 were female, 8(13.33%)
patient were in age group of 60 years of which 7 were
male and 1 was females, and only 3 (5%) belonged to the
age group of ≤20 years of which 1 was male and 2 were
females.
In our study, common age group among H. pylori
positive patient was 21-40 years and it includes 29
patients, followed by 20 patients in age group of 41-60
years, and while in negative group maximum patients
were 23 belonged to age group of 21-40 years followed
by 19 patients of age group 41-60 years.
A study conducted by Bashir T et al(2014)[28] in which
116 patient were included and majority 82 patients were
between the age group 31– 45years. In their study
76(65.5%) patients were male and 40 (34.5%) were
females. It is correlating with our study that is young
adult (18-40 years) male are more infected.
Gurjeet et al (2012)[37] and Adlekha et al[38] reported that
gender and age were not significant associated factors
for H. pylori infection.
Adlekha et al[38] studied and found that H. pylori
infection was diagnosed in 62.0% (329/530) of patients

Author
Jemilohun A et al[39]
Faintuch JJ et al[40]
Yangchun Zhu et al[41]
Shrestha S et al[35]
Olokoba Ab et al[32]
In present study
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Year
2009
2014
2011
2012
2013
2017

No of patients (M/F)
125 (49/76)
116 (76/40)
328(136/192)
519(169/350)
319 (161/152)
85 (40/45)
108(60/48)

screened. There was no statistically significant difference
in sex and age related distribution of H. pylori infection.
Frequency of H. pylori in dyspeptic patients
In our study, 108 dyspeptic patients were included and
60 were RUT positive.
Frequency of H. pylori infection in our study was
55.56%.
A study by Jemilohun A et al 2009[39] conducted a study
in 86 dyspeptic patients and found the frequency of H.
pylori was 64%.
Faintuch JJ et al(2014)[40] conducted a study for
endoscopic findings in uninvestigated dyspepsia among
306 patients and the overall frequency of H. pylori in
their study was 45.3%.
Yangchun Zhu et al (2011)[41] studied 5417 individuals in
yangzhong city, China and found that 3435 (63.41%)
were H. pylori positive.
In a similar study by Olokoba Ab et al (2013)[32] studied
125
dyspeptic
patients
with
oesophagogastroduodenoscopy (OGD) guided biopsies.
In their study H. pylori was detected in 80.0% of the
histological samples. When compared to serological test
the presence of H. pylori was 93.6%.
In a study of Shrestha S et al (2012)(35) of 319 dyspeptic
patients was examined in which H. pylori was found in
67 (44%) patients.
Frequency Of H. pylori
64%
45.3%
63.41%
44 %
80.0%
55.56%
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In a study conducted by Mbengue M et al (1997)[42] and
found that Helicobacter pylori infection was detected in
82.8% of patients of 134 patients.

One patient with acute erosive gastritis and duodenitis
was positive for H. pylori remains positive after
treatment.

In our study out of 60 positive patients, 36 were male
and 24 were female patients so the frequency in male
was 60% and in female patients came to be 40%.

One patient was diagnosed as H. pylori positive with
pangastritis with duodenitis which remain positive after
treatment.

Shrestha S et al[35] studied total of 161 patients, and
found frequency of H. pylori in male was 58% and 42%
in female and concluded that the infection by H. pylori
was significantly higher in males than females.

In a study of Shrestha et al (2012)[35], 319 dyspeptic
patients were studied. The most common endoscopic
finding was gastritis (47.6%) followed by normal finding
in 57 patients (17.87%). In our study, the normal finding
is more and gastritis finding is less than this study so it is
not correlated with our study. In cases of Gastritis, H.
pylori was observed in 67 (44%) cases. 18 out of 57
cases (5.6%) were of Normal finding showed H. pylori
and also all 3 cases of gastric cancer were positive for H.
pylori infection. Duodenitis was present in 10 cases of
which 40.0% were positive for H. pylori and 86.0% of
the total Reflux Oesophagitis patients were H. pylori
infected.

Oesophagogastroduodenoscopy (OGD) findings in
dyspeptic patients and its relation with H. pylori
In our study the OGD finding was normal in 33 cases
(30.56%), of which 7 cases were positive for H. pylori by
RUT.
On OGD, Normal study was found in maximum number
of patients that is 33 cases (30.56%).
Other abnormal findings were antral gastritis in 29 cases
(26.85%) of which 18 were positive for H. pylori on
RUT, Endoscopic finding of 19 (17.59%) patients was
suggestive of oesophagitis with antral gastritis of which
14 were positive for H. pylori, there were 16(14.81%)
cases of pangastritis and 13 were positive for H. pylori.
3(2.78%) case were diagnosed as pangastritis with
duodenitis and all were positive for H. pylori. On
oesophagogastroduodenoscopy 3(2.78%) cases had
oesophagitis with gastric polyp of which 1 was positive
for H. pylori, duodenal ulcer was found in 2(1.85%)
patient and both were positive for H. pylori. Acute
erosive gastritis was found in 2 (1.85%) cases and 1 was
positive for H. pylori. 1(0.93%) case shows acute erosive
gastritis with duodenitis, which was positive for H.
pylori.
In our study no resistant case was found with normal
finding on OGD. All 7 positive cases turn negative after
anti H. pylori treatment.
Eighteen patients of Antral gastritis were found positive
for H. pylori of which 3 patients were resistant for anti
H. pylori treatment.
Out of 14 positive patients of oesophagitis with antral
gastritis 3 were resistant for anti H. pylori treatment.
Thirteen cases of pangastritis were positive for H. pylori
and after treatment 2 remain positive.
Three positive cases with pangastritis with duodenitis
after treatment 1 remain positive for H. pylori.
Oesophagitis with gastric polyp with H. pylori positive
was found in 1 patient and which came negative after
treatment
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Faintuch JJ et al (2011)[40] conducted a study for
endoscopic findings in uninvestigated dyspepsia among
306 patients and analyzed 282 subjects in the study and
found Gastritis as endoscopic finding in 46% of cases. In
20% of the patient had normal endoscopic finding, 18%
had GERD and 13% had Ulcers (duodenal in 9% and
gastric in 4%). These result was not correlating with our
study.
A study done by Jemilohun A et al 2009.[39] The most
common abnormality at endoscopy was gastritis which
was seen in 52 (60.5%) patients, followed by duodenitis
16(18.6%) and doudenogastric reflux 14(16.3%). Gastric
ulcer (GU) was recorded in 8(9.3%) patients, 7(8.1%)
patients had oesophagitis, while 3(3.5%) and 2(2.3%)
patients had gastric cancer and duodenal ulcer (DU)
respectively.
In a study by Mbengue M et al (1997).[42] H. pylori was
identified in 76.2% of patients with normal endoscopic
findings and in 100% presenting ulcers, erosions, or
gastritis.
Jamil O et al 2013[43] studied 101 patients Positive
endoscopic findings were gastritis in 48.5% and
esophagitis in 21.8% patients.
Okello TR et al[30] studied 605 patients, and found
gastritis (47.9%) to be the commonest condition
followed by esophagitis (14.4%), cancer esophagus
(5.1%), esophageal varicose (4%) and PUD (2.3%).
Mihara M et al[44] conducted study and concluded that
among 642, 391(60.9%) patients were diagnosed as
having gastritis, 251 patients with endoscopically normal
finding.
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Dhaliwal us et al 1997[45] visualized findings of the upper
gastro-intestinal endoscopy performed on 100 dyspeptic
patients and found that Reflux Oesophagitis was found in
43 cases having grade-1 Oesophagitis in 48.84%, grade-2
in 32.56%, grade-3 in 14.00% and grade-4 in 4.60%
cases.
Korkmaz H et al[46] reported the endoscopic finding of
198 dyspeptic patients as esophagitis in 2%, gastric ulcer
in 5%, duodenal ulcer in 2.5%, pangastritis in 5%, antral
gastritis in 65.6%, atrophic gastritis in 2.5%,
gastroduodenitis in 7%, gastritis and esophagitis together
in 2%, gastric ulcer and duodenal ulcer together in 1%.
Accuracy of rapid urease test
Out of 108 dyspeptic patient, 60 patient were positive for
RUT on endoscopic biopsy whereas 58 patients were
histopathologically positive for H. pylori. 2 patients who
were positive on RUT were found to be negative for H.
pylori on histopathology.
Forty eight cases were negative for H. pylori on both
RUT as well as histopathology. Considering
histopathology as a gold standard method for the
diagnosis of H. pylori infection, the sensitivity of RUT
was 100%(95% CI=93.84-100%) and specificity of RUT
came to be 96%(95% CI=86.29-99.51%) and positive
predictive value was 96.67%(CI=88.47-99.59%) whereas
negative predictive value was 100%(95% CI=92.60100%), the diagnostic accuracy of RUT was 98.14%.
Various studies shows that the sensitivity and specificity
of rapid urease test (RUT) and histological examination
from gastric mucosal biopsies are almost similar. [48] [50]
Study done by Logan R. et al[47] and Lerang F et al[48]
concluded that the sensitivity and specificity of RUT was
RUT
sensitivity
specificity
diagnostic accuracy

Present study
100%
96%
98%.

Diagnostic accuracy of RUT test in this study was 98%
and when compared with histopathology there was no
statistically difference in diagnostic accuracy hence we
have used RUT to detect H. pylori in our study.
Though the accuracy is slightly higher in histopathology
we preferred rapid urease test(RUT) in our study,
because it gives quick result and there was no
statistically significant difference in both diagnostic tools
in studies done by various authors. [62][61][49]
AF Syam et al[61] out of 56 histopathology H. pylori
positive cases, 39 patients were positive with dry rapid
urease test and 17 patients were negative with dry rapid
urease test. Overall sensitivity and specificity of dry
rapid urease test were 69.7% and 95.7% respectively.
Positive predictive value was 66.1% and negative
predictive value was 96.4% and overall accurate rate was
92.9%. These results were lower than the present study.
Khean Lee et al[50] reported that sensitivity of the rapid
urease test was 98.2%, specificity was 99.0%, positive
predictive value came to be 99.0%, negative predictive
value was 97.9% and the overall diagnostic accuracy for
the rapid urease test was 98.5%. The result of these study
correlate with our study.
Mojgan foroutan et al[26] concluded that among NSAID
users, RUT sensitivity, specificity and accuracy rate were
all 100%. The sensitivity, specificity and accuracy rate of
RUT in patients without history of NSAID use were
97.37, 98.57 and 98.14%, respectively.

Khean Lee et
al[50]
98.2%
99.0%
98.5%

Dyspepsia Score
This study provides information regarding dyspepsia
score in H. pylori positive and H. pylori negative cases.
Out of 108 dyspeptic patients 60 were H. pylori positive,
the mean dyspepsia score in positive patients were 6.33
with a standard deviation of 1.48 and in H. pylori
negative patients the mean dyspepsia score was 5.87 with
a standard deviation of 1.61. the difference in mean
dyspeptic score in two groups was statistically
significant.
Out of 60 H. pylori positive patients 49 patients came
negative after treatment, the mean dyspepsia score before
treatment in these patients was 6.36 and after treatment it
reduces to 2.57. The result of this reduction was
statistically significant.
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80–95% and 90–100%, respectively, Histological
examination has a sensitivity of 83–95% and a
specificity of 90–100%.

Said RM et
al[51]
98.1%,
100%
99%

Mojgan foroutan et
al[26]
97.37%
98.57%
98.14%

11 patients who were resistant to anti H. pylori treatment,
mean dyspepsia score before treatment was 6.18 and
after the eradication therapy it was 5.63. however this
difference was statistically insignificant.
In our study the mean dyspepsia score before eradication
therapy was more in H. pylori positive patient and less in
H. pylori negative patient.
Shrivastava et al[16] in their study found that 80 patients
with functional dyspepsia were randomly distributed into
two groups to receive eradication or placebo therapy
after taking biopsies for H. pylori. Symptom evaluation
was done at baseline, at one and at three months to notice
any improvement. There was no significant difference in
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the total dyspepsia score between the H. pylori positive
group and the H. pylori negative group.
Sarnelli G et al[63] concluded that there is no difference in
the clinical presentation of patients with or without H.
pylori infection.
Glasbrenner B et al[17] studied 88 patients
with functional dyspepsia and found that the median
symptom sum score was 8.5 in H. pylori-positive and 9.5
in H. pylori-negative patients with functional dyspepsia
and they concluded that, there is no significant
relationship with the severity of symptoms between the
positive and negative group.
Efficacy of anti H. pylori treatment
In our study, we found that out of 108 patients, 60
patients were positive for H. pylori by RUT test. All
these patients treated for eradication of H. pylori. Repeat
RUT test after eradication therapy was performed at an
interval of 1 month to know the status of H. pylori. Out
of 60 patients 49 patients turn negative for RUT but 11
patients remain positive for RUT even after eradication
therapy.
In H. Pylori positive patients, mean dyspepsia score
before treatment was noted 6.33 with a standard
deviation of 1.48, and after treatment mean dyspepsia
score was 3.13 with a standard deviation of 1.96 there
was a significant positive association was noted with
mean dyspepsia score pre and post treatment (p value
0.0001). It shows that in patient with H. pylori infection
after taking anti H. pylori treatment the symptoms were
significantly improved.
Resistant 11 patients have a mean dyspepsia score of
6.74 before treatment and it reduces to 5.93 after
treatment this reduction is not statistically significant.
P<0.001.
As per results of RUT test the success rate of eradication
therapy in our study was 81.6%.
Author

Patients

Criteria for H. pylori
diagnosis
Serologic or urease breath
test or histopathology test
Ureasebreath test or
histopathology test
Urease breath test or
histopathology test
Urease breath test or
histopathology test

Talley et al.[10]

278

Blum et al.[34]

328

Talley et al.[24]

317

Mccoll et al.[56]

318

Greenberg et al.[57]

100

Histologic test

In present study

108

Rapid ureas test and
histology
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Hyun Jeong Lee et al 2015[52] study was performed on
143 patients and the treatment was given similar to our
study, i.e. proton pump inhibitor, amoxicillin and
clarithromycin and found an Eradication rate of 76.2%.
In another study by Arama S et al 2016[145], includes 78
patient in which 52 were given 14 days anti-H. pylori
treatment and found that an eradication rate of 84.6%.
In a study conducted by Shrivastava et al [16] found that
there is a significant difference in dyspepsia score
(P<0.001) pretreatment and post treatment. The finding
of this study is correlating with our study.
Abdul A et al 2009[53] conducted a study in 23 H. pylori
positive patients and graded their symptom using
completed Modified Glasgow Dyspepsia Severity Score
Questionnaire (MGDSSQ) before undergoing the
treatment and at the completion of treatment and found
mean Symptom score of 8.43 ± 1.56 pretreatment and
post treatment was 0.87 ± 1.01.
Gilvarry J. et al[27] in their study, they reported that the
eradication of H. pylori was 85% of those treated with
triple therapy and in 14% of those who received bismuth
plus placebo.
Shrestha S et al (2012)[35], One month after the
completion of treatment, 132 of 150 patients (88 percent)
in the group assigned to receive omeprazole and
antibiotics had a negative test for H. pylori.
A prospective study done by García-Romeroe et al[54]
including 99 patients with duodenal ulcer and found that,
the eradication of Helicobacter pylori with triple therapy
for 6 days in patients with duodenal ulcer is not
satisfactory.
The study done by kiyota et al [55] reported that the
eradication rate of the 2-week regimen was higher than
that of the 1-week regimen. These study correlate with
our study.
Helicobacter pylori therapy
Omeprazole; amoxicillin; clarithromycin,
twice daily for x 7 d
Omeprazole; amoxicillin; clarithromycin
twice daily x 7 d
Omeprazole; amoxicillin; clarithromycin,
twice daily x 14 d
Omeprazole twice daily; amoxicillin;
metronidazole three times daily x 14 d
Omeprazole, twice daily clarithromycin
three times daily x 14 d
Omeprazole; amoxicillin; clarithromycin
twice daily for x 7 d

Success in the H. pylori
therapy group
32/135 (24%)
45/164 (27%)
69/162(43%)
33/160(21%)
55/89(62%)
49/60 (81.6%)
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Mean dyspepsia score in H. pylori positive and
negative patient before and after eradication therapy
In our study mean dyspepsia score in H. pylori positive
patients was 6.33 and in patients of H. pylori negative
patients was 5.87 and after eradication therapy the mean
dyspepsia score reduces to 3.13 in H. pylori positive
group, whereas 4.33 in negative group. But these two
groups are not comparable because the same treatment
was not given in both the groups.
H. pylori positive patients consist of two groups; first
group was sensitive to anti H. pylori therapy (49 patient
turn negative after anti H. pylori therapy) whereas patient
resistant to anti H. pylori therapy form a second
group(11 patient remain positive after anti H. pylori
therapy). The dyspepsia score in sensitive patients before
treatment was 6.36 and it reduces to 2.57 after treatment.
This reduction of score was statistically significant.
Dyspepsia score in resistant 11 patients was 6.18 and
reduces to 5.63 after treatment. This is not statistically
significant.

into H. pylori positive[60] and H. pylori negative
groups[48], based on the result of Rapid Urease Test.





This clearly suggests a strong correlation between H.
pylori infection and severity of dyspepsia score.



Taddesse G et al[58] reported that H. pylori infection is
associated with dyspepsia in their study. Glasbrenner B
et at[17] and Kyzekové J et al[18] reported that in a patients
with dyspepsia, the gastritis or other dyspeptic symptom
was strongly associated with H. pylori infection.



SUMMARY
The present study entitled ―Study of Dyspepsia with
Special Reference to Helicobacter pylori‖ is a hospital
based prospective interventional study conducted in
Tertiary Health Care Centre Acharya Vinobha Bhave
rural hospital attached to Jawaharlal Nehru medical
college which comes under Datta Meghe Institute of
Medical Science University. One hundred and eight
cases inclusive of Outdoor and Indoor patients,
presenting in the department of Surgery, Medicine and
ENT with functional dyspepsia and have one or more out
of three symptoms, epigastric pain or burning, early
satiety & post-prandial fullness and willing to undergo
endoscopy were enrolled in this study.
Detailed symptomatology of all the patients was
recorded. The symptoms were graded on the basis of
frequency and severity, using Visual Analogue Scale (010 for each symptom). The total dyspepsia score is
calculated for each patient by adding the scores for
individual symptoms. All patients had undergone
ultrasonography abdomen to rule out other organic
causes of dyspepsia like cholecystitis and appendicitis
and if present they are excluded from the study.
All patients were screened for eligibility and underwent
esophagogastroduodenoscopy (OGD) from October 2015
to October 2017. Subsequently, patients were divided
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In this study, majority of the dyspeptic patients
52(48.15%) belonged to the age group of 21-40
years and only 5 (4.63%) were in the age group of
≤20 years whereas common age group among H.
pylori positive patients was 21-40 years and it
include 29 patients. No significant difference was
noted between the age in two groups though mean
age was found to be higher in RUT negative
subjects.
Majority of the subjects i.e. 60 (55.56%) were male
and 48 (44.44%) were female.
The most common endoscopic finding was normal
study 33(30.56%) followed by Antral gastritis in
29(26.85%), followed by Oesophagitis with Antral
gastritis in 19(17.59%), Pangastritis in 16(14.81%),
Pangastritis with duodenitis in 3(2.78%),
Oesophagitis with gastric polyp in 3(2.78%),
duodenal ulcer in 2(1.85%) and acute erosive
gastritis with duodenitis 1(0.93%).
In present study, the sensitivity of RUT was 100%
and specificity of RUT came to be 96% and positive
predictive value was 96.66% whereas negative
predictive value was 100%. The diagnostic accuracy
of RUT was 98.14%.
The frequency of H. pylori infection was 55.55% in
our study population.
The success rate of eradication therapy in our study
was 81.67% in which 49 cases out of 60 were came
to be negative after 1 month treatment.
The triple therapy is the effective treatment for H.
pylori. There is a significant decrease in dyspepsia
score after treatment. The success rate of eradication
therapy in our study was 81.67%. Whereas in
resistant 18.4% patients there was reduction of total
dyspepsia score but this reduction is not statistically
significant.
In present study, we concluded that upper abdominal
pain is not due to acid peptic disease, but most of the
upper abdominal pain is due acid peptic disease with
H. pylori positivity.

In the view of the above results, patients attending
hospital with epigastric pain are mostly due to high
incidence of Helicobacter pylori. Hence all patients
attending hospital with epigastric pain should be
subjected to routine oesophagogastroduodenoscopy and
endoscopic biopsy to perform RUT for screening of the
H. pylori.
CONCLUSION
Our conclusion is based upon the observations and
analysis of this study.
 Oesophagogastroduodenoscopy (OGD) revealed
normal finding in 33 out of 108 patients and on
remaining 75 patients major abnormal finding found
was antral gastritis. H. pylori infection was positive
in 21.22% of patient with normal finding and all
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become negative after eradication therapy. Out of 75
patients
with
abnormal
finding
on
oesophagogastroduodenoscopy, 80% were positive
for H. pylori and of which 64 patient become
negative after eradication therapy. The frequency of
H. pylori infection was 55.55% in our study
population.
Both Rapid Urease Test and Histopathological
examination of biopsy specimen had almost similar
results to detect Helicobacter pylori infection,
proving both tests are good for diagnosing H. pylori
infections.
There was no significant difference noted in total
dyspepsia score of H. pylori positive group and the
H. pylori negative group. In H. pylori positive
patients, there was significant reduction in their post
treatment dyspepsia score which was statistically
significant. Whereas In resistant patients who
remain positive after treatment the post treatment
dyspepsia score reduces to some extent but this
reduction is not statistically significant.
The success rate of eradication therapy in our study
was 81.6%. in which 49 patients out of 60 came to
be negative after 1 month treatment and 11 remain
positive.

In present study, we concluded that upper abdominal
pain and dyspeptic symptom are not only due to acid
peptic disease, but most of the upper abdominal pain was
associated with H. pylori infection. Present study showed
that dyspepsia is strongly associated with H. pylori
infection.
Recommendation
Based on this study, it is recommended to undergo upper
GI endoscopic evaluation along with H. pylori testing in
all patients with functional dyspepsia.
H. pylori infection should be treated using triple therapy
regimen and repeat Oesophagogastroduodenoscopy and
RUT for detection of H. pylori is recommended after the
completion of therapy.

5.

6.

7.
8.

9.

10.

11.

12.

13.

We recommend further studies at multiple centers in this
regard to reinforce hypothesis of strong relation in
between Helicobacter pylori infection and dyspepsia.
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