Prospective study on effect of Helicobacter …….

Zanco J. Med. Sci., Vol. 21, No. (2), August, 2017

https://doi.org/10.15218/zjms.2017.022

Prospective study on effect of Helicobacter pylori on gastroesophageal
reflux disease
Received: 14/1/2016

Accepted: 19/6/2016

Sabah Jalal Shareef *

Abstract
Background and objective: The Helicobacter pylori infections role in etiology of peptic
ulcer is well known, but its role in gastroesophageal reflux disease is one of the important
issues which has to be confirmed. We tried to find out the effect of Helicobacter pylori
infection on gastroesophageal reflux disease.
Methods: The current study was done on 100 patients with gastroesophageal reflux
disease from January 1st to June 30th, 2014 in Rizgary Teaching Hospital, Erbil city. The
diagnosis was made by history, clinical examination, and endoscopy. Helicobacter pylori
infection was confirmed by gastric biopsy and histopathological examination. We tried to
find out the effects of Helicobacter pylori infection in gastroesophageal reflux disease
patients and its eradication on their symptoms. The data was analyzed with the statistical
package for the social sciences (version 18).
Results: The mean age ± SD of participants was 37.13 ± 12.5 (17-75 years). The
prevalence of Helicobacter pylori infection was 75%. The endoscopy showed that 50 out of
75 patients had erosive esophagitis and 25 out of 75 patients had normal appearance
known as non-erosive esophagitis. The study showed no significance of its eradication on
symptoms of gastroesophageal reflux disease.
Conclusion: The effect of Helicobacter pylori infection in gastroesophageal reflux disease
patients was significant regarding endoscopic finding while inversely related to symptoms
severity. The eradication of infection did not cause improvement in symptom severity i.e.
triple therapy not advised in the course of treatment.
Keywords: Gastroesophageal reflux disease, Helicobacter pylori infection, Symptom
severity; Endoscopic finding.
Introduction
Gastroesophageal reflux disease (GERD)
defined as a reflux of gastroduodenal
contents
to esophagus
causing
troublesome symptoms and or mucosal
injury.1 The main causes of GERD are
secondary to permanent laxity of the collar
sling musculature in the lower end of
esophagus known as lower esophageal
sphincter (LES), with a resultant distension
of the gastric cardia and loss of the
high-pressure zone in this sphincter.2 The
cardinal symptoms are heartburn and acid
regurgitation, others present with atypical
symptoms like chest pain, asthma,
laryngitis.2 Multiple factors were reported
to affect on GERD pathophysiology such

as age, gender,3,4 body mass index
(BMI),5 alcohol drinking and smoking.3,4
Evaluation of stomach for motility and
histology is necessary. Since reflux of
gastric acid is the main factor in etiology
of GERD. It is well known that
chronic Helicobacter pylori (H. pylori)
infection leads to gastric atrophy, which
leads to decrease in gastric acid
secretion. 6,7 Probably reflecting a
protective mechanism through hypoacidity
accompanied with atrophic changes
of gastric mucosa. The presence of
H. pylori infection has been reported to
be one of the protective factors for
GERD.8-10 Although the prevalence
of Helicobacter pylori is steadily decreasing
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industrialized nations, while gastro–
esophageal reflux disease (GERD) and
its complications are increasing.11 Most
studies find no relation between H
pylori infection and etiology of GERD.12
While other studies have found a lower
prevalence of H pylori infection in patients
with reflux symptoms, suggesting a
possible protective effect of this bacterial
infection.13 The relation between H pylori
infection and GERD needs more study in
order to find the effect of H pylori on GERD
patients. It seems to be due to its effect on
acid secretion from the stomach. One of
the studies found a marked increase in acid
secretion following H pylori eradication in
patients who developed erosive GORD.14
However, other studies didn’t agree with
this result. This study aimed to find out the
effect H pylori infection on GERD patients
symptom severity and endoscopic changes
and treatments.
Methods
This study was done in Rizgary Teaching
Hospital in Erbil city. One hundred GERD
patients from January 1st to June 30th, 2014
were included their ages between (17-75)
years; 55% were female, and 45% were
male patients. Details of investigations
were explained. The study was approved
by the Research Ethics Committee,
College of Medicine, Hawler Medical
University. The criteria of patients selection
depended on full history taking and
thorough clinical examination with
endoscopy and biopsy taking, those
presented with typical symptoms of reflux,
like heartburn and acid regurgitation, were
selected. Oesophago gastro duodenoscopy
was explained and verbal consent taken
from all patients before the procedure.
Endoscopy was done under the local
anesthesia (xylocaine) spray to the
oropharynx. For patients who could not
tolerate the procedure midazolam 5 mg
slow iv injection used, the endoscopic
findings were classified to erosive
esophagitis and non-erosive reflux disease
(NERD). A biopsy was taken from the
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antral area of the stomach and send
for histopathology to confirm H pylori
infection. Serum lipase and amylase were
done for all patients to exclude pancreatic
problem and ultrasound of abdomen to
exclude gall bladder disease and ECG
done for those above 40 years to exclude
cardiac disease. Other findings like peptic
ulcer and gastric cancer were excluded
from the study. The positive H pylori test
treated with (oral clarithromycin 500mg
every 12 hour and oral Amoxicillin 1gm
every 12 hour and oral lansoprazole 30mg
every 12 hours for 14 days) its eradication
was confirmed by the absence of H pylori
Ag in the stool. Ten patients needed
the second dose of treatment for their
eradication. After two weeks patients were
asked about their symptoms and the
results were recorded. The symptoms were
classified to mild with one attack of
heartburn per week and severe with five or
more attacks per week.
Results
The 100 patients were included for
statistical analysis, 45% male and 55%
female, the mean age ± SD of participants
was 37.13 ± 12.5 range (17-75) years.
Regarding the relation of H pylori infection
with endoscopic finding, 75% were H pylori
test positive and 25% were negative. From
those who had a positive test, 42.7%
showed erosive esophagitis with lax
sphincter and hiatal hernia. Of those who
had negative H pylori test, 24% showed
same endoscopic findings (erosive
esophagitis with lax sphincter and hiatal
hernia). 23% of H pylori positive patients
and 20% of H pylori-negative patients had
a normal endoscopy, as shown in Table 1.
This study showed a statistically significant
relation between symptom severity and
H pylori infection, P = 0.033. Seven
patients (9.3%) with H pylori positive had
one heartburn attack per week, and two
patients (8%) with H pylori test negative
had one attack per week. While twenty
patients (26.7%) with H pylori positive
had five attacks per week, fifteen patients
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to treatment, while
their symptoms were
disappeared and 12
said their symptoms
shown in Table 3.

(60%) with H Pylori test negative had five
attacks per week as shown in Table 2.
Regarding the symptoms of patient after
eradication of H pylori was insignificant;
50 out of 75 patients (66.7%) of whom
H pylori eradication showed no response

13 (17.3%) said
decreased or even
(16%) of patients
became worse, as

Table 1: Relation of endoscopic finding with H pylori test
H pylori test
Positive
Negative

Endoscopic finding

Total

P value

No.

%

No.

%

No.

%

Lax sphincter+errosive esophagitis

12

16.0

2

8.0

14

14.0

Hiatus hernia+lax sphincter+esophagagitis

32

42.7

6

24.0

38

38.0

Normal looking esophagus+lax sphincter

14

18.7

12

48.0

26

26.0

Normal

17

22.7

5

20.0

22

22.0

Total

75

100.0

25

100.0

100

100.0

0.031

Table 2: Relation between heartburn frequencies to H pylori test
No. of Heartburn attacks
2.00
3.00
4.00

H Pylori
1.00

N

P value

5.00

No.

%

No.

%

No.

%

No.

%

No.

%

Positive

7

9.3

22

29.3

18

24.0

8

10.7

20

26.7

75

Negative

2

8.0

4

16.0

4

16.0

0

0.0

15

60.0

25

Total

9

9.0

26

26.0

22

22.0

8

8.0

35

35.0

100

0.033

Table 3: Response to treatment by symptoms after eradication of H Pylori.
Endoscopic finding
Symptoms
after H pylori
eradication

Lax
sphincter+
erosive
esophagitis

Hiatus hernia+
lax sphincter+
esophagagitis

Normal looking
esophagus+
Lax sphincter

P value

Total
normal

No.

%

No.

%

No.

%

No.

%

No.

%

Decreased or
disappeared

1

8.3

5

15.6

4

28.6

3

17.6

13

17.3

Increased

2

16.7

5

15.6

4

28.6

1

5.9

12

16.0

No response

9

75.0

22

68.8

6

42.9

13

76.5

50

66.7

Total

12

100.0

32

100.0

14

100.0

17 100.0

0.458

3
1698
1537

75 100.0

Prospective study on effect of Helicobacter …….

Zanco J. Med. Sci., Vol. 21, No. (2), August, 2017

https://doi.org/10.15218/zjms.2017.022

Discussion
Since the discovery of Helicobacter
pylori two decades ago, it has become
increasingly obvious that there are
relationships between this organism and
diseases of the upper gastrointestinal tract.
The role of H. pylori infection in GERD is
still controversial and incompletely
understood. In the current study, the
incidence of erosive esophagitis was
higher in H pylori infected patients than non
-infected ones. This might be due to the
fact that the prevalence of infection is
higher than noninfection, or due to the
fact that H pylori infection leads to increase
acid production leading to increasing acid
exposure to the esophagus.15 This bacteria
has a bimodal effect on acid secretion
from the stomach, antral predominant
inflammation or corpus predominant
inflammation.15
In
Non-atrophic
predominantly antral inflammation there is
hypergastrinemia and acid hypersecretion,
so their effects will increase acid exposure
to esophagus resulting in erosive
esophagitis. In contrast, patients with
predominantly atrophic corpus gastritis will
have decreased acid secretion with a
protective effect on esophagus 16. The
incidence of erosive esophagitis is more in
infected than noninfected patients. And this
was consistent with a study done by Lijima
et al. in Japan.1 Regarding the relation
between H pylori infection and symptom
severity, the noninfected group had more
frequent attacks than infected ones. This is
due to decrease in acid secretion in that
predominantly atrophic corpus gastritis.16
Regarding the effect of H pylori eradication
on symptoms of GERD patient's majority of
patients (66.7%) had no response to
eradication (50 patients out of 75 patients),
while (16%) of patients had their symptoms
increased and (17.3%) decreased and
even disappeared. This indicates that there
is no role of H pylori eradication on GERD
patients' treatments. This is consistent with
a study done in Japan which also stated
that eradication of H pylori has no
significant effect on GERD treatment.18
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Conclusion
H pylori infection is not confirmed to be the
etiology of reflux in GERD patient, but it
can affect in one way or another on the
symptoms of GERD by its effect on acid
secretion. Its eradication has no effect on
the treatment of GERD. The study cannot
advise triple therapy in the treatment of
GERD.
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