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ABSTRACT
Objective
The objective of this study was to see the response of H.pylori eradication in the management
of ‘H. pylori positive functional dyspepsia’.
Background
Functional dyspepsia is a common gastrointestinal disorder in Bangladesh and also
throughout the world. The exact pathogenesis of functional dyspepsia is still unknown but
several studies have shown that H.pylori infection may produce dyspeptic symptoms without
any macroscopic lesion in the gastroduodenal mucosa. The prevalence of H.pylori is very
high in our country and the recurrence rate is also high. ‘Test and treat’ strategy is not
currently in practice in our country and H.pylori eradication therapy is usually prescribed for
H.pylori positive patients with endoscopically proven peptic ulcer disease. But emerging data
have shown that H. pylori eradication has a small but statistically significant effect on
functional dyspepsia symptoms resolution.
Materials and Methods
This double blind randomized placebo controlled clinical trial was carried out in the
department of Gastroenterology, BSMMU from January 2016 to January 2017 with an
intention to see whether H.pylori eradication improves the symptoms of H.pylori infected
functional dyspepsia patients. Dyspeptic patients were initially enrolled from the
Gastroenterology OPD of BSMMU. Organic causes of dyspepsia were excluded by proper
history, physical examination and some necessary laboratory investigations including
upper GI endoscopy. Consecutive 59 H.pylori positive functional dyspepsia patients were
randomly divided into ‘Group A’ and ‘Group B’ & treated with either Levofloxacin,
Amoxicillin and Omeprazole for Group A or placebo for Group B patients for the duration
of 2 weeks respectively. H.pylori infection was assessed in this study by ¹³C urea breath
test both during diagnosis & 2 months after completion of the therapy. Presence or absence
of dyspepsia was assessed by ‘Translation and Validation of Enhanced Asian Rome 3
Questionnaires (EAR3-Q) in Bengali Language for Diagnosis of Functional
Gastrointestinal Disorders’ both during diagnosis & 2 months after completion of the
therapy.
Result
Among 59 patients randomized for either drug or placebo, 40 patients; 23 from group A
and 17 from group B returned for follow up and were available for analysis. The 2 groups
were statistically similar in respect to age, sex, duration symptoms, monthly income range
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and smoking status. After 2 months of therapy, efficacy of the regimen used for H.pylori
eradication (Levofoxacin, Amoxicillin and Omeprazole) was 69.6%. Two months after
completion of therapy, resolution of dyspeptic symptoms were observed in 56.5% patients
of the group who received anti H.pylori therapy and 47.1% patients in group B who
received placebo. The difference was not statistically significant. Resolution of dyspeptic
symptoms were also not statistically significant when comparison was made between
H.pylori eradicated and non-eradicated subjects irrespective of treatment allocation i.e.
either drug or placebo.
Conclusion
• There is no relationship between H.pylori eradication (by Levofloxacin, Amoxicillin
and Omeprazole regimen) and resolution of dyspeptic symptoms in patients with
functional dyspepsia
• H.pylori eradication therapy does not improve dyspeptic symptoms in functional
dyspepsia in our clinical setting
• A more potent anti H.pylori regimen in comparison to Levofloxacin, Amoxicillin and
Omeprazole based triple therapy should be searched
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1. Introduction
The word ‘Dyspepsia’ is derived from the Greek words ‘dys’ (difficult) and ‘pepse’
(digestion) (Baron et al., 2006). It was first recorded in the mid-18th century and since
then it has been widely used (Baron et al., 2006). Dyspepsia is not a diagnosis rather it
refers to a heterogeneous group of symptoms including epigastric pain, postprandial
fullness, early satiation, anorexia, belching, nausea and vomiting, upper abdominal
bloating, and even heartburn and regurgitation (Tack, 2016). Dyspeptic patients present
not only with pain or discomfort in upper abdomen but may also report several of these
symptoms (Tack et al., 2004).
Dyspepsia is a common medical disorder encountered not only by gastroenterologists but
also by physicians in a variety of other fields. The condition is common worldwide, with
20-40% of the world’s population affected depending on the definition used (Ford and
Moayyedi, 2013). According to an unpublished thesis work done by Jayanta chowdhury
in 2008 in BSMMU, the prevalence of dyspepsia in rural community of Bangladesh was
61.9% (Chowdhury, 2008). On the other hand, according to Pervin et al. (2014) the
prevalence of dyspepsia among general population of Bangladesh ranges from 8-41%
(Pervin et al., 2014).
Patients with dyspepsia have a normal life expectancy (Ford et al., 2012) but a markedly
reduced quality of life along with emotional distress and impaired vitality (Ford et al.,
2007). They often need to undergo multiple tests to establish the etiology of their
symptoms producing economic burdens on the family and the society (Piessevaux et al.,
2009). According to a study carried out by Piessevaux et al. (2009) on Belgian general
population, 12.4% had to stay away from work or educational activities as a result of their
dyspeptic symptoms during the previous year of the study period.
Peptic ulcer disease, acute gastritis, esophagitis, hepatic, pancreatico-biliary diseases and
gastrointestinal malignancies are the most important gastrointestinal causes of organic
dyspepsia. Renal failure, thyroid diseases, diabetes and other metabolic & endocrine
diseases i.e. hypercalcaemia & electrolyte imbalance may also cause dyspepsia. Several
medications e.g. NSAID, iron & potassium supplements, corticosteroids, digoxin and
many others are important causes of drug induced dyspepsia. Chronic alcohol ingestion
is also associated with dyspepsia (Chan and Burakoff, 2016; Penman and Lees, 2014).
Parasitic infestations such as ascariasis, fascioliasis, giardia lamblia and opisthorchiasis
can cause dyspeptic symptoms in areas with high prevalence of parasitic infestations
(Miwa et al., 2012). Dyspepsia may also occur after gastrointestinal infection (Mearin et
al., 2005).
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Dyspepsia does not always occur due to organic causes. Actually functional dyspepsia is
a relapsing and remitting disorder and is the most common cause of dyspepsia. The
current standard for the diagnosis of functional dyspepsia is the Rome III criteria (Talley
et al., 2015). According to ROME III criteria, functional dyspepsia must include one or
more of the symptoms of a. bothersome postprandial fullness b. early satiation c.
epigastric pain d. epigastric burning and no evidence of structural disease (including at
upper endoscopy) that is likely to explain the symptoms. These criteria should be present
for the last 3 months with symptom onset at least 6 months prior to diagnosis (Chan and
Burakoff, 2016).
Organic and functional dyspepsia cannot be reliably distinguished by symptoms only. In
most cases, the cause of dyspepsia can be clarified by means of upper gastrointestinal
endoscopy, a test that generally shows that less than 10% of patients with dyspepsia have
a peptic ulcer, less than 1% have gastroesophageal cancer, and more than 70% have
functional dyspepsia. Given that upper gastrointestinal endoscopy is associated with a
relatively low rate of identification of organic disease, it is neither desirable nor realistic
to perform this test in all patients with dyspepsia (Talley et al., 2015).
H.pylori is a slow growing micro-aerophilic, highly motile, gram negative spiral organism
that chronically infects the stomach of more than half of the human population of the
world and represents the major cause of gastroduodenal pathologies (Kusters et al., 1997).
It causes a chronic infection similar to asymptomatic syphilis or tuberculosis but the final
outcome for any individual cannot be predicted (Sugano et al., 2015).
A large number of observations support the conclusion that H. pylori infection is the cause
of symptoms in a proportion of patients presenting with dyspepsia (Sugano et al., 2015).
Due to the lack of satisfactory treatment in functional dyspepsia, an antibacterial therapy
for those patients who have both functional dyspepsia and H. pylori infection may be
relevant. Though the initial RCT evidences were conflicting but emerging data have made
it clear that H. pylori eradication has a small but statistically significant effect on
functional dyspepsia symptoms (Miwa et al., 2012). It has been calculated that H. pylori
eradication is associated with a 10% therapeutic gain as compared to placebo, with a NNT
of 14, and that symptoms improvement ultimately occurs in nearly 40% of eradicated
patients (Zullo et al., 2014).
International panel of clinical investigators on gastroduodenal functional disorders (Rome
III) has also recommended H. pylori eradication in all infected patients with functional
dyspepsia. They also suggested non-invasive testing followed by H. pylori eradication
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(‘test and treat’) in those patients with no alarm features, although many infected patients
with FD may not gain symptomatic benefit (Zulo et al.,2014).
Bacterial eradication in dyspeptic patients significantly reduces the number of upper GI
endoscopies (Manes et al., 2003), medical visits (Harvey et al., 2010) and the use of
drugs. So that it is cost-effective at long term follow-up (Lassen et al., 2004). Prevention
of peptic ulcer onset, reduction of both cancer and lymphoma development in the stomach
are other remarkable gains favoring H. pylori eradication in symptomatic patients (Wong
et al., 2004).
The cost-effectiveness of H. pylori eradication in functional dyspepsia varies among
regions. Overall response is much better in regions where H. pylori is highly prevalent
and this is where it may be the most cost-effective. There is 13 fold increased chance of
symptom resolution following its eradication in Asian people in comparison to western
people (Gwee et al., 2009).
At present there are no criteria to predict whether a patient with dyspeptic symptoms will
respond to eradication therapy or not. But according to Asian consensus report on
functional dyspepsia, where socio-economic conditions allow H. pylori testing and
eradication should be part of the management strategy for all patients in Asia who present
with dyspepsia (Miwa et al., 2012).
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2. Rationale of the Study
The prevalence of H. pylori infection in patients with functional dyspepsia varies from
39% to 87%. Though the initial RCT evidences were conflicting but later a large number
of observations support the conclusion that H. pylori infection is the cause of symptoms
in a significant proportion of patients presenting with dyspepsia. Emerging data have also
proved that H. pylori eradication has a statistically significant effect on functional
dyspepsia symptoms. It has been calculated that H.pylori eradication is associated with a
10% therapeutic gain as compared to placebo, with a number needed to treat (NNT) 14
and that symptom improvement ultimately occurs in nearly 40% of eradicated patients.
More recent study reported the number needed to treat (NNT) 8.
Prevalence and re-infection rate of H. pylori is very high in our country and there is no
structured protocol for the management of H. pylori infection. ‘Test and treat’ strategy is
also not in practice in our country. That is why decision to treat as well as the drug
regimens are often individualized and varies among physicians and specialties.
‘Bangladesh H. pylori Study Group’ first attempted to formulate a guideline for H. pylori
management in 1998. At that time H. pylori eradication in functional dyspepsia patients
was not recommended by them.
Patients with functional dyspepsia may have a normal life expectancy but it markedly
reduces the quality of life along with emotional distress and impaired vitality. A large
number of functional dyspepsia patients have to stay away from their work and
educational activities as a result of their symptoms. They often have to undergo several
tests to establish the etiology of their symptoms. So there is huge economic burdens on
the family and society.
As long term effects of H. pylori eradication are seen with just 1-2 week of therapy,
eradication may be the most cost-effective treatment approach for infected patients with
functional dyspepsia. On the other hand, other alternative medical therapies including PPI
need to be taken for a long period of time as they have symptoms over a number of years.
Long-term acid suppressive therapy might also be related to multiple adverse events.
Some authors suggested that functional dyspepsia may represent a component of the
spectrum of H. pylori induced gastroduodenal diseases ranging from an asymptomatic
carrier state through an ulcer-free dyspeptic period and finally to the development of
peptic ulcer. Bacterial eradication is not only cost-effective at long-term follow-up but it
also significantly reduces the number of upper GI endoscopies and frequent medical
visits. H. pylori eradication in symptomatic patients may help to prevent peptic ulcer onset
and reduction of both cancer & lymphoma development in the stomach.
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According to ‘Asian consensus report on functional dyspepsia’, the cost-effectiveness
of H. pylori eradication in functional dyspepsia varies among regions and the overall
response is much better in regions where the infection is highly prevalent and the
eradication therapy may be the most cost-effective treatment in these regions. The report
also states that the chance of symptom resolution may be as high as 3.6 – 13 times after
its eradication in Asian patients.
At present there are no criteria to predict which patient group will respond to the
eradication therapy. But ‘Asian consensus report on functional dyspepsia’ clearly states
that if socio-economic conditions allow, H. pylori testing and eradication should be part
of the management strategy for all patients in Asia who present with dyspepsia.
‘Second Asia–Pacific Consensus Guidelines for H. pylori infection’ also recommended
for eradication of H. pylori in H. pylori positive patients with functional dyspepsia.
In an era of evidence-based medicine, the key question is whether any evidence from
randomized controlled trials (RCTs) supports the proposal that eradication of H. pylori
leads to resolution of functional dyspepsia symptoms. No such study, to the best of our
knowledge, has been carried out in our country. This randomized controlled trial was
carried out to see whether H. pylori eradication improves the symptoms of ‘H.pylori
positive functional dyspepsia’ patients. So it is expected that this study may unveil a
new horizon for the affected people.
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3. Hypothesis
Eradication of H. pylori improves the symptoms of H. pylori positive functional
dyspepsia.

23

Aims and Objectives

24

4. Aims and objectives
General Objectives
• To see whether the eradication of H. pylori improves the dyspeptic symptoms among
the patients with ‘H. pylori positive functional dyspepsia’ attending Gastroenterology
OPD of BSMMU
• To measure the dyspepsia status of the patients 2 months after completion of anti
H.pylori therapy
• To measure the dyspepsia status in the control group 2 months after completion of
placebo therapy
• To compare the dyspepsia status between H. pylori eradicated and non-eradicated
groups 2 months after completion of therapy

Specific Objectives
• To see the efficacy of Levofloxacin, Amoxicillin & Omeprazole based triple therapy for
the eradication of H. pylori among the patients of ‘H. pylori positive functional
dyspepsia’

25
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5. Literature Review

5.1 Functional Dyspepsia
‘Functional dyspepsia’ is a condition characterized by chronic dyspeptic symptoms in the
absence of organic, systemic or metabolic conditions that are likely to explain the
symptoms (Miwa et al., 2012). Functional dyspepsia is generally diagnosed when other
frequent gastrointestinal diseases are excluded and upper GI endoscopy ruled out
macroscopic lesions i.e. investigated dyspepsia.
The popular term ‘nonulcer dyspepsia’ is no longer recommended because the spectrum
of symptoms of functional dyspepsia is broad and cannot be explained by ulcer-like pain
only (Brun and Kuo, 2010). The prevalence of functional dyspepsia is presumed to be
20%-30% in general population (Zullo et al., 2014).
5.2 ROME III criteria for Functional Dyspepsia
In 1994, the ROME criteria were developed to describe functional dyspepsia
systematically along with other functional gastrointestinal disorders (Thompson, 2006).
According to 2006 ROME III criteria (Table-I), functional dyspepsia must include one or
more of the symptoms of a. Bothersome postprandial fullness b. Early satiation c.
Epigastric pain d. Epigastric burning and no evidence of structural disease (including at
upper endoscopy) that is likely to explain the symptoms. These criteria should be present
for the last 3 months with symptom onset at least 6 months prior to diagnosis (Chan and
Burakoff, 2016).
According to this Rome III criteria functional dyspepsia is divided into two subgroups:
1) Epigastric pain syndrome and (EPS)
2) Postprandial distress syndrome (PDS)
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Table-I: ROME III criteria for functional dyspepsia
Functional Dyspepsia:
Dyspepsia—at least 3 months, with onset at least 6 months previously of one or more
of the following:
• Bothersome postprandial fullness
• Early satiation
• Epigastric pain
• Epigastric burning
And
• No evidence of structural disease (including at upper endoscopy) that is likely to
explain the symptoms.
Subtypes:
a. Postprandial Distress Syndrome—at least 3 months, with onset at least 5
months previously of one or more of the following:
• Bothersome postprandial fullness
1. Occurring after ordinary-sized meals
2. At least several times a week
Or
• Early satiation
1. That prevents finishing a regular meal
2. And occurs at least several times a week
b. Epigastric Pain Syndrome—at least 3 months, with onset at least 6 months
previously, with all of the following:
• Pain and burning that is:
1. Intermittent
2. Localized to the epigastrium of at least moderate severity,at least once per
week
• And not
1. Generalized or localized to other abdominal or chest regions
2. Relieved by defecation or flatulence
• Fulfilling criteria for gallbladder or sphincter of Oddi disorders

5.3 Pathogenesis of Functional Dyspepsia
The pathogenesis of functional dyspepsia is still unknown but several alterations in GI
tract including altered gastric emptying (delayed or accelerated), impaired
accommodation of proximal stomach, sensory abnormalities (gastroduodenal
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hypersensitivity) and abnormal intra-gastric distribution of foods are supposed to cause
dyspeptic symptoms (Zullo et al., 2014, Troncon et al., 1994). In recent years it has been
hypothesized that duodenal eosinophilia may play a role in a subset of patients with
functional dyspepsia (Talley et al., 2007). Association has also been found between
psychosocial factors (anxiety, depressive or somatoform disorders, sexual abuse) and
functional dyspepsia (Tack, 2016).

Figure-1: Pathophysiologic mechanisms in functional dyspepsia.

5.4 Diagnostic algorithm for functional dyspepsia
According to Asian consensus report on functional dyspepsia, clinical symptoms and
upper GI endoscopic results are sufficient to consider a diagnosis of functional dyspepsia
in Asian patients. But several other studies considered upper abdominal ultrasound, stool
examination for parasites and occult blood tests as other important investigative tools for
the diagnosis of functional dyspepsia. For the diagnosis of functional dyspepsia, the upper
GI endoscopic results should include no evidence of any diseases and conditions that can
explain the dyspeptic symptoms (Miwa et al., 2012)  Figure-2.
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Uninvestigated Dyspepsia for 3 months or longer
Exclude evident causes of dyspepsia by
history,eg.drugs

No
Alarm
feature
Empirical
treatment

Non invasive test for
H.pylori and treatment

Response
after 4 weeks

Upper
endoscopy

Response
after 4 weeks

No

Findings can
explain the
symptoms

No

No

If clinically indicated; stool parasites and
occult blood,blood chemistry and/or
abdominal imaging (s)

Organic Dyspepsia

Yes

Results can
explain the
symptoms

No

Functional
Dyspepsia

Figure-2: Diagnostic algorithm for functional dyspepsia

5.5 Management of uninvestigated dyspepsia along with functional dyspepsia
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In patients with functional dyspepsia who have mild or intermittent symptoms,
reassurance, education, and some dietary changes may suffice. The dietary advice should
include ingestion of small, regular, low-fat meals and avoidance of foods that precipitate
symptoms (Talley and Ford, 2015). Drug therapy may be considered in patients with more
severe symptoms or those who do not respond to reassurance and lifestyle changes.
Testing for H.pylori infection is recommended, and if the results are positive, eradication
therapy can be prescribed. Any potential benefit is observed mainly over a longer period
of follow up, so an immediate impact on symptoms is unlikely. PPIs and prokinetic agents
may be used as initial pharmacotherapy. The symptom pattern may help determine the
most appropriate initial choice of therapy, and a change in drug class is advisable in case
the therapeutic response is insufficient (Tack, 2016)  Figure-3.
A 2- to (preferably) 4-week trial of PPI therapy should be prescribed to all patients with
coexisting heartburn and to those with EPS. In case of symptomatic relief, treatment
should be interrupted and intermittent or chronic therapy with a PPI (or H2RA) tried in
patients with repeated relapses. A motility modifying drug with an attractive safety profile
(e.g., domperidone [or acotiamide where available]) should be considered for those with
PDS patients. Patients with obvious coexisting psychiatric disease, a history of physical
or sexual abuse, or a debilitating impact of severe symptoms on daily life activities may
be considered for referral to a psychiatrist or psychotherapist. Motivated patients may
benefit from psychological approaches like psychotherapy, hypnotherapy, cognitive
behavioral therapy, or relaxation therapy (Tack, 2016).
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Empirical therapy:
“Test and treat”
PPI
Consider prokinetic agent

Uninvestigated dyspepsia

No response
Functional
Dyspepsia (70%)
Endoscopy

Organic dyspepsia (30%)
Peptic ulcer
Esophagitis
Celiac disease
Giardiasis
Pancreatitis
Biliary disease

Others
Eradicate if positive for Helicobacter pylori and not already treated

Epigastric pain syndrome

Postprandial distress syndrome

Acid suppressive therapy
Prokinetic agent
Acotiamide
5-HT1A agonist

Prokinetic agent
Acotiamide
5-HT1A agonist

Acid suppressive therapy

Anti-depressant, if symptoms refractory

Figure-3: An algorithm for management of patients with Uninvestigated Dyspepsia along
with Functional Dyspepsia.
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5.6 Helicobacter pylori
Helicobacter pylori, initially named Campylobacter pyloridis, was first identified in
humans and cultured by Marshall and Warren. It is a microaerophilic, spirals shaped,
gram negative bacteria with several polar flagella for mobility. It can only survive at a
periplasmic pH of 4.0-8.5 and can only grow at a periplasmic pH of 6.0-8.5.
One well-known biochemical characteristic of H. pylori is its ability to produce urease,
which can hydrolyze gastric urea to liberate ammonia, neutralizing the gastric acid and
increasing the periplasmic pH to 4.0-6.0, thus protecting H. pylori from gastric acid.
The exact routes of H. pylori transmission remain unclear. However, epidemiologic
studies have shown that exposure of food to contaminated water or soil may increase the
risk of H. pylori infection, suggesting that person-to-person transmission by oral-oral,
fecal-oral, or gastro-oral exposure is the most likely path for H. pylori infection.
H. pylori is a major human pathogen that causes chronic and progressive gastric mucosal
damage and is etiologically related to peptic ulcer, gastric cancer and gastric atrophy. It
is also closely associated with gastric MALT lymphoma, dyspepsia, hyperplastic gastric
polyps and idiopathic thrombocytopenic purpura. They are also the major reservoir for
transmission of the infection (Yang et al., 2014).
In September 2014, the International Agency for Research of Cancer (IARC) reported
that 80% of stomach cancer is caused by H. pylori infection, and the incidence of stomach
cancer can be reduced by 30% to 40% through H. pylori eradication (Yamada et al.,
2016).
More than 50% of the world’s population has been infected by H. pylori and the
prevalence of infection in developing countries is greater than 80% in adults over 50 years
of age. Infected individuals usually acquire H. pylori before 10 years of age and grow up
with the infection. In Asia, the prevalence of H. pylori infection varies in different
countries (Yang et al., 2014). The prevalence of H. pylori infection is high in Bangladesh.
More than 90% apparently healthy adults have been found to have antibody to H. pylori
in the blood (Ahmad et al.1997). Another study has demonstrated that 84% children
become H. pylori infected by 6-9 years of age in Bangladesh (Mahalanabis et al., 1996).
The overall annual re-infection rate 6 years after eradication is 5.02%, reported by other
study in Bangladesh (Ahmad et al., 2007).
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5.7 Helicobacter pylori in Functional Dyspepsia
Several epidemiological studies have shown that H. pylori infection occurs more
frequently in functional dyspepsia than in matched control populations. The reported
prevalence of H. pylori infection in patients with functional dyspepsia varies from 39%
to 87% (Miwa et al., 2012)
It has been suggested by some authors that functional dyspepsia may represent a
component of the spectrum of ‘H. pylori induced gastric diseases’. The spectrum ranges
from an asymptomatic carrier state through an ulcer-free dyspeptic period and finally to
the development of peptic ulcer (El-Omar et al., 1993).
H. pylori infected patients with dyspepsia, symptoms can be attributed to ‘H. pylori
gastritis’ if successful eradication therapy is followed by sustained symptom remission.
For this reason some of the consensus members of ‘Asian consensus report on functional
dyspepsia’ (Miwa et al., 2012) as well as some members of ‘Kyoto global consensus
report on H. pylori gastritis’ (Sugano et al., 2015) Figure 4 proposed H. pylori associated
dyspepsia as neither an organic disorder nor a functional one rather they considered it as
a separate clinical entity.
HP positive dyspepsia after investigation (EGD)

Eradication therapy

Improved symptoms
No symptomatic response
Sustained Relief (after 6-12 months)
Symptom Recurrence
Hp associated Dyspepsia
Functional Dyspepsia

Figure-4: Diagnosis of ‘Functional dyspepsia’ and ‘H. pylori -associated dyspepsia’
according to ‘Kyoto global consensus report on H. pylori gastritis’
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5.8 Pathogenesis of Helicobacter pylori in functional dyspepsia
In most patients H. pylori does not cause symptoms and the infection often persists
without any clinically evident disease. However, only 10–15% of H.pylori infected
patients develop severe diseases during their lifetime including chronic gastritis, peptic
ulcer disease, gastric adenocarcinoma, lymphoma of the gastric mucosa associated
lymphoid tissue (MALTOMA) (Douglas, 2016). WHO has designated it as type I
carcinogen.
Several studies have shown that patients with H. pylori produces dyspepsia without
producing any macroscopic lesions on gastroduodenal mucosa. It is hypothesized that H.
pylori infection may cause dyspeptic symptoms through other mechanisms such as
alterations of gastric acid secretion, persistent and active inflammation of gastric mucosa
and post-infective changes in gastroduodenal mucosa (Zullo et al., 2014).
There is some evidence that H. pylori infection is associated with increased fasting and
post-prandial serum gastrin levels and decreased gastric mucosal concentrations of
somatostatin. These abnormalities are corrected following H. pylori eradication. Patients
with H. pylori induced peptic ulcers show a six-fold increase of acid secretion whereas
patients with H. pylori positive functional dyspepsia show a four-fold increase of acid
secretion. On the other hand, asymptomatic H. pylori positive individuals show only a 2.5
fold increase in stimulated acid secretion as compared to asymptomatic controls without
infection (El-Omar et al., 1993).

5.9 Tests to detect Helicobacter pylori
There are multiple invasive and non-invasive tests to detect H. pylori infection based on
different principles (Penman, 2014) Table II. Among these some non-invasive tests are
well established in clinical practice. The ‘Urea Breath Test’ using 13ᶜ urea remains the
best test to diagnose H. pylori infection. For ‘Urea Breath Test’, sensitivity is 88% - 95%
and specificity 95% - 100%. Stool antigen testing may be somewhat less acceptable to
patients in some cultures but is equally valid, with a sensitivity of 94% and a specificity
of 92% (Malfertheiner et al., 2012).
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Table-II: Methods for the diagnosis of Helicobacter pylori infection
Test
Non-invasive
Serology

Advantages
Rapid office kits
Available
Good for
population studies

Lacks specificity
Cannot
differentiate
current from past
infection

13C-urea breath
Tests

High sensitivity and
Specificity

Requires expensive
mass spectrometer

Faecal antigen test

Cheap, specific
(> 95%)

Acceptability

False negatives

Takes several days
to process
Sensitivity 85%

Invasive (antral biopsy)
Histology
Rapid urease tests
Microbiological
Culture

Cheap, quick,
Specific (> 95%)
‘Gold standard’
Defines antibiotic
sensitivity

Disadvantages

Slow and laborious
Lacks sensitivity

5.10 Helicobacter pylori eradication regimen
In general, the standard treatment regimens cure H. pylori infection in 80-95% of
individual. However, the growing problem of antibiotic resistance in some regions is
driving the development of novel regimens for the future. Commonly used treatment
regimens are summarised in table III (Douglas, 2016).
Several studies have been carried out in Bangladesh with different combinations of
antibiotics and PPI to find out a suitable treatment regimen to eradicate H. pylori.
According to the Maastricht III consensus report, for any treatment regimen to be
successful eradication rate should be ≥80% (Malfertheiner et al., 2007). A study with
Levofloxacin, Amoxycilin and Omeprazole based triple therapy for 14 days in BSMMU
by Ahmed et al. (2009) achieved an eradication rate of 78% (Ahmed et al., 2009).
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Table-III: Primary Treatment Regimens for H.pylori Infection*
Regimen

Duration Eradication
Comments
Rate
10-14
70%-85% Macrolide resistance
Triple therapy:
PPI, clarithromycin, and
days
affects the
amoxicillin (each twice
eradication rate, and this
daily)
regimen is not appropriate
for regions with
clarithromycin resistance
>15%-20%
10-14
70%-85% Appropriate for penicillin
Triple therapy (with
days
allergic individuals
metronidazole):
PPI, clarithromycin, and
metronidazole (each twice
daily)
10-14
75%-95% Appears to be effective
Sequential therapy:
PPI and amoxicillin for 5-7
days
despite
days followed by PPI,
clarithromycin resistance;
clarithromycin,
and
limited experience to date
nitroimidazole for 5-7 days
in the USA .
(each twice daily)
Either metronidazole or
tinidazole may be used as
the nitroimidazole
10-14
75%-90% Inexpensive but complex
Quadruple therapy:
PPI (twice daily) plus
days
bismuth subsalicylate,
metronidazole, and
tetracycline (each 4 times
daily)
*The listed primary treatments may also be used for retreatment for persistent or recurrent infection when appropriate. In
general, a previously used treatment regimen should not be used for retreatment, particularly the clarithromycin-based
regimens.
PPI doses: lansoprazole 30 mg, pantoprazole 40 mg, rabeprazole 20 mg, omeprazole 20 mg, esomeprazole 40 mg
(esomeprazole can be taken once daily).
Antibiotic doses: clarithromycin 500 mg, amoxicillin 1 g, metronidazole 500 mg, tinidazole 500 mg, tetracycline 500 mg,
bismuth subsalicylate 524 mg.
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Table-IV: Secondary and Rescue Treatments for H.pylori Infection
Regimen
Concomitant therapy:
PPI, clarithromycin,
amoxicillin, and
nitroimidazole (each twice
daily)
.
Levofloxacin-based
therapies:
Triple therapy (as table 3)
Sequential therapy (as table 3)
Concomitant therapy (as
above)

Rifabutin triple therapy:
PPI, amoxicillin, and rifabutin
(each twice daily)

Duration Eradication
Comments
Rate
7-10 days
63%-95% Either metronidazole
or tinidazole may be
used as the
nitroimidazole.

10-14
days

75%-95%

In each regimen,
levofloxacin is
substituted for
clarithromycin.
There is concern that
levofloxacin
resistance is
Increasing.

14 days

60%-80%

Expensive
Adverse
hematologic events
and drug
interactions are
possible.

PPI doses: as table 3, Antibiotic doses: levofloxacin 500 mg, rifabutin 300 mg; as table 3 for others
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5.11 Relevant literature
HEROES trial, a double-blind, placebo controlled clinical trial conducted by Luiz
Edmundo Mazzoleni et al. in 2011 involving 404 ‘functional dyspepsia’ patients in the
Hospital de Clinicas de Porto Alegre, Porto Alegre, Brazil showed that H.pylori treatment
group achieves a significant improvement in quality of life (SF 36 score) in comparison
to control group. In that study 201 patients were assigned to receive anti H.pylori therapy
(antibiotics group) and 203 patients to receive Omeprazole plus placebo (control group)
for 10 days. A total of 389 patients (96.3%) completed the study. The proportion of
patients who achieved the primary outcome was 49.0% (94 of 192) in the antibiotics
group and 36.5% (72 of 197) in the control group (P=0.01; number needed to treat, 8).
The primary outcome was defined as the proportion of patients with at least a 50%
decrease in the dyspeptic symptoms score at 12 months compared with their baseline
score. In the patient global assessment of symptoms, 78.1% in the antibiotics group (157
of 201) answered that they were better symptomatically, and 67.5% in the control group
(137 of 203) said that they were better (P=0.02). The antibiotics group had a significantly
larger increase in their mean (SD) Medical Outcomes Study 36-Item Short Form Health
Survey physical component summary scores than the control group did (4.15 [8.5] vs 2.2
[8.1]; P=0.02).
A randomized, double-blind study was conducted at 85 centres in Germany between
January 1997 and February 1999 involving 800 patients with functional dyspepsia. They
were randomized to receive double-blind treatment with twice-daily 30 mg lansoprazole,
1000 mg amoxicillin and 500 mg clarithromycin for 7 days (L30AC), twice-daily 15 mg
lansoprazole, 1000 mg amoxicillin and 500 mg clarithromycin for 7 days (L15AC), or
once daily 15 mg lansoprazole for 14 days (LP). Dyspepsia and reflux symptoms were
monitored for 12 months. In intention-to-treat analysis, the non-ulcer dyspepsia sum score
showed a statistically significant benefit in terms of symptom relief in the L30AC group
(P= 0.0068) compared with the LP group, but there was no significant difference between
the L15AC and LP groups (P = 0.2). When all patients in the two eradication therapy
arms were considered together, successful eradication had a significant benefit with
regard to the complete absence of symptoms (P < 0.04). So it was concluded that H.pylori
positive functional dyspepsia patients may obtain long-term symptomatic benefit
following H. pylori eradication (Malfertheiner et al., 2003).
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Another randomized, placebo controlled trial was done in H. pylori positive functional
dyspepsia patients by McColl et al. (1998) between October 1994 and October 1996. In
that study dyspepsia had resolved in 33 of 154 patients (21%) 1 year after anti H.pylori
therapy. On the other hand, among 154 patients only 11 patients (7%) resolved their
dyspepsia in the group given omeprazole alone (95 percent confidence interval for the
difference, 7 to 22 percent; P<0.001). This study also revealed that patients who were
suffering from dyspepsia for five years or less and treated by anti H.pylori therapy
symptoms resolution occur in 27 % patients (26/98). On the other hand, only 12 % (7/56)
patients in the control group (treated by Omeprazole alone) resolved their who had had
symptoms for more than five years (P=0.03) (McColl et al., 1998).
On the contrary, a randomized, double-blind, placebo-controlled study conducted by
Sodhi et al. (2013) in Kashmir, India recruited H. pylori positive functional dyspepsia
patients who were randomly allocated to receive triple therapy as anti H.pylori regimen
and omeprazole plus identical placebo for 2 weeks. Symptoms were assessed with the
weekly Likert scale. On intention-to-treat analysis, the symptom resolution at 1 month
was (157/259 [60.7%] and 136/260 [52.3%], P = 0.38) in patients who took anti H.pylori
therapy and Omeprazole plus placebo respectively. At 12 months, the intension to treat
analysis also revealed no statistically significant difference between the 2 groups (95/217
[43.7%] and 72/195 [36.9%], P = 0.13 respectively) in terms of symptom resolution. So
it was concluded that the eradication of H. pylori does not resolve the symptoms of
functional dyspepsia (Sodhi et al., 2013).
Another double-blind, multicenter trial of patients with H. pylori infection and dyspeptic
symptoms (moderate-to-very-severe pain and discomfort centered in the upper abdomen)
were conducted between December 1995 and December 1997. Patients were excluded if
they had a history of peptic ulcer disease or gastroesophageal reflux disease and had
abnormal findings on upper endoscopy. Patients were randomly assigned to 7 days of
treatment with anti H.pylori regimen or with omeprazole alone and then followed up for
1 year. Treatment success was defined as the absence of dyspeptic symptoms or the
presence of minimal symptoms on any of the 7 days preceding the 12-month visit. Among
328 patients (164 in each group), treatment was successful for 27.4% of those assigned
to receive anti H.pylori regimen and 20.7 % of those assigned to receive omeprazole
alone. In the group given anti H.pylori therapy, the rate of treatment success among
patients with persistent H. pylori infection was similar to that among patients in whom
the infection was eradicated (26 % vs. 31 %). There were no significant differences
between the groups in the quality of life after treatment also. So it was concluded that in
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patients with functional dyspepsia, the eradication of H. pylori infection is not likely to
relieve symptoms (Blum et al., 1998).
A Multicentre randomised double blind placebo controlled trial by Talley et al. (1999)
had no convincing evidence that eradication of H pylori relieves the symptoms of
functional dyspepsia 12 months after treatment. In that study 182 Patients randomised to
receive anti H.pylori therapy and 188 patients were to receive placebo for 7 days. At the
12 month follow up, no dyspepsia symptoms were reported by 20 patients (15%) in the
treatment group and 16 patients (11%) in the placebo group.
A Finis study conducted at Helsinki University Hospital concluded that there is no clear
differences in symptoms or in quality of life between patients treated with H. pylori
eradication therapy compared with patients receiving placebo and omeprazole after 1 yr.
A total of 136 of 151 patients completed the 1-yr follow up. In all, 77 patients received
eradication therapy and 74 patients remained as controls. After 12 months, the mean
reduction in the dyspepsia score was 28.8% in patients with H. pylori eradication therapy
and 21.7% in the control group. The reduction of dyspepsia was significant (p= 0.0001)
in both groups compared to baseline value, but no statistically significant differences in
changes of dyspeptic symptoms or in quality of life were demonstrated between the H.
pylori eradication therapy group and controls after 1 year. In that study, dyspeptic
symptoms were evaluated by a questionnaire every 3 months, and quality of life was
measured by a validated RAND 36-item health survey 1.0 questionnaire at the beginning
of the study and after 12 months of follow-up (Koskenpato et al.,2001).
A systematic review and economic evaluation of H. pylori eradication treatment for
functional dyspepsia by Dyspepsia Review Group involving 12 trials and nine of which
evaluated dyspepsia at 3-12 months in 2541 patients. H. pylori eradication treatment was
significantly superior to placebo in treating functional dyspepsia (relative risk reduction
9% (95% confidence interval 4% to 14%)). It was concluded that H. pylori eradication
may be cost effective treatment for functional dyspepsia in infected patients but further
evidence is needed on decision makers' willingness to pay for relief of dyspepsia
(Moayyedi et al., 2000).
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Materials and Methods

6.1 Study design
Double blind parallel group randomized placebo controlled trial
6.2 Place of study
Department of Gastroenterology, BSMMU
6.3 Period of study
March 2016 to March 2017
6.4 Study population
Functional dyspepsia patients visiting Gastroenterology OPD of BSMMU
6.5 Selection criteria
Inclusion criteria
• Patients 18-55 years of age
• Patients having functional dyspepsia diagnosed on the basis of ROME III criteria who
were positive for H. pylori
Exclusion criteria
• Presence of underlying peptic ulcer disease i.e. gastritis, erosion, ulceration,
endoscopic finding suggestive of non-erosive gastritis
• Dyspepsia with alarm features e.g. Weight loss, anemia, vomiting,
hematemesis/melena, dysphagia, palpable abdominal mass
• Abnormal abdominal ultrasound e.g. hepatosplenomegaly, ascites, gall stone
disease, chronic pancreatitis
• Currently on medication that may cause dyspepsia e.g. NSAID, iron, digoxin
• History of recent anti H.pylori therapy
• Previous GI surgery
• Predominant reflux symptoms
• Pregnancy
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• Abnormalities in blood tests (anemia, raised ESR, abnormal thyroid function test,
abnormal transaminase values )
• Signs of any other disease causing dyspepsia like symptoms (e.g. malignancies ,
celiac disease, ischemic heart disease, diabetes, thyroid diseases)
• Recent GI infection
• Inability to give informed consent

6.6 Sample size
Sample size calculation for clinical trial:
Sample size, n 

P1 (100  P1 )  P2 (100  P2 )  ( Z  Z  ) 2
( P1  P2 ) 2

 123

(Hoque, 2014)
Here,
P1= Experimental group response (from a previous study)
= 21% patients of experimental group had symptomatic improvement of dyspepsia
after H. pylori eradication (McColl et al., 1998)
P2 = control group response (from a previous study)
= 7% patients of control group had symptomatic improvement of dyspepsia after
H.pylori eradication (McColl et al., 1998)
Zα =Z-value (two tail) of SND at a given level of significance
= 1.96 (at 5% level of significance)
Zβ = Z-value (one tail) at a given power
= 1.28(at 90% power, when β=0.1)
For the convenience of data collection and analysis, 120 patients (60 patients in each
group) were intended for inclusion into the study.
6.7 Randomization:
Randomization procedure was done by computer generated method using randomizer
software (www.randomizer.org)
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6.8 Operational Definition

Dyspepsia
Dyspepsia is a constellation of symptoms arising from gastroduodenal region consisting
of epigastric pain, postprandial fullness, early satiation, anorexia, belching, nausea and
vomiting, upper abdominal bloating, and even heartburn and regurgitation (Tack, 2016).
Functional dyspepsia
Functional dyspepsia was diagnosed both at the onset of the study and at 2 months after
eradication therapy for H. pylori by Bangla Validated Version of Enhanced Asian ROME
III Questionnaires (EAR3-Q) for Diagnosis of Functional Gastrointestinal disorders
(Rahman et al., 2014).
Detection of Helicobacter pylori infection
Detection of H.pylori infection for both during diagnosis and 2 months after eradication
therapy was done by urea breath test (Malfertheiner et al., 2012).
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6.9 Method
Consecutive patients complaining of dyspepsia between the age range of 18-55 years
attending the gastroenterology OPD of BSMMU were initially included in this study.
Patients suffering from dyspepsia for more than 3 months with symptom onset ≥ 6 months
were included.
Functional dyspepsia was diagnosed on the basis of ‘Translation and Validation of
Enhanced Asian Rome 3 Questionnaires (EAR3-Q) in Bengali Language for Diagnosis
of Functional Gastrointestinal Disorders’ (Rahman et al., 2014).
History and thorough clinical examination was done for possible organic causes of
dyspepsia. Patients were then sent for upper GI endoscopy to exclude any macroscopic
lesion responsible for dyspepsia. Patients having any abnormalities in RBS, Serum
Creatinine, TSH, Serum Electrolyte, Liver Function tests, Plain X-ray Abdomen and USG
of W/A were excluded. Stool R/E was also done to exclude possible helminthiasis.
Patients having no abnormalities in the above mentioned investigations and fulfilling the
diagnostic criteria of functional dyspepsia were sent for urea breath test for the diagnosis
of H. pylori infection. Though total 120 patients were to be included in the study, 59 ‘H.
pylori positive functional dyspepsia’ patients were finally available and included in the
study.
These 59 H. pylori positive patients were then randomly assigned into 2 groups - Group
A and Group B. Thirty patients were in Group A and 29 patients were in Group B.
Randomization was done by computer generated method. Group A patients were treated
with 2 weeks anti H.pylori regimen containing Amoxycillin 1 gm 12 hourly, Levofloxacin
500 mg 12 hourly and Omeprazole 20 mg 12 hourly for 14 days. Group B patients were
treated with placebo for same duration. Placebo were of similar size, shape, color, taste
and number of medications to that of Group A drugs. The ingredient of placebo was
carboxymethylellulose. The treatment regimen allocated to the 2 groups were labeled as
‘Drug A’ and ‘Drug B’ respectively. Both the patients and the investigator were blinded
of the allocated treatment regimen (drug or placebo) for a particular group.

46

Patients were instructed to report immediately for any adverse effects of the allocated
treatment regimen or deterioration of their current condition. They were asked to return
with the bottle of the drugs at the end of the treatment to count & ensure compliance. Any
adverse effect due to drugs was noted at the same time.
Patients of both groups were followed-up at 2 months after completion of therapy.
Presence or absence of dyspepsia was determined at that time by ‘Translation and
Validation of Enhanced Asian Rome 3 Questionnaires (EAR3-Q) in Bengali Language
for Diagnosis of Functional Gastrointestinal Disorders’ (Rahman et al., 2014). Urea
breath test was repeated at the same time in both groups for the presence or clearance of
H.pylori infection (Tack, 2016).
Any PPI, if an individual patient was taking before the urea breath test was discontinued
for at least 2 weeks before performing the test to avoid possible false negative result.
Similar instruction was provided to the patients 2 months after completion of therapy to
do a flawless urea breath test (Tack, 2016).
Dietary advice was similar for all the patients of both groups. Prokinetics, spasmolytics
or antidepressants were continued for all patients if they were receiving one or more of
these drugs prior to the enrolment into the trial.
Drug Safety Monitoring Board of the Gastroenterology department of BSMMU closely
monitored the research work during the study period.
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Flow chart of the method
Dyspeptic patient visiting gastroenterology OPD of BSMMU

Organic causes of dyspepsia was excluded by history, clinical examination,
lab investigations; RBS, Creatinine, TSH, S. electrolyte, LFT, Plain X-ray
Abdomen, USG of W/A, Stool R/E & Endoscopy of upper GIT

Functional dyspepsia – on the basis of Translation and Validation of
Enhanced Asian Rome 3 Questionnaires (EAR3-Q) in Bengali Language
for Diagnosis of Functional Gastrointestinal Disorders

Urea breath test for the diagnosis of H.pylori infection. H.pylori positive
patients with functional dyspepsia were finally included in the study

Patients were randomly assigned into 2 groups – Group A & Group B

Group A

Group B

2 weeks anti H.pylori regimen
(Amoxycillin,Levofloxacin,Omeprazole)

Placebo for 2 weeks

Urea breath test was repeated 2 months after completion of therapy. At that time
patients were also assessed for dyspepsia status by Translation and Validation of
Enhanced Asian Rome 3 Questionnaires (EAR3-Q) in Bengali Language for Diagnosis
of Functional Gastrointestinal Disorders

Statistical analysis
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6.10 Data presentation
Data and result was presented in the form of table and diagram.
6.11 Statistical analysis
All data was recorded on standard data sheet. The analysis was performed with the SPSS
software windows version 23. The student t-test was used to compare continuous
variables between the groups. Difference between categorical variables was evaluated
with the chi- square test. P values less than 0.05 was considered significant.
6.12 Ethical issues
Signed informed consent was obtained from each patient before study enrollment. This
study was performed in accordance with the Declaration of Helsinki, the International
conference on Harmonization Good Clinical Practice Guidelines and applicable local
laws and regulations. The study protocol was approved by the Institutional Review Board
at Bangabandhu Sheikh Mujib Medical University.
6.13 Quality assurance scheme
Randomization
After the diagnosis of H. pylori infection, all the patients were randomly assigned into 2
categories and it was done by computer generated random table. Total sample size was
N= 59. They were randomly allocated ‘Group A’ and ‘Group B’ treatment regimen.
Group A patients were treated with standard triple therapy containing Omeprazole 20 mg
+ Levofloxacin 500mg + Amoxicillin 1000 mg 12 hourly for 14 days and the Group B
patients were treated with Placebo for same duration. Both the treatment regimen were
given in an opaque container with labeling of A and B respectively.
Blinding procedure
To reduce the information bias and improve the compliance of the participants, both the
investigator and trial participants were unaware of the assigned intervention.
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Treatment adherence and compliance
Patients were provided with the full course of drugs of the study regimens. They were
reminded over telephone regarding drug intake either at their own mobile phone or of
their close relatives. Patients were asked to return the drug container at the end of therapy
to assess compliance and side effects. Compliance was defined as consumption of > 90%
of the prescribed drugs and was determined by pill counts.
Control of confounding variables
The possibility of bias due to exposure to a third factor at home was minimized. The
factors that can affect the outcome of the trial were smoking, use of NSAIDs, during the
treatment period. Patients and their attendants were counseled properly for cessation of
smoking, avoid spicy food and if possible avoid NSAID intake during the study period.
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Results and Observations
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7. Results and Observations
This randomized placebo controlled clinical trial enrolled 59 patients of functional
dyspepsia who were suffering from H.pylori infection. These 59 patients were randomly
assigned to two groups – 30 patients to group A and 29 patients to group B. Group A
patients received H.pylori eradication therapy consisting of Levofloxacin, Amoxicillin
and Omeprazole for 14 days. On the other hand, group B patients received placebo for
the same duration.
Seven patients from group A and 12 patients from group B were lost to follow up. So, 2
months after completion of therapy, 23 patients from group A and 17 patients from group
B were available for analysis.
Age range of the patients in group A was 20 – 50 years with the mean age of 34.05 (±7.06)
years. On the other hand, age range of group B patients was 20 - 54 years with the mean
age of 31.64 (±9.44) years. Most patients (43.5%) in group A belonged to 20-30 years
age group followed by 39.1% and 17.4% in 31-40 and 41-50 years age group respectively.
On the other hand, most patients in group B (58.8%) belonged to 20-30 years age group
followed by 29.4%, 5.9% and 5.9% in the age group of 31-40, 41-50 and >50 years
respectively. When compared, there was no statistical difference between group A and
group B patients regarding mean age and age distribution (p=0.360) (Table-V).
Table-V: Distribution of the study patients by age (n=40)
Age (years)

Total

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

20-30

20

10

43.5

10

58.8

31-40

14

9

39.1

5

29.4

41-50

5

4

17.4

1

5.9

>50

1

0

0.0

1

5.9

Mean±SD
Range (min-max)

31.9±8.0
20-55

34.05±7.06

31.64±9.44

25-50

20-55

Group A: Drug group, Group B: Placebo group
ns=not significant, P value reached from unpaired t-test
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0.360ns

In group A, 8(34.8%) patients were male and 15(65.2%) patients were female. On the
other hand, male and female were 7(41.2%) and 10 (58.8%) in number in the group B
respectively. There was no significant difference in distribution of sex between Group A
and Group B (P=0.679) (Table-VI).
Table-VI: Distribution of the study patients by sex (n=40)
Sex

Total

Group A

Group B

(n=23)

(n=17)

n

%

n

%

34.8

7

41.2

Male

15

8

Female

25

15

65.2

10

P value

0.679ns

58.8

Group A: Drug group; Group B: Placebo group
ns=not significant, p value reached from Chi square test
Patients of both groups were divided into 3 groups in accordance with their income. Nine
(39.1%) patients of group A and 10 (58.8%) patients of group B were in the income range
of <10,000 Tk. /month. On the other hand, 12(52.2%) patients of group A, 7(41.2%)
patients of group B had their income in the range of 10,000-30,000 Tk. /month. Only 2
patients of group A (8.7%) and none of group B had their income >30,000tk. / Month.
There was no significant difference in distribution of patients of both groups regarding
their monthly income (p=0.282) (Table-VII).

Table-VII: Distribution of the study patients by monthly income (n=40)
Monthly income
(Tk.)

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

<10,000

9

39.1

10

58.8

10,000-30,000

12

52.2

7

41.2

>30,000

2

8.7

0

0.0

Group A: Drug group; Group B: Placebo group
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0.282ns

ns=not significant, P value reached from Chi square test
In this study, only 9 patients were smoker. Among them 5(21.7%) were in group A and
4(23.5%) were in group B (23.5%). There was no significant difference in distribution of
patients of both groups regarding their smoking habit (p=0.594) (Table-VIII).
Table-VIII: Distribution of the study patients by smoking status (n=40)
Smoking

Total

status

Smoker
Non smoker

9
31

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

5

21.7

4

23.5

18

78.3

13

76.5

0.594ns

Group A: Drug group; Group B: Placebo group
ns=not significant, p value reached from Chi square test
Patients of both groups were divided into 3 groups according to their duration of
symptoms. Four (17.4%) patients of group A and 3 (17.6%) patients of group B had their
symptoms for 6 months. Eight (34.8%) patients of group A and 6 (35.3%) patients of
group B had their symptoms for 6-12 months. On the other hand, 11(47.8%) patients of
group A and 8(47.1%) patients of group B had their symptoms for >12 months. There
was no significant difference in distribution patients of both groups regarding their
duration of symptoms (p=0.998) (Table-IX).
Table-IX: Distribution of the study patients by duration of symptoms (n=40)
Duration of
symptoms

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

Upto 6 months

4

17.4

3

17.6

6-12 months

8

34.8

6

35.3

>12 months

11

47.8

8

47.1

Group A: Drug group; Group B: Placebo group,
ns=not significant, p value reached from Chi square test

54

0.998ns

Two months after completion of therapy dyspepsia completely resolved in 13 (56.5%)
patients of group A(Anti H.pylori therapy). In 10 patients, there was no/partial
improvement of dyspepsia. On the other hand, in group B (placebo), 8(47.1%) patients
had complete resolution of dyspepsia with 9(52.9%) patients having no/partial
improvement 2 months after completion of therapy. There was no statistically significant
improvement of dyspeptic symptoms among the patients of group A receiving anti
H.pylori therapy in comparison to group B patients who received placebo (p=0.554 )
(Table-X, Figure- 5).
Table-X: Comparison between group A and group B based on resolution of dyspepsia
at 2 months after completion of therapy
Dyspepsia
resolution status

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

Resolved

13

56.5

8

47.1

Not resolved

10

43.5

9

52.9

Group A: Drug group; Group B: Placebo group
ns=not significant, p value reached from Chi square test

Group A
Group B

47.1%
56.5%

Resolution of dyspepsia 2 months after therapy

55

0.554ns

Figure-5: Pie chart showing resolution of dyspepsia 2 month after therapy

Levofloxacin, Amoxicillin and Omeprazole based triple therapy was used to treat
H.pylori infection in this study for group A patients. Two months after completion of
therapy, H.pylori was eradicated in 16 (69.6%) patients as evidenced by negative Urea
Breath Test (UBT). On the other hand, two months after completion of therapy, 4(23.5%)
patients achieved negative Urea Breath Test despite having placebo (Table-XI, Figure6).

Table-XI: H.pylori eradication rate 2 months after therapy
H.pylori eradication
status

Eradicated
Not Eradicated

Group A

Group B

(n=23)

(n=17)

P value

n

%

n

%

16

69.6

4

23.5

7

30.4

13

76.5

0.004s

Group A: Drug group; Group B: Placebo group
s= significant, p value reached from Chi square test

H.pylori eradication rate 2 month after completion of therapy
69.6%
70
60

Percentage

50
23.5%

40
30
20
10
0
Group A

Group B

Figure-6: Bar diagram showing H.pylori eradication rate 2 month after complication of
therapy.
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Among the total 40 patients of both groups who could be followed up, irrespective of
their allocated treatment regimen (Drug/Placebo), twenty (50%) patients achieved
negative Urea Breath Test 2 months after completion of therapy. Among them 10 (50%)
patients had complete resolution of dyspeptic symptoms. On the other hand, dyspepsia
was resolved in 5 (25%) patients who did not achieve H.pylori eradication (Table-XII,
Figure-7). Dyspeptic symptom resolution was not significantly different between
H.pylori eradicated and non-eradicated group (p=0.102).

Table-XII: Comparison of dyspepsia resolution between H.pylori eradication and noneradicated group irrespective of treatment regimen allocated (drug/placebo)
Symptom

Eradication group

Non eradication group

resolution

(n=20)

(n=20)

n

%

n

%

Resolved

10

50.0

5

25.0

Not resolved

10

50.0

15

75.0

P value

0.102ns

ns=not significant
p value reached from Chi square test

Not resolved
Resolved

Figure-7: Bar diagram showing comparison of dyspepsia resolution between H.pylori
eradication and non-eradicated group irrespective of treatment regimen allocation
(drug/placebo).
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Multivariate analysis of the confounding variables revealed that none of the variables i.e.
age group, sex, monthly income, smoking status, duration of symptoms or treatment
regimen (drug/placebo) was significantly associated with resolution of dyspeptic
symptoms (Table-XIII).

Table-XIII: Multivariate analysis
Variables

F value

P value

Age

0.298

0.20

Sex

0.064

0.80

Monthly income

0.097

0.75

Smoking status

0.041

0.84

Duration of
symptoms

5.057

0.03

H.pylori eradication

2.540

0.11
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8. Discussion
The mean age of all patients in this study was 31.9 (±8.0) years and the mean age of the
patients of Group A (Anti H.pylori therapy) and Group B (Placebo) were 34.05 (±7.06)
years and 31.64 (±9.44) years respectively. In HEROES Trial, a similar study conducted
by Mazzoleni et al. (2011) in Brazil, the mean age of the patients receiving anti H.pylori
therapy was 46.1 (±12.4) years and the mean age of the patients receiving placebo was
46.0 (± 12.2) years.
Considering gender distribution, though it was not statistically significant, females were
predominant participant than male in both group A (65.2%) and B (58.8%). This
observation is also consistent with HEROES Trial by Mazzoleni et al. (2011). In that
study 76.6% were female in antibiotic group and 80.8% were female in control group.
Twenty one percent (21.7%) patients of group A and 23.5% patients of group B were
smoker in this study. A study conducted by Koelz et al. (2003) had 21% smoker patients
in both the groups taking Anti H.pylori therapy and omeprazole alone individually.
Before enrollment into this study, duration of dyspepsia was more than 1 year in 47.8%
patients of group A and 47.1% patients of group B. This finding is also consistent with
study by Koelz et al. (2003). In that study, 52% patients in omeprazole group and 49%
patients receiving Anti H.pylori therapy had dyspepsia for >1 year. Patients of another
study by Blum et al.(1998) had dyspeptic symptoms for >1 year in 79% and 84% patients
taking antibiotic plus omeprazole and omeprazole only respectively.
Bangla validated version of ROME III criteria for functional gastrointestinal disorders
was used in this study for the diagnosis of functional dyspepsia and inclusion into the
study. Similar criteria was used at the completion of therapy to see the symptom
resolution and presence/absence of functional dyspepsia. So any partial improvement was
not considered during assessment and analysis.
Levofloxacin, Amoxicillin and Omeprazole based triple therapy was used in this study
for eradication of H.pylori. The eradication rate of this regimen was 69.6%. According to
the Maastricht III consensus report, the eradication rate should be ≥80% for any treatment
regimen to be successful. But previous studies conducted in Bangladesh by using different
regimens of anti H.pylori therapy could not achieve this level of eradication. The highest
eradication rate (78%) was achieved by Ahmed et al. (2009) at BSMMU by using
Levofloxacin, Amoxycilin and Omeprazole based triple therapy for 14 days.
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It has been observed in this study that, 2 months after completion of treatment, H.pylori
was significantly more eradicated in group A than in group B (69.6% vs 23.5%). This
high eradication rate by placebo may be due to false negative urea breath test. Many
similar studies in different part of the world evaluated H.pylori status by more than one
tests (e.g. Rapid urease test, Histology). At 6 weeks, in a similar study conducted by Sodhi
et al. (2013), the eradication rate of H. pylori by triple therapy and placebo group was
69.8% and 5.0% respectively. At 12 months, H. pylori eradication rate was 66.7% and
6.7% respectively. In that study, H. pylori infection was detected by rapid urease test and
gastric biopsy; triple therapy consisting of Omeprazole, Clarithromycin and Amoxicillin
was used. In HEROES trial (2011), one of the large clinical trial on this topic, the
eradication rate at 1 year after therapy was 88.6% and 7.4% respectively in groups taking
anti H.pylori and placebo for 10 days. H.pylori status was assessed by UBT and
histopathology in this study.
Symptoms were analysed irrespective of their H.pylori eradication status 2 months after
completion of therapy in both groups; receiving either anti H.pylori therapy or placebo.
Dyspepsia resolved in 13 (56%) patients of group A and 8 (47%) patients of group B. So
no relation was found in this study between symptom resolution and treatment regimen
allocated. There was no statistically significant difference regarding symptom resolution
between these 2 groups. This finding is consistent with the study conducted in India by
sodhi et al. (2013). In that study, the symptom resolution at 1 month was 60.7% and
52.3% in the patient group taking anti H.pylori therapy and Placebo respectively. The
same study also observed that at 1 year after therapy, the symptom resolution rate is
54.6% and 40% respectively. The difference in mean symptom score between this 2 group
at 1, 3, 6, 9, and 12 months was not significant.
The finding of the current study is also consistent with the randomized, double-blind,
placebo-controlled study conducted by Talley et al. (1999) carried out on 278 H.pylori
infected functional dyspepsia patients and followed up for 12 months. At 12 month 15%
patients who took anti H.pylori therapy and 11% patients who took placebo had no
dyspepsia. So there was no convincing evidence that eradication of H pylori relieves the
symptoms of functional dyspepsia 12 months after treatment.
On the contrary, another study conducted by McCol et al. (1998) found that, dyspepsia
resolved in 21% in the group given anti H.pylori therapy, as compared with 7 % in the
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group given omeprazole alone. The discrepancy of this finding may be due to different
antibiotic regimen and their resistance pattern as well as their long term follow up.
The main objective of this study was to see whether H.pylori eradication improves the
symptoms of dyspepsia. After 2 months of therapy, total 20 patients had H. pylori
eradication irrespective of the therapy allocated (drug/placebo). There was no significance
difference in symptom resolution among those who were negative for H.pylori and those
who remained positive for H.pylori. Dyspepsia was resolved in 10 (50%) patients who
achieved H.pylori eradication 2 months after therapy. On the other hand, 5(25%) of the
remaining 20 patients who did not achieve H.pylori eradication resolved their symptoms.
So it can be concluded that dyspeptic symptom resolution did not depend upon H.pylori
eradication status of the patients in this study. This finding is consistent with the results
observed by Sodhi et al. (2013). In that study, there was no difference in symptom
resolution was found among H. pylori eradicated patients compared with those with no
eradication of H. pylori. Similar finding was also found in the study conducted by Talley
et al. (1999) where no significant difference of treatment success (defined as minimal or
no dyspepsia) was found after 12 months of follow-up among those who were negative
for H pylori (29%) and those who remained positive for H pylori (21%).
According to a recent systematic review and meta-analysis done by Du et al. (2016)
(Study including 25 RCTs with a total of 5555 patients with functional dyspepsia), H.
pylori eradication therapy improves symptoms during long-term follow-up at ≥ 1 year but
not during short-term follow-up at < 1 year. The meta-analysis concluded that the decision
to eradicate H. pylori in patients with functional dyspepsia requires individual assessment.
On multivariate analysis, no significant correlation was found between any of the 6
selected variables (e.g. age, sex) and symptom resolution of dyspepsia in this study. In
particular, the eradication of H. pylori infection did not correlate with the symptom
resolution. In a previous study by McColl et al. (1998) duration of symptoms were
independently related to resolution of symptoms in a multivariate analysis. The
percentage of patients with resolution of symptoms decreased with increased duration of
symptoms.
No significant drug adverse effect except few patients complaining of nausea was
noticed in this study.
Several studies have been carried out worldwide to assess the role of H.pylori eradication
on functional dyspepsia with varying results. In our country, there is high prevalence of
H.pylori infection with high recurrence rate. Tests and treat strategy is not currently in
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practice. There is no structured guideline for eradication of H.pylori in functional
dyspepsia patients in our clinical setting. Decisions are often made on individual basis.
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9. Conclusion
• There is no relationship between H.pylori eradication (by Levofloxacin,
Amoxicillin and Omeprazole regimen) and resolution of dyspeptic symptoms in
patients with functional dyspepsia
• H.pylori eradication therapy does not improve dyspeptic symptoms in functional
dyspepsia patients in our clinical setting
• A more potent anti H.pylori regimen in comparison to Levofloxacin,
Amoxicillin and Omeprazole based triple therapy should be searched
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10. Limitation
• The sample size of the study was small
• The study period was short
• The study was carried out in a single center
• Functional dyspepsia was not assessed by any validated symptom scoring scale
• A large number of patients (19/59, 32.2%) were lost to follow up which might have
lessened the statistical power of the study
• It was not possible to follow up the patients for long period of time; at least 1 year
• The H.pylori eradication rate in placebo group was high (23.5%) which may be due to
false negative urea breath test
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11. Recommendations
• A multi-center study with large sample size may be undertaken to make representation
of the whole country population
• The H.pylori eradication rate in patients who took Levofloxacin, amoxicillin and
Omeprazole was 69.6% of this study. According to the Maastricht III consensus report
the eradication rate should be ≥80% for any treatment regimen to be successful. So more
potent anti H.pylori regimen should be sought in our country
• As some study revealed that patients get relief of dyspeptic symptoms long after
completion of eradication therapy, further study may be designed with more follow up
• The eradication rate was relatively more in patients who took placebo in comparison to
other studies of different countries. This may be due to false negative urea breath test
report for variety of reasons. The monitoring of the patients should be more close and
stringent to produce a reliable and flawless urea breath test report. More than one test
(e.g. Stool Antigen test, Rapid Urease test or Culture) may also be employed to detect
H.pylori infection
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APPENDIX-II
Data Sheet
Title : Efficacy of Helicobacter pylori eradication in Helicobacter pylori positive
functional dyspepsia patients - A Double-blind, Randomized, Placebo-controlled
Trial

• ID No: ……………

Date: …………

• Place of study: Dept. of Gastroenterology, BSMMU.
• Name :…………………………………………
• Father’s Name :
• Mother’s Name:
• Address :
• Age ( In years) :………….
• Sex : male =1 female =2

|..…….|

• Occupation :……………………
• Contact No : ……………………
• Hospital Reg. no : ……………..
• Monthly Income :

Tk.<10,000/month

=1

Tk.10,000-30,000/ month

=2

Tk. >30,000/ month

=3
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|..…….|

Presenting complaints :

Yes=1, No=2

|..…….|

• Epigastric pain :

Yes=1, No=2

|..…….|

• Epigastric burning :

Yes=1, No=2

|..…….|

Postprandial fullness :

Yes=1, No=2

|..…….|

• Early satiation :

Yes=1, No=2

|..…….|

• Anorexia :

Yes=1, No=2

|..…….|

• Passage of black tarry stool :

Yes=1, No=2

|..…….|

• Blood vomiting :

Yes=1, No=2

|..…….|

• Belching :

Yes=1, No=2

|..…….|

• Nausea :

Yes=1, No=2

|..…….|

• Weight loss:

Yes=1, No=2

|..…….|

• Upper abdominal bloating :

Yes=1, No=2

|..…….|

• Duration of symptoms :

Yes=1, No=2

|..…….|

•History of smoking :

Yes=1, No=2

|..…….|

• History of alcohol intake :

Yes=1, No=2

|..…….|

• History of prior hospitalization :

Yes=1, No=2

|..…….|

• Any history of malignancy in the last 5

Yes=1, No=2

|..…….|

years

Yes=1, No=2

|..…….|

• Any history of Gastric malignancy in

Yes=1, No=2

|..…….|

family

Yes=1, No=2

|..…….|

• Any history of abdominal surgery :

Present =1, Absent=2

|..…….|

• History of prior H. pylori eradication

Present =1, Absent=2

|..…….|

therapy

Present =1, Absent=2

|..…….|

Co-morbidity :

Present =1, Absent=2

|..…….|

• Diabetes mellitus :

Present =1, Absent=2

|..…….|

• History of regular NSAIDs use :
Past medical history :
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• Liver cirrhosis :

Present =1, Absent=2

|..…….|

• Chronic kidney disease

Present =1, Absent=2

|..…….|

• Any cardiovascular disease:

Present =1, Absent=2

|..…….|

• Any endocrine disease :

Yes =1, No=2

|..…….|

• Anaemia :

Yes=1,

No=2

|..…….|

• Jaundice :

Yes=1,

No=2

|..…….|

• Koilonychia :

Yes=1,

No=2

|..…….|

• Leuconychia :

Yes=1,

No=2

|..…….|

• Lymph Node :

Palpable=1, Not

|..…….|

Palpable=2

|..…….|

Normal=1,

|..…….|

• Any respiratory disease :
• Any history of allergy (Food,drugs and
environmental) :
• Pregnant or nursing women :
• Others:

Physical Examination :
General examination :

• Pulse :

………Beats / min

• BP :

….……….mmHg

• Temperature:

…. .…....…0F

• Respiratory rate : …………/min
• Weight :………Kg
Abdominal examination
Inspection :
• Shape :

Distended=2

• Flanks :

Full=1, Not Full=2

• Umbilicus :Central=1,Transverse Slit=2
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|..…….|

|..…….|

Vertical slit =3, Everted=4
• Distended veins:

Present=1, Absent=2

|..…….|

• Tenderness :

Present=1, Absent=2

|..…….|

• Hepatomegaly :

Present=1, Absent=2

|..…….|

•Splenomegaly :

Present=1, Absent=2

|..…….|

• Any other mass:

Present=1, Absent=2

|..…….|

• Testicular atrophy

Present=1, Absent=2

|..…….|

Present=1, Absent=2

|..…….|

Palpation :

Percussion:
• Ascites :

|..…….|

Auscultation :
• Bowel sound:

Present=1, Absent=2

|..…….|

Others :
Investigations:
• CBC: Hb-…….gm/dl, TC of WBC…………/cumm, ESR……….mm in 1st hr.
• N…….%, L…….%, M……%, E…….%, B……%
• S. creatinine: ……..mg/dl
• S. electrolytes : Na+…….mmol/L, K-……..mmol/L, Cl-……..mmol/L,
o

HCO3-……..mmol/L

•
•

S. Calcium : ………. mg/dl

• FBS:……..mmol/l
• S.ALT………U/L, S.Alkaline phosphatase :…………
• TSH………
• Stool R/E: Parasite/Ova

Present =1,
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Absent =2

|..…….|

• OBT :

Positive =1, Negative=2

|..…….|

• ECG:
• Plain X-ray Abdomen :
• Ultrasonography of whole abdomen:
• Upper GIT Endoscopy: Macroscopic lesion :
|.…….|

Present =1, Absent=2
•

13

C Urea Breath Test just after diagnosis of Functional dyspepsia :
|.…….|

Positive =1, Negative=2
•

13

C Urea Breath Test 2 months after ‘Drug A therapy’ :
|.…….|

Positive =1, Negative=2
•

13

C Urea Breath Test 2 months after ‘Drug B therapy’ :
|.………|

Positive =1, Negative=2

82

Follow Up: 2 months after therapy (Drug A/B)
parameters

Grade

60 days after
completion of therapy

Bothersome postprandial

Yes=1, No=2

fullness

Early satiety

Yes=1,

No=2

Epigastric pain

Yes=1,

No=2

Epigastric burning sensation

Yes=1,

No=2

Urea Breath Test

Positive =1
Negative=2
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Follow up for drug adverse effects
Symptoms

Grade

14th day

60 days after
treatment

Anorexia

Yes=1
No=2

Nausea

Yes=1
No=2

Vomiting

Yes=1
No=2

Taste disturbance

Yes=1
No=2

Dizziness

Yes=1
No=2

Abdominal pain

Yes=1
No=2

Diarrhea

Yes=1
No=2

Headache

Yes=1
No=2

Skin eruption

Yes=1
No=2
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APPENDIX-III
অবহিতক্রমে সম্মহতপত্র (ফাাংশনাল ডিসপেেডসয়া ররাগীপের জন্য)

গমবষণার হিমরানাে
রেডলপ াব্যক্টার োইপলাডর জীবানু আক্রান্ত ফাাংশনাল ডিসপেেডসয়া ররাগীপের রেডলপ াব্যক্টার োইপলাডর ডনপরাধ
ডিড তসার ার্ য াডরতা- এ টি িাবল ব্লাইন্ড প্লাডসপবা নপরাল্ড রায়াল।
প্রধান গমবষক
ডাাঃ মুিাম্মদ সামেদুল আমরহিন
সম্মহত পমত্রর উমেশ্য
এই সম্মহত পমত্রর উমেশ্য িমলা আপনামক প্রমোজনীে তথ্যপ্রদান করা, যে তথ্যগুমলা আপনামক হসদ্ধান্ত হনমত সািায্য
করমব, আপহন এই গমবষণাে অংিগ্রিন করমবন হকনা।
গমবষণার উমেশ্য ও পদ্ধহত
িাংিনাল হডসমপপহসো একটি বহুল আমলাহিত যপমের অসুখ োমত অমনক যরাগী দীর্ হঘদন োবত আক্রান্ত থামক হকন্তু
পহরপাকতমের গঠনগত ত্রুটি না থাকাে এর যকান সুহনহদ ষ্টঘ হনরােেমোগ্য হিহকৎসা ব্যবস্থা নাই । তাই আিানুরুপ হিহকৎসা
লামের লমে এ যরাগ সম্পমকঘ আমরা অহধক গমবষণা প্রমোজন।
গমবষনার জন্য েমনানীত িমল গমবষণা শুরুর পুমব ঘ যরামগর ঊপসগ ঘ সংক্রান্ত হকছু প্রমনাত্তর ও তথ্য সুংরেন করা িমব।
গ্রিনমোগ্যতা োিাইমের জন্য প্রমোজন অনুোেী হকছু পরীো হনরীো (রক্ত,পােখানা,আল্ট্রাসমনাগ্রাে,ইউহরো যেথ যেষ্ট
ইতযাহদ) করা িমব । এরপর এমডামকাপী (এই পরীোটি গলাে নল হদমে কযামেরার সািাময্য খাদ্য নালী,পাকস্থলী ও
ক্ষুদ্রামন্তর উপহরোগ যদখা িে) নােক পরীো করা িমব । পরীোটি করার সেে বহে বহে োব ও সাোন্য কাহি িমত
পামর, এছাড়া অন্যমকান সেস্যা িওোর সম্ভাবনা খুবই কে । এমডাকহপ পরীোে যকান অস্বাোহবকতা পহরলহেত িমল
আপহন গমবষণার জন্য অমোগ্য হবমবহিত িমবন। এমডামকাপী পরীোে যকান অস্বাোহবকতা পহরলহেত না িমল আপনামক
‘ইউহরো যেথ যেষ্ট’ নােক একটি পরীো করা িমব ো আপনার পাকস্থলীমত Helicobacter pylori নােক জীবাণুর
সংক্রেন আমছ হকনা তা ধারা োমব। েহদ জীবাণুটি আপনার পাকস্থলীমত ধরা পমড় তমব ২ সপ্তামির একটি ওষুমধর যকাস ঘ
যখমত যদো িমব । ওষুধ যিষ িওোর পর সরবরািকৃত ওষুমধর পাতাসি গ্যামরাএন্টামরালহজ হবোমগ যোগামোগ করমবন।
উক্ত সাোমত ওষুধ িলাকালীন সেমে ওষুমধর যকান পার্শ্ঘ-প্রহতহক্রো িমল তা প্রধান গমবষকমক জানামবন। একইোমব
ওষুধ যিষ িওোর সি ২ োস পর পুনরাে আপনামক গ্যামরাএন্টামরালহজ হবোমগ আসমত িমব এবং তখন আপনার
যরামগর লেনগুহল আবার হজজ্ঞাসা করা িমব । পুমব ঘর সেস্যাগুহলর সোধান িমেমছ হকনা তা োিাই করা িমব।
এই গমবষনাটি গ্যামরাএন্টামরালহজ হবোগ, বঙ্গবন্ধু যিখ মুহজব যেহডমকল হবর্শ্হবদ্যালে কর্ত ঘক পহরিাহলত িমব। আপহন
েহদ গমবষনাে অংিগ্রিমন সম্মত থামকন তািমল গমবষণাে হনমোহজত হিহকৎসক উপমর উমেহখত ধাপগুহল অহতক্রে
করমবন।
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গপবষণার ঝডুঁ
এই গপবষণায় বড় র ান ঝডুঁ রনই বলপলই িপল। গপবষণায় অন্তর্ভ ডয ি াডলন সমপয় আেনাপ দুই বার ফপলা আে রা
েপব। র ান সমস্যা েপল তাৎক্ষডন ব্যাবস্থা রনয়া েপব।
গপবষণায় অাংশ গ্রেপনর সুডবধা
এই গপবষণায় অাংশ গ্রেন রপল আেনার সরাসডর লাভবান েওয়ার সম্ভাবনা আপে। আেনার ররাগ ডনণ যপয়র জন্য ড ছু
েরীক্ষা-ডনরীক্ষা ডবনা মুপে রা েপব। গমবষণাে ব্যবহৃত ওষুধ আপনামক হবনামুমে সরবরাি করা িমব। গপবষ্ণায় অাংশ
ডনপল আেনার ররাপগর উন্নডত েপত োপর। গপবষণায় প্রাপ্ত তথ্য এই ররাপগর ডিড তসায় নতুন ডে -ডনপে শয না ডেপত োপর
র্া ভডবষ্যপত আেনার মত আক্রান্ত ররাগীপের উে াপর আসপব।
weKí
এই গপবষনায় অাংশ গ্রেন রা ড াংবা না রার ব্যাোপর অথবা অাংশ গ্রেন রার ের রর্ র ান সময় আেডন ডনপজপ
গপবষনা রথপ সডরপয় ডনপত োপরন। এপত আেনার ডিড তসার র ান তারতম্য েপবনা।
LiP
এই গপবষণায় অাংশ রনয়ার জন্য আেনাপ র ান টা া-েয়সা রেয়া েপবনা। গপবষ্ণায় ব্যবহৃত ঔষধ আেনাপ ডবনামুপে
সরবরাে রা েপব।
‡MvcbxqZv
গপবষণা িলা ালীন ও েরবতীপত স ল তথ্য প ারভাপব রগােন রাখা েপব। েরবতী ফপলা-আে ও অনুসরন প্রডক্রয়ার
জন্য আেনাপ এ টি আইডি নাম্বার রেয়া েপব। আেনার আইডি নম্বর সম্বডলত সব ধরপনর াগজেপে আেনার নাম ও
ঠি ানা বডসপয় অডফপসর ফাইডলাং র ডবপনপট তালাবদ্ধ থা পব। ব্যডিগত ডবষয়াডে তথ্য ডবশপেষন, প্রডতপবেন ততরীপত
এবাং প্র াশনার াপজ ব্যবোর েপবনা এবাং গপবষণার েরীক্ষ ব্যতীত াপরা াপে প্র াশ রা েপবনা। ফপল আেনার
র ান তথ্য র উ জানপত োরপবনা।
‡¯^”Qvg~jK AskMÖnb
এই গপবষণায় আেনার অাংশগ্রেন সম্পূন য রেচ্ছামুল । আেডন অাংশগ্রেপন অেীকৃডত জানাপত োপরন অথবা গপবষনা
িলা ালীন রর্ র ান সময় গপবষনা রথপ আেডন ডনপজপ প্রতযাোর পর ডনপত োপরন। তাপত আেনার ডিড তসার র ান
তারতম্য েপবনা। এই ফরম োক্ষর রপল আেনার আইঙ্গত র ান অডধ ার খব য েপবনা।
cÖkœvejx
র্ডে আেনার র ান প্রশ্ন থাপ তপব েয়া পর ডজজ্ঞাসা রুন। আমরা তার উত্তর প্রোন রার র্থাসাধ্য রিষ্টা রপবা।
র্ডে ভডবষ্যপত আেনার অডতডরি র ান প্রশ্ম থাএ তােপল গপবষণারত িািাপরর সাপথ রর্াগাপর্াগ রপত োরপবন।
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সম্মডতর েী াপরাডি
আডম গপবষনায় ডনপয়াডজত ডিড তস িাাঃ মুোম্মে সাপয়দুল আপরডফপনর আপথ আপলািনা ডনপয় সপন্তাষ প্র াশ রডে।
আডম বুপেডে রর্ গপবষণায় অাংশগ্রেন সম্পুণ য োধীন। রর্প ান সময় র ান বাধ্য-বাধ তা োড়াই আডম ডনপজপ গপবষণায়
অাংশগ্রেণ রথপ ডবরত রাখপত োরব। আডম উেপরাি শতয েপড় রেপখডে/শুনাপনা েপয়পে। আডম রেচ্ছায় এই গপবষণায়
অাংশ ডনপত সম্মডত প্রোন রডে।

M‡el‡Ki ¯^vÿi

AskMÖnbKvix ¯^vÿi

১ে ¯^vÿxi ¯^vÿi

bvg :

bvg :

bvg:

bvg:

ZvwiL :

ZvwiL :

ZvwiL :

ZvwiL :
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২ে ¯^vÿxi ¯^vÿi

APPENDIX-IV

Translation and Validation of Enhanced Asian Rome 3
Questionnaires (EAR3-Q) in Bengali Language for Diagnosis
of Functional Gastrointestinal Disorders.
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Referred by
Qualification of referring doctor

Final reconciled
Reb 2012

ZvwiLt .................../............ .../................
w`b
gvm
eQi
1| bvg t

cwiwPwZ bs..................

2| eqm t

3| wj½t 1. cyiæl

2. gwnjv

4| †K›`ª t .............................
5| kvixwiK †ivM wPwýZKiY ZvwjKv
ZvwjKv

nu¨v

wec`RbK jÿY mg~n
-†ivMxi eqm 45 eQi/Gi †ewk
-cvqLvbv mv‡_ i³/Kv‡jv AvjKvZivi gZ cvqLvbv
- Awb”QvK…Z IRb K‡g hvIqv
-ivwÎ Kvjxb DcmM©
- R¡i
- †c‡U PvKv
- †c‡U Rj
- es‡k cwicvKZ‡š¿i K¨vÝvi BwZnvm
- i³ k~b¨Zv

A¯^vfvweK j¨ve‡eUix cixÿv
-i³ k~b¨Zv
- †k¦Z KwbKvi AvwaK¨
- †ekx B, Gm,Avi/wm,Avi,wc
- A¯^vfvweK eøvW †Kwgw÷ª
-g‡j A`„k¨gvb i‡³i Dcw¯’wZ
B‡gwRs A¯^vfvweKZv
-M¨v‡÷ªv‡¯‹vwc/e¨vwiqvg wgj
- †Kv‡jv‡bv‡¯‹vwc/wmMgq‡Wv‡¯‹vwc/e¨vwiqvg G‡bgv
-AvjUªvmvDÛ/wmwU ¯‹¨vb/Gg.Avi.AvB
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we¯ÍvwiZ

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

6| mvavib fv‡e Avcbvi kvwiixK Ae¯’v †Kgb?
 5 PgrKvi
 4 Lye fvj
 3 fvj
 2 †gvUvgywU
 1 Lvivc
7| †Kvb mgm¨vwU Avcbvi Kv‡Q me‡P‡q A¯^wZ¡iKi?
 †c‡U e¨_v
 †c‡U A¯^w¯Í
 †cU dz‡j †du‡c hvIqv
 cvqLvbv cwi®‹vi bv nIqv
 Lvevi AiæwP
 nR‡g mgm¨v
 eyK R¡vjv
 Pvc w`‡q cvqLvbv Kiv
 gj Z¨v‡Mi Rb¨ A¯^vfvweK †eM
8| Avcwb wK eZ©gv‡b †Kvb cwiPvcKZ‡š¿i Dcm‡M© fzM‡Qb?
 nu¨v
 bv
9| eZ©gvb cwicvKZ‡š¿i DcmM©¸‡jv KZ w`‡bi
................gvm|
10| Avcwb KZ w`b a‡i cwicvKZ‡š¿i Dcm‡M© fzM‡Qb?
 KL‡bv bq
 3 gv‡mi Kg mg‡q
 3 †_‡K 6 gv‡mi g‡`¨
 6 gv‡mi †ewk
1| MZ wZb gv‡m KZ Nb Nb
Avcwb Mjvi PvKv, fiv fiv, jvMv
ev Mjvq wKQz AvU‡K _vKv Abyfe
K‡i‡Qb

0. KLbI bq 
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. g‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
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mivmwi 4bs cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

2| GB AbyfzwZ wK 6gvm ev Zvi †ewk mg‡qi

0. bv
1. nu¨v

3| GB Abyf~wZ wK `ywU Avnv‡ii gvSLv‡b N‡U? (hLb Avcwb
Lv‡”Qb bv)

0. bv
1. nu¨v

K) Avnv‡ii mv‡_ GB Abyf~wZi †Kvb m¤úK© Av‡Q wK?

0. bv
1. Lvevi Av‡M
2. Lvevi mgq
3. Lvev‡ii c‡i

L) GB Abyf~wZ mvavibZ KZUv Zxeª wQj ?

1. Lye nvjKv
2. nvjKv
3. gvSvgvwS
4. Zxeª
5. Lye Zxeª

4| Lvevi A_ev cvb Kivi mgq wK wMj‡Z e¨_v jv‡M?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

K) Lvevi A_ev cvb Kivi mgq wMj‡Z †Kvb Amyweav Abyf~Z †h
wK bv?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

5| MZ wZb gv‡m ey‡Ki gvSLv‡b e¨_v wK 6 gvm ev Zvi †P‡q
†ewk mgq evi Av‡Q

0. KLbI bq/K`vwPs 
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. bv
1. nu¨v

6| Avcbvi GB ey‡K e¨_v wK 6 gvm ev Zvi †P‡q †ewk mgq
Av‡Q?
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mivmwi 8bs cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

7| hLb ey‡K e¨_v nh KZ Nb Nb Zv R¡vjv †cvovi gZ
Abyf~Z nq?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

8| MZ wZb gv‡m KZ Nb Nb eyK R¡vjv n‡qwQj? (ey‡K
R¡vjvgq A¯^w¯Í ev R¡vjvgq e¨v_v)

0. KLbI bq/K`vwPs 
1. gv‡m GKw`b
2. gv‡m 2-3 w`b
3. mßv‡n GKw`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

9| GB eyK R¡vjv wK 6 gvm ev Zvi †ewk mgq a‡i Av‡Q?

0. bv
1. nu¨v

10| MZ wZb gv‡m KZ Nb Nb Lvevi ev Zij wMjvi mgq
AvU‡K †M‡Q axi MwZ‡Z eyK w`‡q †b‡g †M‡Q|

0. KLbI bq/K`vwPs 
1. gv‡m GKw`b
2. gv‡m 2-3 w`b
3. mßv‡n GKw`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

11| Lvevi AvU‡K hvIqvi GB jÿY wK eyK R¡vjvi mv‡_
RwoZ wQj?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. †ewki fvM mgq
4. me mgq
5. DËi †`Iqv KwVb

12| MZ wZb gvm KZ Nb Nb wbqwgZ cwigvb Lvev‡ii ci
A¯^w¯ÍKi fiv fve Abyfe K‡i‡Qb|

0. KLbI bq/K`vwPs 
1. gv‡m GKw`b
2. gv‡m 2-3 w`b
3. mßv‡n GKw`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
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mivmwi 10bs cÖ‡kœ hvb

mivmwi 12 bs cÖ‡kœ hvb

mivmwi 14bs cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

13| GB A¯^w¯ÍKi fiv AbyfzwZ wK Qq gvm ev Zvi AwaK mgq
a‡i Av‡Q?

0. bv
1. nu¨v

K) GB †cU fiv fve wK Avnv‡ii cwigv‡bi mv‡_ m¤úwK©Z ?

0. bv
1. cÖvZ¨wnK Lvevi
2. †ewk cwigv‡b Lvevi
3. Kg cwigv‡b Lvevi
1. †c‡Ui Dc‡ii w`‡K
2. Zj †c‡U
3. bvfxi Pvi cv‡k
4. mviv †cURy‡o
5. ey‡K

L) mvavibZ: †c‡Ui †Kv_vq GB †cU fiv fve AbyfyZ nq?
(Wvb cv‡ki wP‡Î wb‡`©k Kiæb)

M) GB †cU fiv AbyfzwZ wKfv‡e me‡P‡q jNe nq?

1. cvqLvbv K‡i
2. evhy †ei K‡i
3. `y‡Uv‡ZB
4. †Kvb fv‡eB bq
5. †XKzi Zz‡j

N) MZ wZb gvm Avcwb KZ Nb Nb †c‡U fiv jÿbwU Abyfe
K‡i‡Qb?

0. KLb bq 
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

O) GB †cU fiv fve wK Qq gvm ev Zvi †ewk mgq a‡i Av‡Q?

0. bv
1. nu¨v

P) Avcbvi †cU fiv Abyf~wZi ZxeªZv‡K wKfv‡e msÁvwqZ
Ki‡eb?

0. LyeB g„`y
1. g„`y
2. gvSvix
3. Zxeª
4. AwZ Zxeª

Q) †c‡U fiv Abyf~wZi mgq wK Avcbv‡K †`Š‡o cvqLvbvq †h‡Z
nq?

0. bv
1. nu¨v

ZvwiL t ............./ ................/ ........

mivmwi 16 bs
cÖ‡kœ hvb

cwiwPwZ bs..................
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w`b

gvm

eQi

14| MZ wZb gv‡m Avcwb KZevi ¯^vfvweK Lvevi †kl Ki‡Z
cv‡iwb?

15| Avcbvi GB ¯^vfvweK cwigvb Lvevi †L‡Z bv cviv wK Qq
gvm ev Zvi AwaK mg‡q a‡i Av‡Q? (Avcwb wK MZ Qq gvm ev
Zvi AwaK mgq a‡i ¯^vfvweK cwigvb Lvevi †kl Ki‡Z cvi‡Qb
bv)
16| MZ wZb gv‡m KZ Nb Nb Avcwb †c‡Ui gvSLv‡b ev bvwfi
Dc‡i wKš‘ ey‡K bq, e¨v_v ev R¡vjv Abyfez K‡i‡QY
(Wvb cv‡ki wP‡Î wb‡`©k Kiæb)

K) Avcwb Abyfze K‡i‡Qb
17| Avcbvi GB e¨v_v ev R¡vjv wK Qq gvm ev Zvi AwaK mgq
a‡i Av‡Q?
18| GB †cU fiv fve wK Qq gvm ev Zvi †ewk mgq a‡i Av‡Q?

19| mvavibZ Avcbvi †c‡Ui gvSLv‡b/bvfxi Dc‡i GB e¨v_v ev
R¡vjvi ZxeªZv †Kgb wQj?
(Wvb cv‡ki wP‡Î wb‡`„k Kiæb)
20| GB e¨v_v ev R¡vjv wK Avnv‡ii mv‡_ cwiewZ©Z nq?

21| GB R¡vjv ev e¨v_v wK G›UvwmW MÖnY Dckg nq?

0. KLb bq 
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
0. bv
1. nu¨v

mivmwi 16
bs cÖ‡kœi

0. KLb bq 
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
1. ïay e¨v_v
2. ïay R¡vjvv
3. e¨v_v I R¡vjv
0. bv
1. nu¨v

mivmwi 25
bs cÖ‡kœi

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

0. LyeB g„`y
1. g„`y
2. gvSvix
3. Zxeª
4. AwZ Zxeª
1. Lvev‡ii ci cwieZ©b nq
bv|
2. Lvevi ci e¨v_v †e‡o hvq
3. Lvevi ci e¨v_v K‡g hvq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
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ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

22| GB e¨v_v ev R¡vjv cvqLvbv n‡j ev evqy wbM©Z n‡j mvavibZ
wK K‡g †hZ ev fvj n‡q †hZ?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

K) gj Z¨vM ev evqy Z¨v‡Mi ci G e¨_v ev R¡vjv K‡g Av‡m?

0. bv
1. gjZ¨‡Mi ci
2. evqy Z¨v‡Mi ci
3. DfqB
0. bv
1. nu¨v

L) gjZ¨vM ev evqy Z¨v‡Mi ci G e¨_v ev R¡vj †e‡o hvq?
23| hLb e¨v_v ev R¡vjv ïiæ nq ZLb mvavibZ gj Z¨v‡Mi
msLªvi †Kvb cwieZ©b nq wK? (Kg ev †ewk)

24| GB e¨_v ev R¡vjvi mv‡Z gj wK AwaK big ev KwVbZi nq?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

25| MZ wZb gv‡m Avcwb KZ Nb Nb weiw³Ki ewg fve Abyfe
K‡i‡Qb?

0. KLbI bq 
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

26| GB ewg fve wK 6gv‡mi †ewk mgq c~‡e© ïiæ n‡qwQj?

0. bv
1. nu¨v

27| MZ wZb gv‡m Avcwb KZ Nb Nb ewg K‡i‡Qb?

0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

28| Avcbvi GB ewg wK Qq gvm ev Zvi AwaK mgq a‡i Av‡Q?

0. bv
1. nu¨v

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

mivmwi 25
bs cÖ‡kœi

mivmwi
27bs cÖ‡kœ
gvb

cwiwPwZ bs..................
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29| Avcwb wK wbR †Póvq ewg Ki‡Qb?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

30| Avcbvi MZ eQ‡i wK Avjv`fv‡e wKQz w`‡bi Rb¨ ewg n‡q
n‡q hvevi eÜ n‡q †M‡Q?

0. KLbI bq/K`vwPs 
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

31| MZ eQ‡i AšÍZ: wZb evi GiKg n‡qwQj?

0. bv
1. nu¨v

32| MZ wZb gv‡m KZ Nb Nb Avcbvi gy‡Li g‡a¨ Lvevi D‡V
AvmZ?

0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

33| GB mgm¨v (Lvevi gy‡Li g‡a¨ D‡V Avmv) wK Qq gvm ev
AwaK mgq a‡i Av‡Q|
34| gy‡L D‡V Avmv Lvevi wM‡j †djv ev †d‡j †`qvi Av‡M g‡L
wKQzÿb _vKZ wKbv?

0. bv
1. nu¨v

35| Lvevi gy‡L D‡V Avmvi Av‡M IqvK Zz‡j‡Zb wKbv?

36| Lvevi gy‡L D‡V Avm‡j KZ Nb Nb ewg Ki‡Zb ev †c‡U
Amy¯’ †eva nZ?

37| hLb Lvevi UK ev A¤^vj¯^v`hy³ n‡q †hZ ZLb wK gy‡Li
g‡a¨ D‡V Avmv eÜ n‡q †hZ?
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

mivmwi
32bs cÖ‡kœ
gvb

ZvwiL t ............./ ................/ ........
w`b

gvm

cwiwPwZ bs..................

eQi

38| MZ wZb gv‡m Avcbvi KZ Nb Nb Kó`vqK †WKzi n‡q‡Q?

39| GB weiw³i †XKzi wK Qq gv‡m Av‡M ïiæ n‡qwQj?
K) Lvev‡iimv‡_ GB †XKz‡ii wKiƒc m¤úK© wQj?

L) mvavibZ GB †XKz‡ii ZxeªZv wKiƒc wQj?

M) GB †XKzi GKUz fvj nZ wKfv‡e
N) GB †XKz‡ii mv‡_ GKB mg‡q Avi wK n‡Zv?

O) †XKzi wK cy‡ivcywi K‡g hvq

40| MZ wZb gv‡m KZ Nb Nb Avcbvi †c‡Ui †h †Kvb ¯’v‡b
A¯^w¯Í ev e¨_v n‡qwQj? (Wvb cv‡ki wP‡Î wb‡`©k Kiæb)
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0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m-2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
0. bv
1. nu¨v
0. †Kvb m¤úK© bvB
1. Lvev‡ii Av‡M
2. Lvev‡ii mgq
3. Lvev‡ii c‡i
1. LyeB g„`y
2. g„`y
3. gvSvix
4.Zxeª
5. AwZ Zxeª
1. gjZ¨v‡Mi ci
2. evqy Z¨v‡Mi ci
3. Lvev‡ii ci
1. †cU duvcv
2. †c‡U e¨v_v
3. eyK R¡vjv
4. gy‡L Lvevi D‡V Avmv
5. Zij gy‡L D‡V Avmv
1. Avnv‡ii ci
2. wc wc AvB Jla †me‡bi
ci
3. evqy Z¨v‡Mi ci
4. gjZ¨v‡Mi ci
0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b

mivmwi
51bs cÖ‡kœ
hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

41| Avcbvi wK ïagvÎ e¨v_v wQj (A¯^w¯Í ev e¨v_v I A¯^w¯Íi wgkªY
bq) ?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

K) Avcbvi wK?

1. ïay e¨v_v
2. ïay A¯^w¯Í
3. e¨v_v Ges A¯^w¯Í
0. bv
1. nu¨v
2. cÖ‡hvR¨ bq, †Kbbv gvwmK eÜ
A_ev Avwg GKRb cyiæl

42| gwnjv‡`i Rb¨ G A¯^w¯Í ev e¨_v wK ïaygvÎ gvwmK PjKvjxb
mg‡q n‡Zv, Ab¨ mg‡q bq?
43| hLb e¨v_¨v n‡Zv ZLb Avcbvi ˆ`bw›`b KvRKg© wK iKg
e¨vNvZ ev wfMœ NUZ? (†hgb M„n¯’vjx KvR, mvgvwRK Avbyôvbw`)

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

44| GB A¯^w¯Í ev e¨_v wK 6 gvm ev Zvi AwaK mgq a‡i Av‡Q?

0. bv
1. nu¨v

45| gj Z¨v‡Mi ci GB A¯^w¯Í ev e¨v_v fv‡jv n‡q‡Q ev †_‡g
†M‡Q, GiKg KZ evi n‡q‡Q

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

K) gjZ¨v‡Mi ci Avcbvi GB A¯^w¯Í ev e¨v_v KZUv KgZ?

46| hLb GB A¯^w¯Í ev e¨v_v ïiæ nZ ZLb wK Avcbvi evi evi
cvqLvbvi †eM n‡Zv|
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ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

47| hLb GB A¯^w¯Í ev e¨_v ïiæ nZ ZLb wK Avcbvi cvqLvbvi
gvÎv K‡g †hZ?

48| hLb A¯^w¯Í ev e¨v_v nZ ZLb wK Avcbvi cvqLvbv big n‡Zv?

49| hLb GB A¯^w¯Í ev e¨_v ïiæ n‡Zv, ZLb Avcbvi cvqLvbv wK
k³ n‡Zv?

50| KZ Nb Nb Avcbvi GB e¨_v ev A¯^w¯Í bovPov ev kix‡i
Ae¯’vb cwieZ©‡bi Øviv K‡g †hZ?

51| MZ wZb gv‡m KZ Nb Nb Avcbvi mßv‡n wZb ev‡ii Kg
(02) cvqLvbv n‡q‡Q?

52| MZ wZb gv‡m KZ Nb Nb Avcbvi k³ ev ewo ewo cvqLvbv
n‡q‡Q?

53| MZ wZb gv‡m KZ Nb Nb Avcbv‡K †Kvr w`‡q cvqLvbv Ki‡Z
n‡q‡Q?

54| MZ wZb gv‡m KZ Nb Nb cvqLvbv Kivi ci Avcbvi g‡b
n‡q‡Q cvqLvbv cwi®‹vi nqwb|
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

55| MZ wZb gv‡m KZ Nb Nb gj Z¨v‡Mi mgq gj †ei n‡”Q bv
(AvU‡K †M‡Q) Giƒc AbyZ’Z n‡q‡Q?

K) Avcbvi gj Z¨v‡M K‡ói KviY wK g‡b nq

L) Avcbvi gjZ¨v‡M Kó n‡Zv KviY?
56| MZ wZb gv‡m KZ Nb Nb gjZ¨vM cy‡ivcywi m¤úbœ Kivi Rb¨
gjØv‡i ev Gi Pvicv‡k Pvc w`‡Z n‡qwQj ev gj †ei Ki‡Z
n‡qwQj?
K) MZ wZb gv‡m ej †ei Kivi Rb¨ bx‡Pi †KvbwU Ki‡Z n‡h‡Qj?
i) Av½yj cÖ‡ek Kiv‡bv
ii) Rj w`‡q †aŠZ Kiv
iii) mv‡cvwRUix cÖ‡ek Kiv‡bv?
iv) Wzm †`Iqv
57| MZ wZb gv‡m KZ Nb Nb gjZ¨v‡Mi mgq `gj Abvq‡m †ei
Ki‡Z Avcbvi Kó n‡q‡Q?

58| 51-57 bs cÖ‡kœ D‡jøwLZ †KvôKvwV‡b¨i †Kvb jÿb wK Qq
gvm Av‡MB ïiæ n‡qwQj?

ZvwiL t ............./ ................/ ........

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
1. AwZ eo
2. AwZ cvZjv
3. AwZ k³
4. AwZ ïK‡bv
5. Dc‡ii †KvbUvB bq|
1. gjZ¨v‡Mi B‡”Q nZ bv
2. `~e©j Pvc cÖ‡qvM
3. Pvc w`‡j Zv AvU‡K †hZ
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. bv
1. nu¨v
0. bv
1. nu¨v
0. bv
1. nu¨v
0. bv
1. nu¨v
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. bv
1. nu¨v

cwiwPwZ bs..................
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w`b

gvm

eQi

59| MZ wZb gv‡m KZ Nb Nb Avcwb w`‡b 4 ev
Z‡ZvwaK evi cvqLvbv K‡i‡Qb?

60| MZ wZb gv‡m KZ Nb Nb Avcb Zij ev cvZjv
cvqLvbv K‡i‡Qb?

61| MZ wZb gv‡m Avcbvi PZz_©vsk gj wK Zij ev
cvZjv wQj?
K) Avcbvi gjZ¨v‡Mi vf¨vm m¤ú‡K© Avcbvi AwfgZ wK?

L) cÖwZ mßv‡n Avcbvi gjZ¨v‡Mi Mo msL¨v KZ?
M) Avcbvi g‡ji aib wba©vib Kiæb
I) hLb Avcwb fvj _v‡Kb
II) †KvôKvwVb¨ n‡j
III) Wvqwiqv n‡j
IV) †ewki fvM mgq
V) me‡P‡q Lvivc Ae¯’vq
* cv‡ki Qwei mv‡_ wgwj‡q wbw`©ó ¯’v‡b Dchy³ msL¨v
wjLyb
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
5. DËi †`Iqv Kómva¨
0. KLbI bq/K`vwPs

1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. bv
1. nu¨v
2. wm×všÍ †bqv KwVb
1. k³ KwVb
2. Zij cvZjv
3. KLbI KwVb Ges
KLbI cvZjv
4. Dc‡ii †KvbUvB bv
cÖwZ mßv‡n -----evi
we.Gm.Gm bs
I)
II)
III)
IV)
V)

mivmwi
62bs
cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

62| MZ wZb gv‡m KZ Nb Nb gj Z¨v‡Mi Rb¨ Avcbv‡K
†`Š‡o Uq‡j‡U †h‡Z n‡qwQj?

K) G iKg KLb n‡Zv?

L) Gi ZxeªZv Avcwb wKfv‡e wba©vib K‡ib?

63| Avcbvi Nb Nb Zij, ¸wU¸wU ev R‡ji gZ cvqLvbv
wK 6 gvm Av‡M ïiæ n‡qwQj?
64| MZ wZb g‡m KZ Nb Nb Avcbvi g‡i wcwQ&Pj Avg
wQj?

65| MZ wZb gv‡m KZ Nb Nb Avcbvi †cU fiv ev
†dvjv g‡b n‡Zv? (Wvb cv‡ki wPÎ wb‡`©k K‡ib)

66| Avcbvi †cU †dvjv DcmM© wK Qq gvm Av‡M †_‡K
ïiæ n‡qwQj?
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
1. Lvev‡ii ci
2. hLb †cU fiv Abyfe
nq
3. hLb Avcbvi Dc‡ii
†c‡U e¨v_v nq
4. hLb Avcwb wPwšÍZ ev
Pvchy³ _v‡Kb
1. AwZ g„`y
2. g„`y
3. gvSvix
4. Zxeª
5. AwZ Zxeª
0. bv
1. nu¨v
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi
†ewk
6. cÖwZw`b
0. bv
1. nu¨v

mivmwi
67bs
cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

67| MZ Qq gv‡m KZ Nb Nb Avcwb †c‡Ui gvSLv‡b A_ev
Wvbw`‡K GKwU ¯’vqx e¨v_v Abyfe K‡i‡Qb?
(Wvb cv‡ki wP‡Î wb‡`©k Kiæb)

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

68| GB e¨A_v wK 30 wgwbU ev Zvi AwaK mgq ¯’vqx nq?

0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. bv
1. nu¨v
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

69| GB e¨v_v wK ax‡i ax‡i †e‡o ¯’vqx Zxeª AvKvi avib
KiZ?

70| e¨v_vi AvµvšÍ nIqvi gv‡Si mg‡q wK Zv cy‡ivcywi †m‡i
†hZ|

71| GB e¨v_vi Kvi‡b wK Avcbvi ˆ`bw›`b KvRKg© e¨vnZ
n‡q‡Q A_ev Avcwb Riæwifv‡e wPwKrmK Riæwi wefv‡M †h‡Z
evav n‡q‡Qb?
72| Avcbvi wcË_wj wK Acvmvib Kiv n‡q‡Q
73| Avcbvi wcË_wj Acmvi‡bi ci KZ Nb Nb Avcwb G
e¨_v Abyfe K‡i‡Qb

74| Avcwb wK †cU dvnv‡Z †fv‡Mb
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mivmwi
72bs
cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

75| Avcbvi wK µvgMZ evqy wbtmi‡bi mgm¨v nq?

76| MZ wZb gv‡m KZ Nb Nb Avcwb AvKw¯§Kfv‡e
Zij ev k³ gj wbM©Z K‡i‡Qb?

77| MZ wZb gv‡m hLb AvKw¯§K fv‡e Zij ev k³
gj wbM©Z n‡qwQj, Gi cwigvb KZUzKz wQj?
78| MZ eQ‡i hLb GB AvKw¯§K gj wbM©Z n‡qwQj,
Zv wKiƒc wQj?
79| MZ wZb gv‡m KZ Nb Nb Avcwb gvjØvi ev
gjvk‡q e¨_v ev Pvc Abyfe K‡i‡Qb hLb Avcwb
gjZ¨vM KiwQ‡jb bv?

80| GB hš¿bv, e¨v_v ev Pvc KZÿb _vKZ?

81| Avcbvi gvjØvi ev gjvk‡q e¨v_v n‡j Zv wK
GKB w`‡b cy‡ivcywi †m‡i †hZ?
82| gjØvi ev gjvk‡qi hš¿bv ev Pvc wK 6 gv‡ci
Av‡M ïiæ n‡qwQj?
83| MZ wZb gv‡m KZ NY Nb Avcbvi Mjvi ¯^i
†f‡½ w`‡qwQj ev Mivi ¯^‡ii AebwZ n‡qwQj
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
1. Aí cwigvb (ïay Kvc‡o `vM)
2. gvSvix cwigvb (Kvc‡o `vM †_‡K)
†ewk wKš‘ c~b© gjZ¨vM bq)
3. A‡bK cwigvb (c~Y© gjZ¨vM0
1. ïay Zij/Avg
2. ïay gj
3. Zij/Avg Ges gj DfqB
0. KLbI bq
1. gv‡m GKw`‡bi Kg
2. gv‡m GKw`b
3. gv‡m 2-3 w`b
4. mßv‡n GKw`b
5. mßv‡n GKw`‡bi †ewk
6. cÖwZw`b
1| K‡qK †m‡KÛ †_‡K 20 wgwbU ch©šÍ
Ges cy‡ivcywi †m‡i hvq
2. 20 wgwb‡Ui †ewk mgq †_‡K K‡qKw`b
ev AviI †ewk mgq
0. bv
1. nu¨v
0. bv
1. nu¨v
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

mivmwi
67bs
cÖ‡kœ hvb

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

84| MZ wZb gv‡m KZ Nb Nb Avcwb GKbvMv‡o ev
µvgebwZg~jK fv‡e Nv‡o ev Mjvq e¨_v Abyfe K‡iwQ‡jb?

85| MZ wZb gv‡m KZ Nb Nb Avcwb cwikª‡gi Kvi‡b ev
ü`‡ivM msµvšÍ ey‡K e¨_v Abyfe K‡i‡Qb?

86| MZ wZb gv‡m KZ Nb Nb Avcbvi wMj‡Z Amyweav n‡qwQj?
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0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq
0. KLbI bq/K`vwPs
1. KL‡bv KL‡bv
2. cÖvqB
3. AwaKvsk mgq
4. me mgq

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

87| MZ wZb g‡m Avcwb wb‡Pi †KvbwU †L‡j‡Qb?
K) GBP.AviG
 nu¨v  bv
L) wc wc AvB
 nu¨v  bv
M) †cÖvKvB‡bvwUK
 nu¨v  bv
N) dvBevi mvwcø‡g›U
 nu¨v  bv
O) †cÖvev‡qvwUK
 nu¨v  bv
P) j¨v‡·wUf
 nu¨v  bv
Q) A¨vw›U ¯úvm‡gvwUK
 nu¨v  bv
R) cÖPwjZ Jla
 nu¨v  bv
88| wPwKrmvq Avcbvi DcmM© K‡g‡Q wK?
 DbœwZ n‡h‡Q  †Kvb cwieZ©b nqwb  AebwZ n‡q‡Q
89| Avcwb wK G ch„šÍ Avcbvi wPwKrmvi mš‘ó?
 nu¨v
 bv KviY h‡_ó cixÿv wbixÿv nqwb
 bv KviY h‡_ó Jla cvBwb|
90| Avcbvi eZ©gvb wPwKrmv wb‡q Avcbvi Am‡šÍv‡li cÖavb wZbwU KviY wPwýZ Kiæb
gjZ¨v‡Mi Af¨v‡mi DbœwZ bv nIqv
...............................................
Avkvbyiƒc djvdj bv cvIqv
...............................................
Lye GKUv `ªæZ KvR Ki‡Q bv
...............................................
A‡bK ¸‡jv jÿ‡bi AKvh©Ki cÖkgb
...............................................
e¨env‡ii mnRmva¨Zv
...............................................
†cU dzjv fve Kgv‡Z AKvh©KvwiZv
...............................................
AbvKvw•LZ cvk¦© cÖwZwµqv
...............................................
wPwKrmvi e¨q
...............................................

106

ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

91| wb‡Pi DcmM©¸‡jv Avcbvi ˆ`bw›`b Rxe‡bi gvb‡K KZUv wewNœZ K‡i‡Q?
†gv‡UB bv
Aí
GKUz

†ek

A‡bK
†ekx

eyK R¡vjv
†XKzi
†c‡U M¨vm †ewk
†cU dzjv jvMv
†cU fiv jvMv
Avnv‡ii mv‡_
m¤úwK©Z DcmM©
mg~n
†c‡U A¯^w¯Í
†c‡U e¨v_v
Nb Nb ev †`wi‡Z
cvqLvbv nIqv
cvqLvbv Kivi ci
cvqLvbv cwi®‹vi
Kiv nqwb Ggb
g‡b nIqv
KwVb/big Nb‡Z¡i
cvqLvbv
†Kvr w`‡q
cvqLvbv/cvqLvbvi
†eM
92| Avcwb hw` Avcbvi Dcm‡M©i e¨vcv‡i Z_¨ Rvb‡Z Pvb †Kvb Drm/e¨w³ Avcbv‡K me©vwaK cÖvmw½K Z_ª w`‡Z cv‡i?
`hv K‡i µgvbylv‡i cÖ_g 5wU ejyb| (1-5 ch©šÍ, 1 me‡P‡q Dc‡hvMx)
cwicvKZš¿ we‡klÁ
........................................................
mvavib wPwKrmK
........................................................
Jlawe`
........................................................
B›Uviwbó
........................................................
†mweKv
........................................................
Ab¨ †ivMx
........................................................
eÜz, mnKgx©, cwiev‡ii Ab¨ m`m¨
........................................................
†ivMx‡`i msMVb
........................................................
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ZvwiL t ............./ ................/ ........
w`b
gvm
eQi

cwiwPwZ bs..................

eBcÎ
........................................................
†Uwjwfkb
........................................................
msev`cÎ
........................................................
93| Avcbvi GB Dcm‡M©i Rb¨ †Kvb ai‡bi †ckv`vi ¯^v¯’¨‡me‡Ki civgk© wb‡q‡Qb? Avcwb GKvwaK‡K g‡bvbxZ Ki‡Z
cv‡ib|
K) mvavib wPwKrmK
L) Jla we‡klÁ
M) cwicvKZš¿ we‡klÁ
N) Ab¨ we‡klÁ (eva¨K©RwbZ †ivM we‡klÁ, ¯¿x †ivM we‡klÁ BZ¨vw`) AbyMÖn c~e©K ejyb...............
O) wfbœ avivi wPwKrmK (PvBwbR wPwKrmv, †nvwgIc¨vw_)
P) †mweKv
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