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Gastrointestinal
Proton pump inhibitor
Helicobacter pylori
Health Protection Agency
Medicines and Healthcare products Regulatory Agency
Replacement of normal distal squamous epithelial lining of
the oesophagus by metaplastic columnar epithelium
Small tumours (gastrinoma) in the pancreas or upper small
intestine that produce gastrin, that leads to increased
production of stomach acid.
Gastro-oesophageal reflux disease
Histamine-2 receptor antagonist
Number needed to treat
Non-steroidal anti-inflammatory drugs
Standard operating procedure

Successful completion of the assessment questions at the end of this issue will provide you with 2 hours
towards your CPD/CME requirements.
Further copies of this and any other edition in the COMPASS Therapeutic Notes series, including relevant
CPD/CME assessment questions, can be found at:
● www.medicinesni.com or
● www.hscbusiness.hscni.net/services/2163.htm
GPs can complete the multiple choice questions on-line and print off their CPD/CME certificate at
www.medicinesni.com
Pharmacists should enter their MCQ answers at www.nicpld.org
Dyspepsia
The British Society of Gastroenterology (BSG) defines dyspepsia as a group of symptoms that alert doctors to consider
disease of the upper GI tract, and states that dyspepsia itself is not a diagnosis. Symptoms are typically present for at
least four weeks and include upper abdominal pain or discomfort, heartburn, gastric reflux, nausea or vomiting.1,2
The pathophysiology of dyspepsia depends on the underlying disease.21 The most common causes of dyspepsia are
gastro-oesophageal reflux disease (GORD), peptic ulcer disease and functional dyspepsia.4 These will be discussed in
this COMPASS Therapeutic Note.

Uninvestigated Dyspepsia
What is uninvestigated dyspepsia?
Uninvestigated dyspepsia refers to any symptoms of
dyspepsia in a patient who has not received an
endoscopy.

appropriate, and by returning to self- treatment with
antacid and/or alginate therapy.1

What is appropriate care for a patient with
dyspeptic symptoms?
Given the complex interplay of causes, no single
treatment approach provides consistent relief of
dyspepsia symptoms. For the vast majority of patients,
appropriate care means the management of symptoms
with lifestyle advice and medication. For many patients,
self-treatment with antacid and/or alginate therapy
(either prescribed or purchased over-the-counter
(OTC)) and taken "as required" may continue to be
appropriate for immediate symptom relief. However,
additional therapy is appropriate to manage symptoms
that persistently affect a patient's quality of life.1 Even
patients requiring long-term management of dyspepsia
symptoms should be encouraged to reduce their use of
prescribed medication stepwise; by using the lowest
effective dose, by trying as-required use when

The role of the community pharmacist
Community pharmacists often provide the first point of
contact for dyspepsia sufferers and can offer initial and
ongoing help for people suffering from symptoms of
dyspepsia.1 This includes lifestyle changes, using OTC
medication; help with prescribed drugs and advice
about when to consult their GP.
Lifestyle advice
Patients presenting with symptoms of dyspepsia
should be offered simple lifestyle advice, including
advice on healthy eating, weight reduction and
smoking cessation.1 Identified precipitants of symptoms
should be avoided. Common precipitants include
smoking, alcohol, coffee, chocolate and fatty foods.1
For patients with reflux symptoms, raising the head of
the bed by 4 to 8 inches (by placing sturdy objects,
such as wood, bricks, or concrete blocks, under it) and
having a main meal 3 to 4 hours before going to bed
may help.1,5 Additional pillows should not be used as a
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means to raise the head of the bed as this will only
serve to compress the stomach.1,5
There can be an association between anxiety and
dyspepsia symptoms. Therefore, discuss stress and
anxiety levels and encourage relaxation strategies.5
Psychological therapies, e.g. cognitive behavioural
therapy and psychotherapy, may improve symptoms in
some individuals, at least in the short term.1
Medicines that can cause dyspepsia
Medicines should be reviewed for possible causes of
dyspepsia.1 TABLE ONE lists some medicines known
to cause dyspepsia symptoms. If possible, medicines
thought to be causing dyspepsia symptoms should be
stopped. Where this is not clinically possible, gastroprotection with a PPI should be offered.8
TABLE ONE: Medicines that can cause dyspepsia
symptoms1,8 (list not exhaustive)

NSAIDs

Aspirin (including 75mg)

Calcium antagonists

Nitrates

Theophyllines

Bisphosphonates

Corticosteroids

Iron

Antibiotics

Slow release potassium

Anticholinergic drugs (e.g. tricyclic
antidepressants, drugs for urinary
incontinence)

Selective serotonin reuptake inhibitors
(SSRIs)

What role for histamine receptor antagonists
(H2RAs) in uninvestigated dyspepsia?
PPIs are more effective in reducing dyspeptic
symptoms than H2RAs in trials of patients with
uninvestigated dyspepsia. However individual patients
may respond to H2RA therapy.1
When to consider an endoscopy?
Endoscopy may be the only way to accurately
determine the underlying cause of dyspepsia.
However, it is not cost-effective to perform endoscopy
in every patient, it places patients at a small risk of
complication from the procedure, 21 and it is possible
with a good clinical history to diagnose both GORD
and functional dyspepsia without endoscopy in
younger patients.8
In patients aged less than 55 years, endoscopic
investigation of dyspepsia is not necessary in the
absence of alarm symptoms.9 The chance of a
dyspeptic patient under the age of 55 having gastric
cancer is one in a million.30 The harms of endoscopic
surveillance may outweigh the benefits in people who
are at low risk of progression to cancer.1 It should
therefore be considered how endoscopy may change
the patient’s care management (if at all), especially in
younger patients.



Differential diagnosis
Other causes of epigastric pain should be considered,
principally biliary and cardiac disease. Dyspepsiarelated symptoms can be caused by:

Cholelithiasis / cholecystitis

Pancreatitis / pancreatic cancer

Hepatobiliary disorders / malignancy

Ischaemic heart disease.8




How is uninvestigated dyspepsia managed?
There is currently insufficient evidence to guide
whether first line therapy should be empirical PPI for
one month or a H pylori ‘test and treat’ approach in
patients presenting with uncomplicated dyspepsia.
Therefore, either strategy is an equal option.1
NICE Guidance – Uninvestigated Dyspepsia

Patients presenting with dyspepsia for the first
time (in the absence of red flags) can be
managed in one of two ways:
1. Empirical full dose PPI therapy for 4
weeks OR
2. ‘Test for and treat’ for H.pylori.1

If symptoms recur after successful treatment,
patients should be advised to step down PPI
therapy to the lowest dose to control
symptoms. ‘As-needed’ use of PPIs should also
be discussed.1

If there is an inadequate response to a PPI, a
H2 receptor antagonist (H2RA) may be offered
instead.1

Red Flags / referral for endoscopy
An urgent referral for endoscopy / a specialist
with GI expertise should be made for patients of
any age with dyspepsia who present with any of
the following symptoms:
o
Chronic gastrointestinal bleeding
o
Dysphagia
o
Progressive unintentional weight loss
o
Persistent vomiting
o
Iron deficiency anaemia
o
Epigastric mass
o
Suspicious barium meal result
In patients aged ≥ 55 years with unexplained
and persistent recent-onset dyspepsia alone, an
urgent referral for endoscopy should be made.8,9
In patients with unexplained worsening of their
dyspepsia, an urgent referral should be
considered if they have any of the following
known risk factors:
o
Barrett's oesophagus
o
known dysplasia, atrophic gastritis or
intestinal metaplasia
o
peptic ulcer surgery more than 20 years
ago

In the NICE referral guidelines for suspected cancer,
the following timelines are recommended:

Immediate: an acute admission or referral
occurring within a few hours, or even more
quickly if necessary

Urgent: the patient is seen within the
national target for urgent referrals (currently 2
weeks)

Non-urgent: all other referrals.
Patients with dyspepsia plus significant acute GI
bleeding should have immediate (same day) referral.1
Urgent referrals are to be seen within two weeks.1
This will include ‘cancer access’ or red flags.
Endoscopy findings
Of those undergoing endoscopy, the following is
found:1
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Endoscopy findings
3%

1.40%
No identified cause

13%
20%

Oesophagitis
Peptic Uicer
60%

Gastric / oesophageal cancer
Barrett's oesophagus

Proton Pump Inhibitors
Prescribing trends of PPIs
Some of the costs associated with treating dyspepsia
are decreasing, with the introduction of generic PPIs.
However, the overall use of PPIs is increasing.1
Prescribing data for Northern Ireland show that 12% of
the total population received a PPI in 2013.3 Studies
indicate that the numbers of people receiving long-term
PPI therapy exceeds the prevalence of actual diseases
in which a PPI is usually indicated.16 That said, some
of this will reflect long-term NSAID use and it is
important that these patients receive gastro-protection
with long-term PPIs.
When should PPIs be reviewed?
All newly initiated PPIs should be reviewed after four
weeks.8 Patients who require long term management of
dyspepsia symptoms should be offered an annual
review of their condition.1
How to step down PPIs?
Patients should be encouraged to consider a trial of
stepping down or stopping treatment (unless there is
an underlying condition or co-medication that needs
continuing treatment – see later, ‘Reasons to remain
on a long term full dose PPI’).1
Prescribed medication should be reduced in a stepwise
manner:
1. Using the lowest effective dose
2. Trying ‘as-needed’ use when appropriate
3. Returning to self-treatment with antacid
and/or alginate therapy.1
Antacids / alginates may be useful to be taken as
required when patients are stepping down or stopping
treatment with long-term PPI/acid suppression therapy.
An SOP on stepping down PPIs is available on the
HSCB Primary care intranet site:
http://primarycare.hscni.net/PharmMM_Resources_Cli
nical%20Resources.htm#GI
 ‘On demand’ use of PPIs
‘As needed’ or intermittent use of PPIs may be
considered, depending on patient preference.
‘As needed’: waiting for symptoms to develop before
taking treatment. Once symptoms are relieved (often
after a few days), treatment is stopped.
Intermittent use: a 2 to 4 week course of treatment
when symptoms recur.6
Benefits to patients of reduced PPI therapy
To encourage stepping down of PPIs, the following
points may be emphasised to patients:




Fewer tablets to be taken
Less risk of unwanted side effects.10

Safety concerns with long term use of PPIs
PPIs are generally well tolerated with a relatively low
incidence of side effects during short term use.
However, as PPIs become more widely used, evidence
is starting to emerge about their long term safety
concerns. Observational studies have shown an
association between long term PPI use and uncommon
side effects such as hypomagnesaemia, osteoporotic
fracture, Clostridium difficile (C. difficile) infection,
pneumonia, and vitamin B12 deficiency.10 Theories for
these adverse effects relate to the reduced acidity in
the stomach – possibly causing reduced absorption of
vitamins/minerals (hypomagnesaemia, osteoporotic
fracture, vitamin B12 deficiency) and bacterial
colonisation of the normally sterile upper GI tract
(C.difficile infection and pneumonia).10
1. Hypomagnesaemia
Cases have been reported to the MHRA of
hypomagnesaemia associated with long term PPI use
(some cases occurred after 3 months of PPI therapy,
but most occurred after 1 year of treatment). The
MHRA has since advised that healthcare professionals
should consider measuring magnesium levels before
starting PPI treatment and repeat measurements
periodically during prolonged treatment, especially in
those who are taking digoxin or drugs that can also
cause hypomagnesaemia e.g. diuretics.11
2. Osteoporotic fracture
There may be a modest increase in the risk of hip,
wrist, or spine fracture, especially if PPIs are used in
high doses and for long durations (>1 year). The
MHRA issued advice that patients at risk of
osteoporosis should be treated according to current
clinical guidelines to ensure they have an adequate
intake of vitamin D and calcium.12
3. C. difficile
The risk of acquiring C. difficile associated diarrhoea is
two to three times higher in PPI users compared to
non-users.13 PPIs are usually stopped in patients
following a C difficile infection. If restarted, the PPI
should be withheld during future courses of broad
spectrum antibiotics.8
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specified reason and for a specified duration, this
should not be changed in primary care.28

 Prescribing point – Magnesium levels
Magnesium levels should be measured in patients on
long-term PPI (6 months or more) who are receiving
digoxin and / or a diuretic.
 Prescribing point – Antibiotic therapy
PPIs should be withheld temporarily during courses of
broad spectrum antibiotics in patients at increased risk
of C difficile.
 PPI Prescribing Points 1,8,10
► Address lifestyle and review medications for
possible causes of dyspepsia before prescribing a PPI.
► PPIs should be reviewed: after 4 weeks for newly
initiated PPIs and at least once a year for repeat
prescriptions.
► PPIs should be taken 30 to 60 minutes before
breakfast or evening meal for maximum benefit.
Choice of PPI?
When given at standard doses, differences between
the PPIs in terms of clinical efficacy and safety are
minimal.6 The NICE guidance on Dyspepsia and
GORD provides information on relative dosage
equivalence of PPIs – see TABLE TWO.
Northern Ireland Formulary choices
Lansoprazole and omeprazole are Northern Ireland
Formulary choices. It is not recommended to initiate
esomeprazole in primary care. However, if a patient is
discharged from a Gastroenterology / Upper GI /
Surgical Specialist with a written indication (e.g.
recurring strictures) to be on esomeprazole for a

TABLE TWO: Dosage information on PPIs 1
PPI
Full dose
Low dose
Esomeprazole
20mg once a Not available
day
Lansoprazole
30mg once a 15mg once a
day
day
Omeprazole
20mg once a 10mg once a
day
day
Pantoprazole
40mg once a 20mg once a
day
day
Rabeprazole
20mg once a 10mg once a
day
day
When undertaking meta-analysis of dose-related
effects, NICE classed esomeprazole 20 mg as a fulldose equivalent to omeprazole 20 mg; 40 mg is
recommended as a double dose of esomeprazole.1
Reasons to remain on a long term full dose PPI (list
not exhaustive)

Gastroprotection due to co-medication1 (see
TABLE ONE for examples)

Post dilatation of an oesophageal stricture1

Barrett’s oesophagus8

History of ulcer complication (such as
bleeding or perforation)8

Zollinger-Ellison syndrome8

Severe oesophagitis10

Gastrointestinal manifestations of
scleroderma.1

Functional Dyspepsia
Functional dyspepsia (also known as non-ulcer
dyspepsia) is when no obvious cause of the symptoms
is identified, i.e. endoscopy has ruled out cancer, PUD
and oesophagitis. It is the most common finding arising
from endoscopy for dyspepsia.1,7
Patients with heartburn as the predominate symptom
and no findings on endoscopy should be managed as
GORD.1
What causes functional dyspepsia?
The cause of functional dyspepsia is uncertain, and is
most likely multifactorial. Gastrointestinal dysmotility
and sensitivity to distension and acid have been
suggested.21 Abnormal central processing has also
been suggested.21
There is a strong overlap between dyspepsia and
irritable bowel syndrome (IBS).21 However, patients
whose pain is relieved by defaecation is more
suggestive of IBS. 1
The role of H. pylori in functional dyspepsia
There is an association between H. pylori and
functional dyspepsia, however, the actual role it plays
is not clear. H. pylori gastritis is detected in around
50% of people with functional dyspepsia. However, H.
pylori is also common in otherwise asymptomatic
people. Whether H. pylori infection causes symptoms
in people without ulcer disease is controversial.7
Symptoms of functional dyspepsia
The Rome III diagnostic criteria further subdivides
functional dyspepsia into postprandial distress
syndrome (characterised by postprandial fullness and

early satiation), and epigastric pain syndrome
(characterised by epigastric pain or burning).73,76,77
How is functional dyspepsia managed?
Due to the likely multifactorial causes of functional
dyspepsia, individual treatments are often only
effective in a small proportion of patients.21
Patients with functional dyspepsia often require long
term treatment (with regular review). However,
available treatment options are usually based on
extrapolation of data from short term studies.1
H. pylori eradication has been found to have a small
benefit in reducing symptoms in functional dyspepsia.7
A Cochrane review indicated a NNT of 14 for
eradication therapy in functional dyspepsia, i.e. 14
people need to be treated with H. pylori eradication
therapy to cure one extra case of functional
dyspepsia.7,24 Nevertheless, short course eradication
therapy is seen as preferable to long term PPI therapy,
therefore NICE recognise ‘test and treat’ as a costeffective option in managing patients with functional
dyspepsia.
NICE Guidance – Functional dyspepsia
 Test and treat for H. pylori.
○ If positive – one week eradication, followed by
symptomatic management and periodic
monitoring.
○ If negative – low dose PPI or H2RA for 4 weeks.
 If symptoms continue or recur after initial treatment,
offer a PPI or H2RA to be taken at the lowest dose
possible to control symptoms. ‘As-needed’ use of
PPIs should also be discussed.1
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Is there a need for retesting for H. pylori?
Routine re-testing is not required for patients with
functional dyspepsia. However, the information it
provides may be valued by individual people (e.g.
those concerned with having ‘an infection’).1
What is the prognosis with functional dyspepsia?
In contrast to peptic ulcer disease, there is no cure for
functional dyspepsia, and treatment is often needed on
a long-term basis. The annual risk of recurrence for
functional dyspepsia is 50%.7
The role of motility stimulants?
Due to new safety data, domperidone and
metoclopramide are no longer recommended to be
used as anti-motility agents for dyspepsia.
Metoclopramide is associated with neurological effects
such as short-term extrapyramidal disorders and

tardive dyskinesia. In order to minimise these side
effects, metoclopramide should only be prescribed for
short-term use (up to 5 days) for nausea and
vomiting.19,20
Domperidone is associated with a small risk of serious
cardiac side effects. Its use is now restricted to the
relief of symptoms of nausea and vomiting and the
dosage and duration of use have been reduced
(maximum 30mg daily and maximum 7 days).14,15,18
Do antidepressants have any place in therapy for
functional dyspepsia?
Studies are inconclusive and NICE do not include
antidepressants in their guideline for Dyspepsia and
GORD. However, a recent study suggested that
tricyclic antidepressants (but not SSRIs) are beneficial
in patients with functional dyspepsia.21,25,26 Further
studies are needed.

Gastro-Oesophageal Reflux Disease
What is GORD?
Gastro-oesophageal reflux disease (GORD) describes
the reflux of gastric contents into the oesophagus,
causing symptoms such as heartburn and acid
regurgitation.5 GORD refers to patients who have
predominant reflux symptoms in whom endoscopy has
shown either:

Oesophageal inflammation (oesophagitis)
OR

No inflammation (endoscopy negative reflux
disease).1
According to NICE, patients with uninvestigated ‘refluxlike’ symptoms should be managed as patients with
uninvestigated dyspepsia.1
What causes GORD?
GORD is caused by a failure of the gastrooesophageal junction to prevent acid reflux.5,21
How is GORD managed?
The evidence supports routine use of full-dose PPI
therapy for 4 to 8 weeks to achieve healing in patients
with endoscopically-detected GORD.1 There is
currently no evidence that H pylori causes or
aggravates GORD. Therefore ‘test and treat’ is not
recommended as a management option for patients
with GORD.1
NICE Guidance – GORD

People with GORD should be offered:
o
A full-dose PPI for 4 or 8 weeks
(depending on severity of oesophagitis).

If symptoms recur after successful treatment,
patients should be advised to step down PPI
therapy to the lowest dose to control symptoms.
‘As-needed’ use of PPIs should also be
discussed.1

If there is an inadequate response to a PPI, a H2
receptor antagonist (H2RA) may be offered
instead.1
A protective role of H. pylori in GORD?
Studies have indicated that the prevalence of H pylori
infection is significantly lower in patients with GORD
compared to those without GORD. It has been
suggested that H. pylori confers protection against
GORD by way of decreased acid secretion as a result
of corpus gastritis. Therefore, eradication of H. pylori in

GORD could potentially lead to increased acid
secretion and worsening of GORD symptoms.17
Adding a H2RA at bedtime
PPIs are significantly more effective than H2RA at
healing oesophagitis and at improving symptoms of
endoscopy-negative reflux disease.5 However, despite
PPI therapy being very effective at reducing acid
output during the day, around 90% of patients with
GORD have nocturnal acid breakthrough, even with
twice daily PPI dosing. It can be managed in the shortterm by the addition of a H2RA at bedtime [in contrast
to PPIs, H2RAs do not need the presence of food in the
stomach to work]. However, the effectiveness for this
indication decreases after one to two weeks of
treatment.1,5
Does GORD recur?
GORD is common and symptoms will recur within 1
year in up to 80% of people.1,5 Also, between 10% and
40% of people with GORD fail to respond
symptomatically (either partially or completely) to
standard dose PPI treatment.5
Compliance with anti-secretory agent should first be
evaluated. For people with persistent, severe
symptoms, consider doubling the dose of the PPI or
switching to an alternative PPI for a further month.5
A full-dose PPI may be required as long-term
maintenance treatment for people with severe
oesophagitis.1
Laparoscopic fundoplication
Nissen's fundoplication is an operation to treat severe
GORD, where the surgeon wraps the top part of the
stomach around the lower part of the oesophagus to
tighten the sphincter. Laparoscopic fundoplication may
be considered for people who:

Respond to acid suppression therapy but do
not wish to take long term drug therapy

Have a confirmed diagnosis of acid reflux but
who cannot tolerate acid suppression
therapy.1
NB – laparoscopic fundoplication is unlikely to be
suitable for people who do not respond to acidsuppression therapy (as this would indicate that the
problem is not acid-related and therefore unlikely to
respond to the procedure).
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Surveillance for people with Barrett’s oesophagus
For people who have a diagnosis of Barrett’s
oesophagus (confirmed by endoscopy and

histopathology), surveillance to check progression to
cancer will be determined by the diagnosing clinician in
secondary care.

Peptic Ulcer Disease
Proven gastric or duodenal ulceration is defined as
ulceration of the mucosa of the stomach or duodenum
(respectively) confirmed by endoscopic examination,
and known collectively as peptic ulcer disease (PUD).6
What causes PUD?
Most peptic ulcers are caused by the bacterium
Helicobacter pylori (H. pylori), with a few cases caused
by NSAIDs.21 H. pylori causes inflammation of the
mucosal lining of the stomach, leading to depletion of
the protective alkaline mucus layer and alteration of
gastric acidity.6
How is PUD managed?
Management of PUD will depend on whether or not the
patient is taking a NSAID. For people taking a NSAID
who also test positive for H. pylori, eradication therapy
reduces the additional risk posed by H. pylori above
that posed by the NSAID, i.e. the NSAID is the greatest
risk in these patients. Therefore, eradication therapy
should commence after 8 weeks of a full dose PPI.1

NICE Guidance – Peptic Ulcer Disease
Patients not taking a NSAID:

Test for H. pylori:
o
If positive – offer one week
eradication therapy
o
If negative – offer full dose PPI for 4
to 8 weeks
Patients taking a NSAID:

Stop the NSAID if possible.

Test for H. pylori:
o
If positive – treat with full dose PPI
for 8 weeks, then offer one week
eradication therapy
o
If negative – treat with full dose PPI
for 8 weeks.

Is there a need for re-testing for H.pylori?
Chronic H.pylori that causes an ulcer is a risk factor for
gastric cancer.5 Therefore, patients with gastric or
duodenal ulcers should be re-tested for H. pylori 6 to 8
weeks after starting eradication therapy.1
Is there a need for repeat endoscopy?
Patients with gastric ulcers should have a repeat
endoscopy 6 to 8 weeks after starting eradication
therapy to ensure healing and further exclude the
possibility of gastric cancer.1 A repeat endoscopy is not
required in patients with duodenal ulcers.1
If the ulcer remains unhealed, exclude non-adherence,
malignancy, failure to detect H. pylori, inadvertent
NSAID use, other ulcer-inducing medication and rare
causes such as Zollinger–Ellison syndrome or Crohn's
disease.1



If symptoms recur after successful treatment,
patients should be advised to step down PPI
therapy to the lowest dose needed to control
symptoms. ‘As-needed’ use of PPIs should
also be discussed.1



If there is an inadequate response to a PPI, a
H2 receptor antagonist (H2RA) may be
offered instead.1

Healing rates in peptic ulcer disease
Peptic ulcer disease is of importance because it leads
to recurrent episodes of dyspepsia, and is associated
with significant complications of bleeding and
perforation.1
The discovery of H. pylori in 1983 revolutionised the
treatment of peptic ulcer disease as it meant that
ulcers could be healed and also prevented from
recurring.1
A Cochrane review found a NNT for eradication
therapy of 2 and 3 for duodenal and gastric ulcers
respectively.23

H. pylori Testing and Eradication Therapy
H. pylori presence in the general population
H. pylori is widely present in the general population,
often causing no harm, but is associated with peptic
ulcer disease.1 Some evidence suggests that H pylori
infection is associated with social deprivation and that
its prevalence increases with age.1 It is estimated that
50% of people over the age of 60 in Western countries,
and nearly 90% of all adults in developing countries
are infected with H. pylori.1
Which test to use for H. pylori?
NICE recommend the use of either a carbon-13 urea
breath test or a faecal antigen test for H. pylori in
primary care.1 The Health Protection Agency (HPA)
Helicobacter Working Group does not recommend the
routine use of serology testing because of the poor
positive predictive value in populations with low
prevalence. Serology testing has therefore been
stopped in Northern Ireland. Serology indicates if an

individual has ever encountered the antigen, rather
than diagnosing active disease, therefore leading to
false positive results.1
Locally in Northern Ireland a faecal antigen testing
service is currently being commissioned [at time of this
publication] and is expected in 2015.
Washout periods before testing following recent
PPI and antibiotic use
Anti-secretory agents: a two week washout period
should be left after PPI use and before testing for H.
pylori with either a breath test or a stool antigen test.1
This applies to all tests. Some companies had
previously claimed that a two week washout period
was not required before the urea breath test if the
patient used a special test meal containing a greater
concentration of acid. However, the evidence for this is
lacking and there is a risk of false negative results if
the PPI is not stopped. The MHRA considered that the
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advertising was not consistent with the current product
SPC and as such, advertising has been withdrawn.79

increased resistance. Resistance to amoxicillin is
however still quite rare.22,,27

Antibiotics: a four week washout period should be left
after antibiotic or bismuth use before testing for H.
pylori with a breath test or a stool antigen test.

Antibiotic regimens
TABLE THREE shows the regimens and doses for H.
pylori eradication as recommended by Public Health
England.81 A PPI plus amoxicillin and clarithromycin is
the recommended first line regimen if suitable for the
patient.1,81

Resistance to H.pylori
Resistance to clarithromycin and metronidazole has
increased substantially in recent years, with a
subsequent fall in the H. pylori eradication rate.22
Eradication rates with clarithromycin-containing triple
regimens have fallen to less than 80% due to
TABLE THREE: Eradication regimens 81
First and second line:

Penicillin allergy:

PPI full dose BD
PLUS
amoxicillin 1g BD
PLUS either
clarithromycin 500mg BD
OR
metronidazole 400mg
BD

PPI full dose BD
PLUS
clarithromycin 500mg BD
AND
Metronidazole 400mg
BD

Penicillin allergy &
previous metronidazole +
clarithromycin:
PPI full dose BD
PLUS
bismuthate (De-nol tab®)
240mg BD
PLUS
metronidazole 400mg BD
PLUS
tetracycline hydrochloride
500mg QDS

Relapse & previous
metronidazole +
clarithromycin:
PPI full dose BD
PLUS
amoxicillin 1g BD
PLUS
tetracycline hydrochloride
500mg QDS
OR
levofloxacin 250mg BD

For 7 days
*Do not use clarithromycin, metronidazole or quinolone if used in past year for any infection*
[Please note this table in the online COMPASS Therapeutic Notes differs from that in the published COMPASS
Therapeutic Notes due to updated guidance from Public Health England on H pylori eradication since the publication of
the COMPASS Therapeutic Notes]
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1 In the management of uninvestigated dyspepsia
a
Use of pillows may be helpful in alleviating symptoms of reflux at night
NICE recommend either empirical full dose PPI therapy for 4 weeks or
b
‘test for and treat’ for H.pylori in patients presenting with dyspepsia for
the first time (in the absence of red flags)
All patients aged < 55 years should be referred for endoscopic investigation of
c
dyspepsia
Of those undergoing endoscopy, 60% have no identified cause of their
d
symptoms

2 With regards to proton pump inhibitor (PPI) therapy
a
PPIs can be used ‘as-needed’ when appropriate
The risk of hypomagnesaemia with PPIs is increased when co-prescribed with
b
digoxin or diuretics
The risk of acquiring C. difficile associated diarrhoea is two to three times
c
higher in PPI users compared to non-users
d
PPIs should be taken 30 to 60 minutes before food for maximum benefit

3 In the management of functional dyspepsia
There is a strong overlap between dyspepsia and irritable bowel
a
syndrome
Due to the likely multifactorial causes of functional dyspepsia, individual
b
treatments are often only effective in a small proportion of patients
H. pylori eradication has been found to have a small benefit in reducing
c
symptoms in functional dyspepsia
Domperidone or metoclopramide may be used in patients with functional
d
dyspepsia

4 In the management of gastro-oesophageal reflux disease (GORD)
a
H.pylori is the main cause of GORD
The addition of a H2RA at bedtime can be beneficial for patients with
b
nocturnal acid breakthrough
GORD is common and symptoms will recur within 1 year in up to 80% of
c
people
Laparoscopic fundoplication may be considered in people with GORD
d
who do not respond to PPI therapy

5 In the management of peptic ulcer disease (PUD)
Management strategies for PUD depend on whether or not the person is
a
taking a NSAID
Patients with gastric or duodenal ulcers should be re-tested for H. pylori 6
b
to 8 weeks after starting eradication therapy
A four week washout period should be left after PPI use and before
c
testing for H. pylori with either a breath test or a stool antigen test
Recent use of clarithromycin should be checked before prescribing in
d
triple therapy regimen for H.pylori eradication.
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