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Welcome to the April 2020 edition of NewWave.
If you have any relevant articles or papers that you would like to be
included in future editions, please email them to
steve.perring@poole.nhs.uk

Covid-19
I was hoping to publish this in March but things have been affected all round. I suspect most of you will have had a drastic
reduction in your clinical activity, if not a complete shutdown.
We wish you all well in these unprecedented times.
Enjoy a little peace reading this and stay safe
If anyone has an interesting story arising from this crisis in time
for the next edition, please contact me
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Forthcoming Events 2020:

22-24 April 2020

UKCS Annual Scientific Meeting
Glasgow
https://ukcs.uk.net/Registration

2-5 May 2020

Digestive Diseases Week CANCELLED
Chicago, USA
https://ddw.org/register/registration/

15-18 June 2020

BSG Annual Meeting, Liverpool. CANCELLED
https://www.bsg.org.uk/events/bsg-annual-meeting-2020.html

8-9 July 2020

Upper GI Physiology Hands on Training Event
UCLH, London
Contact giphysuclh@gmail.com

12-17 July 2020

Ascona III Meeting on Advances in Clinical Measurement
of GI Motility and Function
Ascona, Switzerland

26-29 August 2020

50th ICS Annual Meeting
Las Vegas USA
https://www.ics.org/2020

10-14 October 2020

United European Gastroenterology (UEG) Week
Amsterdam, NL
https://www.ueg.eu/week/ueg-week-2020/

28-30 October 2020

The Pelvic Floor Society National Conference
Dundee

17th November 2020

AGIP Masterclass in Upper GI Physiology
Royal College of Physicians, London
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AGIP News
Accredited Independent Practitioners of the Association of GI
Physiologists:
CPD deadline covering the period 1st May 2018 to 30th April 2020
It is that time again, when all Accredited Independent Practitioners of AGIP are required
to submit their CPD activity to cover the period 1st May 2018 to 30th April 2020. Please
be aware that all AGIP Accredited Independent Practitioners must submit their CPD by
the 30th April 2020 in order to maintain their status.
Complete the relevant sections within CPD Form 4. All relevant information can be
found here:
https://www.bsg.org.uk/people/gi-physiologists/agip-accredited-independent-healthcarepractitioner-cpd-forms/
It is important for practitioners to reflect on any development activity undertaken. A separate copy of the ‘Reflective Practice’ form (pages 4-5) should be submitted for each of
the six (3 per year) ‘Reflective Practice’ accounts required for submission.
NB: Each Reflective Practice Account must be signed and dated by the appropriate Line
manager (or equivalent senior colleague) and the applicant or they WILL NOT BE ACCEPTED.
Please use the checklist on page 8 to make sure you have completed all the relevant
sections before submitting, as incomplete submissions will be returned. Please be
aware that the forms must be returned on time or you could be subjected to a late submission fee. Please send completed forms to:
Tanya Miller PhD SRCS
Principle Clinical Scientist in GI Physiology
Oxford Centre for GI Physiology, Pelvic Floor Services & Research
Block 24
The Churchill Hospital
Old Road
Headington
Oxford OX3 7LJ

Maintaining your CPD and submitting evidence for peer assessment every
2 years is the only route that guarantees your status as an Accredited Independent Practitioner with AGIP.
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Inlet Patches—What Can We Measure?
Anthony Hobson
Clinical Director, Functional Gut Clinic

At the Functional Gut Clinic, we perform oesophageal physiology tests on over 3500 patients per year
around the UK and as you can imagine we see a very broad spectrum of patients with a whole host of different disorders. At a recent clinic in the East of England, we were referred an interesting case of a young
gentleman with persistent reflux symptoms and an inlet patch identified at endoscopy.
An inlet patch is a congenital abnormality consisting of a small area of ectopic gastric mucosa within the
oesophagus, usually just below the Upper Oesophageal Sphincter. A typical endoscopic image of an inlet
patch can be seen in Figure 1 below. Whilst many inlet patches do not appear to cause problems or symptoms, they can be associated with inflammation and strictures.
This 26-year old male had presented with severe reflux symptoms and post prandial regurgitation initially
which settled on optimised proton pump inhibitor (PPI) therapy but he continued to have a sensation of globus (lump in his throat), hoarseness and episodic heartburn. He was referred for high resolution oesophageal manometry (HRM) with combined impedance and a 24-hour multi-channel pH and impedance study
done whilst off his PPI medication for 7 days.

Figure 1
Endoscopic image of an inlet patch

The first thing we were able to see was that a band of low mucosal impedance in the proximal oesophageal
region just below the Upper Oesophageal Sphincter which correlated with his endoscopic findings of where
the inlet patch was (Fig 2).
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Figure 2
Screenshot of a combined HRM/ Impedance recording during period of
resting
HRM and impedance image (Fig 2) shows resting Lower Oesophageal Sphincter (LOS) pressure (bottom
orange line [A]) with no evidence of a hiatus hernia. Below this is a band of low impedance in the stomach
(purple - normal gastric mucosa [B]). In the proximal oesophagus at the top of the image there is a second
purple band which indicates an area of low mucosal impedance which corresponds to the region identified
as having the inlet patch on OGD [C]. For the 24-hour pH impedance study, the proximal pH probe was
positioned so it was in this region with the distal pH sensor situated 5cm above the LOS.
The dual channel pH sensor was then positioned so that there was a pH sensor at the site of the inlet patch
along with several pairs of impedance electrodes. The distal pH sensor was positioned 5cm above the LOS
so we could assess gastro-oesophageal reflux as well as observe any pH changes in the proximal oesophagus which were specific to the inlet patch.

Figure 3
Screenshot of 12 daytime hours of pH/impedance recording
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Figure 3 shows the pH and impedance tracings during daytime. It shows the first 12 hours of pH recording.
The pH channel at the level of the inlet patch (red line, [A]) shows varying periods of pH dropping below
pH 4, some of which are coincident with distal oesophageal (orange line [B]) pH changes and some of
which are independent of distal oesophageal changes. These periods were not associated with eating or
drinking and most likely represent acid secretion from the inlet patch.

Figure 4
Screenshot of a short period of pH/impedance recording in colour plot
mode
In Figure 4, we look at the pH and impedance tracings as a colour plot. Again proximal pH trace is A and
distal pH B. The image shows a short period where there were repeated drops in proximal oesophageal pH
(red) associated with low impedance liquid movements (purple) from this region which are indicative of
acid secretion from the inlet patch. After three such events the patient pressed their reflux symptom button.
There were no associated pH changes in the distal oesophagus at this point, but this was seen in the subsequent time frame window.
Whilst in this instance there was some evidence that isolated proximal acid production from the region of
the inlet patch was associated with symptoms, this is still a controversial area. Fortunately, Dr Jason Dunn
from Guy’s and St Thomas’ Hospital in London is performing a randomised controlled trial to treat inlet
patches by ‘burning’ or ablating these areas to see if patient’s symptoms improve compared to a group who
receive sham treatment. This is a fascinating area and more details about the study can be found here:
https://clinicaltrials.gov/ct2/show/NCT03471052

Take-Home Messages




This example illustrates the potential importance of inlet patches
pH/ impedance monitoring has the potential to assess the significance of inlet patches
More work is required on the effectiveness of treatment of inlet
patches
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Inlet Patches– What they are and why they are important
Prof Reza Nouraei
Poole Hospital and Southampton University

Figure 1. Two gastric inlet patches at 4
O’clock and 10 O’clock position, both with
ring fibrosis, in the area immediately below
the upper oesophageal sphincter.

Globus and Inlet Patches
Globus pharyngeus is a functional gastrointestinal disorder characterised by a bothersome sensation of a
lump or foreign-body in the throat that is not associated with dysphagia or odynophagia. 1 The fourth revision of the Rome Criteria (Rome IV) for diagnosing this condition requires that, inter alia, a gastric inlet
patch be excluded. 2 A heterotropic gastric patch is an area of the gastrointestinal tract outside of the stomach that is lined by gastric mucosa. These patches are believed to be congenital in nature 3 and most of
them arise in the cervical oesophagus. A heterotropic area of gastric mucosa in this anatomical location is a
gastric inlet patch (Figure 1). Other entities like a gastric outlet patch, although less common, have also
been described. 4
The incidence and prevalence of gastric inlet patches have not been clearly established. The rate at which
an inlet patch is identified during endoscopy is highly operator-dependent. Studies have shown, and these
have included direct comparisons, that there is a 7-10 fold difference in the ability of upper gastrointestinal
endoscopists who are specifically aware of this condition and those who are not, in detecting the condition.
5
With awareness, a gastric inlet patch is identified in as many as 10-14% of upper gastrointestinal endoscopies and particularly in those performed to investigate extra-oesopahgeal reflux. 6,7

Table 1. Rome IV Criteria for diagnosing Globus
Criteria must be fulfilled for the past three months with symptom onset at least 6 months
before diagnosis with a frequency of at least once a week:
1. Persistent or intermittent, non-painful, sensation of a lump or foreign body in the throat
with no structural lesion identified on physical examination, laryngoscopy, or endoscopy.

Occurrence of the sensation between meals

Absence of dysphagia or odynophagia

Absence of gastric inlet patch in the proximal oesophagus
2. Absence of evidence that gastro-oesopahgeal reflux or eosinophilic oesophagitis is the
cause of the symptom
3, Absence of major oesophageal motor disorders (achalasia/EGJ outflow obstruction,
diffuse oesophageal spasm, jackhammer oesophagus, absent peristalsis).

Page 8

Inlet Patches and GI Physiology
As side-effects of Proton Pump Inhibitors (PPIs) become better understood 8 and less acceptable to patients, long-term diagnostic trials of PPI are increasingly giving way to physiology-based diagnosis and
treatment planning, and as the importance of non-acid reflux, particularly in extra-oesophageal reflux becomes accepted, 24-hour pH with impedance manometry is being increasingly used. Although a 24-hour
pH impedance manometry is not a diagnostic test for a gastric inlet patch, it may provide clues towards its
presence. Gastric inlet mucosa is frequently oxyntic with localised acid production causing tissue injury
with mucosal oedema and fibrosis (Figure 1). This injury is the presumptive cause of the patient’s symptoms and on a physiological study it can manifest as abnormal pH or baseline impedance abnormalities
within the proximal probes (Figure 2). As such, a pathological reduction (<2000W) in the Mean Nocturnal Baseline Impedance (MNBI) within the proximal probes, particularly in the absence of significant reflux events, and in a patient who mainly presents with extra-oesopahgeal symptoms, should raise the possibility of a gastric inlet patch. This possibility should be highlighted as a possible differential diagnosis
within the physiologist’s report.

Figure 2. Mean Nocturnal Baseline Impedance values from five patients with classical and extraoesopahgeal reflux symptoms, as well as a case of a gastric inlet patch showing selective reduction in the
MNBI values in the proximal-most two impedance sensors only.
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Diagnosis and Treatment
As a patch of acid-producing mucosa, pharyngeal symptoms of a gastric inlet patch can be responsive to
PPI therapy 9 and anecdotally, patients with this condition present several times to Ear Nose and Throat services with symptoms of extra-oesopahgeal reflux, and particularly, with cough and globus. Each time they
are successfully but not durably treated with PPI therapy. This can cause significant reduction in the patient’s quality of life, cause their repeated clinical presentations to become incorrectly attributed to secondary gain factors, and leave them vulnerable to the risk of malignant transformation of the inlet patch. 10-12 At
the same time however, Rome IV criteria could be interpreted to require every patient with globus to have a
laryngoscopy, an examination of the oesophagus, and oesophageal physiology (Table 1) which, given the
number of patients evaluated for this symptom, is unfeasible. In the author’s practice, patients with symptoms of laryngopharyngeal reflux who do not have alarm features and who do not have classical reflux
symptoms of heartburn or regurgitation, are treated with lifestyle advice and a course of Gaviscon Advance.
This specific Gaviscon formulation contains a larger concentration of Alginates 13 and a lower concentration

Figure 3. The author’s indications for performing transnasal unsedated aerodigestive endoscopy.

of salt, and is preferred over other formulations that are available at this time. Avoiding PPI therapy
avoids their side-effects and reduces the probability of symptom masking due to acid suppression within a
heterotropic oxyntic mucosal patch. Patients who fail to respond to this diagnostic and treatment paradigm
undergo transnasal oesophagoscopy (Figure 3). In all cases, a gastric inlet patch is sought using a specific
visualisation manoeuvre with both white-light and chromoendoscopy.
There is controversy over the optimal treatment of a gastric inlet patch and in particular, whether it is the
true cause of a patient’s symptoms or an incidental finding. 1,3,14 There is also an increasing recognition of
the long-term risk of progression of a gastric inlet patch to intestinal metaplasia, dysplasia and adenocarcinoma 10-12 but the magnitude of this risk and in particular the extent to which it mirrors that of Barrett’s
oesophagus remains unclear. In the author’s practice, provided there is no endoscopic evidence of dysplasia or malignancy within the patch, the patient is investigated with high-resolution manometry in order to
exclude oesophageal motor disorders as stipulated by the Rome IV criteria, and 24-hour pH and impedance
manometry in order to identify presence of reflux disease as a contributing pathological process. Patients
are then treated with mucosal ablation therapy. At our centre first-line treatment consists of Argon Plasma
Coagulation given that there is level 1 evidence and medium-term follow-up on its efficacy, 15,16 but other
ablation approaches like radiofrequency ablation or laser, the latter delivered through suspension laryngooesophagoscopy, may also be deployed.
It is accepted that in a proportion of patients the inlet patch will not have been the cause of the patient’s
symptoms and an incidence of treatment failure is therefore expected. The existing literature puts this figure at around 25% 15 with more research being urgently needed to improve risk stratification and patient
selection. In the author’s anecdotal experience, presence of a fibrotic ring around the inlet patch increases
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the likelihood of treatment success, as it identifies local tissue injury, but this finding needs to be formally
studied. Apart from symptoms alleviation, definitive treatment of a gastric inlet patch reduces the risk of its
progression to dysplasia and malignancy and although this risk is currently unquantified, it is wellestablished and an expectation of symptomatic improvement and the possibility of oncological riskreduction provide reasonable clinical justification for offering ablative treatment to all patients where a gastric inlet patch has been identified as part of evaluating symptoms that are compatible with its presence.

Take-Home Messages







A gastric inlet patch is a condition that has been historically underrecognised
Further research is needed to more precisely calculate its incidence, to better associate its presence with patient symptoms and
specifically with symptoms of laryngopharyngeal reflux, and to
systematically study treatment efficacy and identify pertinent variables that can help with better case-selection.
It is crucial to better understand the risk of malignant transformation in a gastric inlet patch which is an ectopic area of columnar-lined oesophagus
Gastrointestinal physiology is not used to primarily diagnose this
condition but there are clues that could point towards tis diagnosis
and when identified, they should be reported within the physiology
report.
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Reza Nouraei is the Robert White Professor of Laryngology and Clinical Inofmatics at Southampton University and a consultant ear nose and throat surgeon at Poole Hospital NHS Foundation Trust.
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He obtained a PhD in the clinical physiology of laryngotracheal stenosis and helped develop a range of surgical and diagnostic approaches for the management of this condition.
More recently, he has been working closely with gastroenterology and gastrointestinal physiology teams to
establish an integrated approach to the diagnosis and treatment of reflux and swallowing conditions.
Towards this, he has begun the process of formally training as an upper gastrointestinal physiologist.
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Small Intestinal Bacterial Overgrowth in Inflammatory
Bowel Disease
Marianne Otterstad
Trainee Clinical GI Physiologist
Functional Gut Clinic

Introduction
Inflammatory bowel disease (IBD) is a group of idiopathic diseases
characterised by inflammation of the gastrointestinal tract with prevalence up to 0.3%, the two most common being Crohn’s disease (CD)
and ulcerative colitis (UC) (1). Following a diagnosis of CD or UC,
the main priority of healthcare professionals is to get the acute situation under control. However, it has been reported that 39% of patients
with CD, both in remission and on a stable medical regimen, experience irritable bowel syndrome (IBS)-like symptoms (2). IBS is a diagnosis based on a collection of symptoms, often without a known aetiology. IBD and IBS can co-exist, however treatment and prognosis of
IBD and IBS are different, so the right diagnosis is crucial (3).

Dysbiosis and Small Intestinal Bacterial Overgrowth
New publications suggest that IBS type symptoms seen in IBD patients may be due to small intestinal bacterial overgrowth (SIBO) in a portion of patients (2). It is established that an alteration of the gut microbiome occurs in IBD patients (4), however the link between IBD and SIBO has only recently been demonstrated (2). SIBO is a form of microbial dysbiosis, where an overgrowth of bacteria in the small bowel can
cause symptoms of bloating, abdominal pain and diarrhoea (5).

Protective factors preventing SIBO:
To prevent bacteria from migrating to the small bowel, the gastrointestinal system has multiple protection
mechanisms. Low gastric pH, the migrating motor complex of the small intestines and intact integrity of
the small bowel are the most important protective factors that prevent SIBO. Examples of other protective
factors include integrity of the mucosa, normal commensal intestinal microbiota, enzymatic secretions
from the pancreas and gallbladder, systemic immunity and an intact ileocecal valve (2).
Many of these protective factors are compromised in IBD patients due to pathology associated with progression of the disease, as well as surgical and medical therapy used to manage these conditions (2). An
example of surgical interventions that increase the risk of SIBO are those which effect the ileocecal (IC)
valve, mainly used in CD (2). This is due to the IC valve’s ability to prevent reflux from the colon to the
small intestines, which may include bacteria. Surgery on the IC valve can impair this mechanism and potentially cause SIBO (6).
Fibrostenosing disease is seen in many patients with CD and is also linked to higher prevalence of SIBO
because it can adversely affect small intestinal motility, leading to stagnation of luminal content. Dysbiosis is thought to be both a cause of fibrostenosing disease, as well as a consequence (7).

SIBO Diagnosis:
IBD and SIBO can produce similar symptoms sometimes leading to misinterpretation of active IBD when
the actual cause of symptoms may be SIBO (3). Therefore SIBO testing can be useful in otherwise well
managed IBD patients.
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Presence of >103 colony forming units/ml in jejunal aspirate is the gold standard for diagnosing SIBO,
however this procedure is highly invasive and expensive to perform. Therefore, the non-invasive and
significantly less expensive hydrogen and methane breath test (HMBT) is frequently used. HMBT is a
relatively simple test that detects gasses in expelled breath, which is a secondary consequence of gut bacterial fermentation of ingested carbohydrates (5).
A systematic review with meta-analysis from 2019 used validated clinical IBD activity indices to assess
symptoms in IBD patients with and without SIBO (2). In SIBO positive IBD patient, there was an increase in abdominal symptoms such as bloating, flatulence, loose stools and increased stool frequency
compared to SIBO negative IBD patients (2).
In 2018, research was conducted to assess the effectiveness of SIBO treatment in IBD patients (8). A
significant improvement of symptoms was reported post treatment, which demonstrates the importance
of diagnosing SIBO in this patient group to ensure that the correct condition is treated. The majority of
IBD patients with SIBO also had a normalisation of SIBO breath tests after treatment with broad spectrum antibiotics (8). Antibiotics has also been used to treat patients with active IBD, and a reduction in
Crohn's Disease Activity Index and calprotectin has been reported after courses of azithromycin and
metronidazole (9).

SIBO Diagnosis
IBD and SIBO can produce similar symptoms sometimes leading to misinterpretation of active IBD
when the actual cause of symptoms may be SIBO (3). Therefore SIBO testing can be useful in otherwise
well managed IBD patients.
Presence of >103 colony forming units/ml in jejunal aspirate is the gold standard for diagnosing SIBO,
however this procedure is highly invasive and expensive to perform. Therefore, the non-invasive and
significantly less expensive hydrogen and methane breath test (HMBT) is frequently used. HMBT is a
relatively simple test that detects gasses in expelled breath, which is a secondary consequence of gut bacterial fermentation of ingested carbohydrates (5).
A systematic review with meta-analysis from 2019 used validated clinical IBD activity indices to assess
symptoms in IBD patients with and without SIBO (2). In SIBO positive IBD patient, there was an increase in abdominal symptoms such as bloating, flatulence, loose stools and increased stool frequency
compared to SIBO negative IBD patients (2).
In 2018, research was conducted to assess the effectiveness of SIBO treatment in IBD patients (8). A
significant improvement of symptoms was reported post treatment, which demonstrates the importance
of diagnosing SIBO in this patient group to ensure that the correct condition is treated. The majority of
IBD patients with SIBO also had a normalisation of SIBO breath tests after treatment with broad spectrum antibiotics (8). Antibiotics has also been used to treat patients with active IBD, and a reduction in
Crohn's Disease Activity Index and calprotectin has been reported after courses of azithromycin and metronidazole (9).

Prevalence of SIBO in IBD
Multiple studies have calculated the prevalence of SIBO in IBD, but with conflicting results. A systematic
review with meta-analysis was therefore recently performed which assessed 11 studies conducted worldwide including data from 1582 individuals (2). SIBO prevalence was calculated to 22.3% in IBD patients,
with an odds ratio of 9.51 compared to SIBO prevalence in non-IBD controls (2). When separating ulcerative colitis and Crohn’s disease, SIBO prevalence was 14.3% and 25.4% respectively (2). These frequencies have been calculated using data from all IBD patients, regardless of whether they are symptomatic or
not. It is more clinically significant to calculate the prevalence of SIBO in IBD patients who experience
IBS-like symptoms. This was done recently by Gu et al. who found a SIBO prevalence of 45% and 46% in
UC and CD respectively (10).
The majority of Crohn’s patients will in their lifetime have fibrostenosing disease or have undergone bowel
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surgery. This increases the risk of SIBO even further with odds ratios of 7.47 and 2.38 respectively, compared to IBD patients without fibrostenosing/bowel surgery (2). It has also been suggested that disease location and increased oroceacal transit time (OCTT) increase the chance of developing SIBO. However, only a few studies have found a correlation between SIBO and CD in both the large and small bowel combined (2). Only few studies found an increased transit time in IBD patients with SIBO compared to IBD
patients without SIBO (2).

Methane
Breath tests used to diagnose SIBO can also detect presence of intestinal methane production. Methane detected in humans is produced by methanogenic archaea species and is associated with slowing of gut transit
(5). 8-25% of the non-IBD population produce methane, but prevalence is significantly lower in IBD patients (OR=0.72) (2). Methane production can therefore in most cases not explain the slow OCTT seen in
many IBD patients. Methane production is more often seen in patents with constipation predominant conditions compared to patients with loose stools, which can explain the lower prevalence in IBD (11).

Hydrogen Sulphide
Hydrogen sulphide (H2S) can be produced by both endogenous and exogenous factors in the human body. The gas is
involved in many physiological processes which includes regulation of blood pressure, metabolism and inflammation
(12). Regulation of inflammation in the intestines can become pathological and a link between H 2S and IBD has been
demonstrated. High levels of H2S has been detected in breath as well as presence of sulphate reducing bacteria in the
colon of both CD and UC patients (13). In the gastrointestinal tract, H2S can increase secretion and relax smooth muscles (12). With impaired mucosa, as seen in IBD, H 2S can more easily access muscular layers and potentially inhibit
motor patterns in the colon which could be another cause of higher SIBO prevalence in IBD patients (14). Publications
that have found evidence for a pathological effect of H 2S in IBD emphasise the potential role of this gas as a target for
IBD treatment (15).
Hydrogen sulphide production is dependent on sulphate intake as well as metabolism. This indicates that reducing
sulphate intake can possibly help control IBD. Sulphate containing foods include sausages, beer, wine, bread, dried
fruit and soya flour (16). Whilst assessing hydrogen sulphide in breath samples is not easily available, a flat line
HMBT test in the presence of SIBO symptoms and mal-odorous (eggy) flatulence can provide indirect evidence of the
presence of hydrogen sulphide producing bacteria (17).

IBD and Diet
There has been no compelling evidence to link dietary factors and causation of IBD. However, certain foods can be
anti- or pro-inflammatory and diet can help manage symptoms of IBD which is why individualised dietary changes are
often utilised (18). In many patients the disease changes over time and dietary changes should also be re-evaluated.
Multiple dietary approaches have been described in the literature, two of the most common diets being the low fermentable oligo-, di-, mono-saccharides and polyol diet (low FODMAP) and the specific carbohydrates diet (SCD)
(18).
The low FODMAP diet is based on the theory that by reducing ingestion of complex carbohydrates, less gas is produced by the intestinal microbiota which can reduce IBS-like symptoms in IBD patients. On this diet, the patient
avoids ingesting lactose, fructose, fructans, galactans and polyols (19). There is more evidence supporting the use of
this diet for controlling IBS rather than IBD, and some dieticians are concerned that the low FODMAP diet excludes
some prebiotics which can potentially promote more dysbiosis in IBD patients (18). A diet more commonly used by
IBD patients, which is based on similar principles as the low FODMAP diet, is the specific carbohydrates diet.
On the SCD diet, patients consume carbohydrates that are fully absorbed in the intestines, which limits the microbiota’s access to undigested carbohydrates. This decreases organic acid production by bacterial fermentation. Organic
acids can injure intestinal mucosa and exacerbate symptoms of IBD (18). The SCD diet excludes processed food, lactose, sucrose, grain-derived flours and potatoes among others but allows for example most fruits and vegetables, nuts
and low lactose dairy. However, this diet is not simply a list of approved and disapproved foods and other considerations have to be made. For example severity of symptoms and duration of the diet affect which foods are permitted
(18).
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Approximately 70% of IBD patients are lactase deficient (20). The majority of this group are suffering from CD and
lactase deficiency is also seen in patients in remission. This is a result of insufficient lactase production on the damaged or surgically removed small intestinal brush border. When lactose is not broken down and absorbed in the small
intestines, bacteria in the large intestines ferment the lactose and produce various metabolites which can cause abdominal symptoms. Hydrogen gas is one of the metabolites produced in response to lactose malabsorption and can be
detected in a hydrogen breath test after ingestion of lactose. Lactose breath tests are therefore useful diagnostic tests
for lactase deficiency and can explain troublesome symptoms in CD patients. Avoidance of products containing lactose can potentially improve symptoms in this patient group (20). ,

Take-Home Messages






IBS-like symptoms are common in IBD patients
Surgery and IBD progression can encourage SIBO
Breath testing can identify SIBO in IBD patients and treatment for
SIBO can improve symptoms in IBD
H2S production is more common in IBD patients
Dietary treatments are available with varying evidence base
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Further AGIP News
Travel Awards Cancelled

Given the bans on travel and cancellation of numerous national and international meetings, neither the
Graime Duthie International Travel Award or the BSG Travel Awards are going to be awarded this year.
Instead we are suggesting that an equivalent sum be awarded to an individual as seed-corn funding for
development of a full research proposal, likely to be supported by industry or adopted as a portfolio study
by NIHR.
Please send an outline proposal for such a proposal to Kumud Solanki.
kumud.solanki@pat.nhs.uk

The successful candidate will be announced in a future edition of NewWave
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