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Lorna Nicol is the Coloproctology Clinical Nurse Specialist
at Glasgow Royal Infirmary. Her nursing career commenced
in 1987 at Addenbrookes Hospital, Cambridge. After
qualifying as a Registered General Nurse, she worked in
acute medicine, specialising in hepatology and cardiology.

In 1993 she returned to Glasgow and started a part-time
nursing post, performing ano-rectal physiology in Glasgow
Royal Infirmary. Training in this area was provided by Dr
Ruth McKee, Consultant Colorectal Surgeon and Lorna was
also able to attend the ano-rectal physiology and
biofeedback workshops at St. Marks Hospital in London.
From 1996, the post became a full-time permanent position.
Since then Lorna has completed the Coventry course in G.1.
Physiology in February 2001 and subsequently became an
Accredited Independent Practitioner later that year. In addition,
her department received Accreditation as a Service Unit.
Lorna has recently become an AGIP committee member
and has taken the new role of Deputy Publishing Editor,
working with the current Publishing Editor, Sharon Walker.

In previous years, Lorna’s department has also received
Charter Mark, the Governments award for recognising and
encouraging excellence in public service. In 2002, Lorna
and her then colleague Vicki Ingram received a Scottish
Executive Fellowship award for Nurses, Midwives and Health
Disciplines. This was used to visit the Cleveland Clinic in
Fort Lauderdale, Florida, U.S.A. in 2003 to compare practice
and develop further learning. Academically, Lorna studied at
Paisley University in Scotland via distance learning and
received a BSc in Health Studies with distinction in November
2006. Lorna is now considering progressing to Post-
Graduate study.

Lorna is experienced in ano-rectal physiology, colonic
physiology and up until a few years ago biliary manometry.
Lorna has also contributed to published research articles
and poster presentations, alongside the Colorectal
Consultant Surgeons. Biofeedback is performed in her
department for both faecal incontinence and outlet
obstruction; which is now an integral part of the newly formed
Bowel Dysfunction Clinic.

In her spare time Lorna enjoys running and has participated
in 10k events over the years, often fundraising for various
charities. She has done voluntary work in a soup kitchen on
the streets of Glasgow and even respite care for vulnerable
foster children. For fun she enjoys shopping, socialising

At the Annual General Meeting, 3 members of the
Association accepted posts on the committee. We would
like to welcome Anne Smythe and Lorna Nicol, who have
respectively accepted positions of Minutes secretary and
Deputy Editor of NewWave. Dr Lynne Meekison is the
new clinical member for medicine. We hope that they
enjoy their time on the committee. We would also like to
thank previous members of the committee: Dr Jonathan
Fletcher, Dr Mark Scott and Dr Josephine Barlow who
recently completed terms of office for their work on behalf

of the Association.
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Welcome Bac

Anne Smythe

Senior Clinical Scigntist
Royal Hallamshire Hospi
Sheffield

Anne Smythe has been an AGIP member since 1997 and
was membership secretary from 2000 to 2004, and is now
looking forward to her return to the AGIP council.

She manages the GI investigation unit at the Royal
Hallamshire Hospital in Sheffield, and as well as providing
an upper Gl service for both surgeons and physicians, she
is involved in several clinical trials, one of which she
presented at this year’s BSG in Birmingham.

Her main research interest is connected to Barrett’s
oesophagus, and works with medical staff, pathologists
and other Gl physiologists on this topic.

Welcome Bac

Joanne Hayes

Gastrointestinal Phys
Queen Elizabeth Ho
Birmingham
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kand even has her own karaoke machine! )

] \Velcome also to Lynne I

Associate Specialist in Gastroer
Edinburgh Royal infirmgry.
= whose profile appeared in the la
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Oral Presentations

The effect of argon plasma coagulation ablation on
oesophageal motility and chemoreceptor sensitivity

(K Elghellal, A Smythe,R Ackroyd )

Introduction: Barrett’s oesophagus is of clinical importance
because of the strong association with oesophageal
adenocarcinoma. The use of endoscopic argon plasma
coagulation (APC) ablation to eliminate intestinal metaplasia
combined with oesophageal acid control has been shown to
minimise if not remove the cancer risk.

Aims & Methods: Oesophageal motility and sensitivity appear
to be disturbed in Barrett's oesophagus. As ablation treatment
is a thermal technique causing superficial damage, the aim of
this study therefore was to look at any further effect of APC on
both oesophageal motility and mucosal sensitivity APC was used
to treat 20 patients with Barrett's oesophagus (16 males and 4
females, median age 56 (range 51-81) years) confirmed at
endoscopy and histologically, median Barrett’'s segment length
4cm (range 2-10cm).

Station pull through manometry was carried out 1 week before
APC treatment. The lower oesophageal sphincter pressure
(LOSP), proximal and distal wave amplitude, primary peristalsis
with 5ml water swallows and secondary peristalsis with air and
water bolus was measured.

To assess oesophageal sensitivity, acid (0.1NHCI) and alkaline
(0.1N NaOH ) provocation was carried out. Lag time to initial
discomfort (t), sensory intensity rating (i) (no discomfort =0,
intense pain =20) and acid perfusion sensory score (t x i /100)
were obtained. These tests were repeated 4-6 weeks following
successful APC.

Results: Using the Wilcoxon Rank-Sum test for statistical
evaluation, no significant differences were seen in any of the
motility parameters comparing before and after APC.
Sensitivity intensity rating and acid perfusion sensory score were
significantly higher after APC treatment (Pre-APC sensory score
for acid = 1.6 (1.8), post-APC sensory score for acid = 0.5 (0.3),
p < 0.01. Pre-APC sensory score for alkali = 1.5 (1.7), post- APC
sensory score for alkali = 0.9 (1.0).

Conclusion: Following reversal of Barrett’s epithelium using APC,
no changes in oesophageal motility are seen but a decrease in
oesophageal sensitivity occurs. Longer term studies are needed
to see if sensitivity improves.

At this years BSG conference, six abstracts were
chosen for presentation during the Gastrointestinal
Physiologists section. The Association of G.I.
Physiologists (AGIP) symposium took place on the
Wednesday morning (12" March).

Three oral presentations were given and three posters
were displayed (five of the accepted six abstracts are
reproduced below). There were also two keynote
presentations, one from Mr G Duthie, Castle Hill Hospital,
Cottingham “Assessment and treatment of chronic
constipation” and by Professor N. Talley, Jacksonville,
USA entitled “What can tests of gastrointestinal function
tell us about gastrointestinal functional disorders?”

Both talks were well attended and generate a lot of
interest; a lot of requests were received for treatment
algorithm used by Mr Duthie for chronic constipation,
and it is reproduced within this issue.

A joint symposium with the BSG Oesophageal section
and AGIP was held on the Thursday morning (13" March)
which was well attended and covered a range of topics
including: the value of pre-operative testing, ambulatory
manometry, Bravo and conventional pH investigation and
if patients with non-cardiac chest pain may benefit from
hypnotherapy.
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The effects of glucose, fructose and tagatose on gastric
emptying
(A McGlone, TJ Little, DG Thompson)

Introduction: The mechanisms by which nutrients, in the small
intestine, signal to the CNS to alter gastrointestinal function are
poorly understood. It has been suggested that sugars slow
gastric emptying (GE) (a proxy measure of brainstem activation)
by stimulating “osmoreceptors” in the small intestine; however,
at a low osmolality, solutions of glucose and fructose appear to
empty differentlyl, suggesting that the potency of the feedback
may also depend on the sugar molecule per se. It is known that
the length of intestine exposed to nutrient is important for the
regulation of GE. —In dogs, slowing of GE by glucose is dependent
on exposure of at least 15 cm of the small intestine to nutrient,
and the intensity of the feedback increases as the length of
exposure is increased2. Differences in the absorption of hexose
sugars may, therefore, be an important determinant of their effects
on GE.

Aims & Methods: This study therefore aimed to determine
whether tagatose, a poorly absorbed hexose sugar (used as a
non-caloric sweetener), would slow gastric emptying to a greater
extent than glucose or fructose. 12 non-obese subjects (7F, 5M;
BMI 23 (0.76) kg/m2) drank 500 ml solutions of 250 mOsmol
glucose, fructose or tagatose, and water (non-osmotic control
for volume), each labelled with 100 mg of 13C-acetate. Gastric
emptying was assessed over 45 minutes (breath samples
collected every 5 min) using a 13C-acetate breath test; the lower
the cumulative 13C02:12C0O2, the slower the rate of gastric
emptying.

Results: There was a significant effect of hexose type on gastric
emptying (P<0.05). The mean cumulative 13C02:12C0O2 values
for tagatose were 139.5(18.2) units lower than those for water,
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123.8(23.4) units lower than those for glucose, and 99.4(17.5)
units lower than those for fructose (P<0.05, for all), whereas
there was no difference between glucose, fructose and water.
There was, however, substantial inter-individual variation in the
gastric emptying response, particularly for tagatose and fructose.
—In general, those individuals who were most able to slow their
GE in response to tagatose, had a tendency to slow the GE of
fructose.

CONCLUSION: The poorly absorbed hexose sugar, tagatose,
slows GE more potently than fructose and glucose, both of which
would be expected to be absorbed more completely in the
proximal small intestine, thus limiting the length, and duration,
of exposure of the small intestine. However, there was substantial
phenotypic variation in the gastric emptying responses to hexose
sugars. Since the rate of GE closely correlates with ingested
meal volume, this observation may have implications for the
regulation of food intake.

References: 1 Elias et al., J Physiol, 194: 317-26, 1968
2 Lin et al., Am J Physiol Gastrointest Liver Physiol, 256: G40411,
1989

Do patient’s reported food triggers really provoke gastro-
oesophageal reflux (gord) and how well are we advising
them?

Dr F Leslie (D Vasant, M Deakin, C Cheruvu, S Evans)

Introduction: Different food intolerances and lifestyle practices
are thought to trigger reflux. Foods act both as direct irritants or
indirectly either pharmacologically or hormonally on the lower
oesophageal sphincter e.g. fats. Lifestyle advice is important,
but we hypothesized that there would be a wide variation in how
effectively this was given.

Aims & Methods: A questionnaire was developed for GORD
patients awaiting Gl physiology appointments, asking about
advice patients received, which foods precipitate their symptoms
and nominated one food as a ‘test meal’. The post-prandial
effect of the ‘test meal’ on the oesophageal pH was analysed at
24 hour pH/manometry.

RESULTS: Data were obtained from 45 of 66 patients and 48
trigger foods identified. The top 4 trigger foods were fatty foods
76%, fried foods 71%, spicy foods 71% and pastry 69%. 75%
(34) reported frequent heartburn (daily/several times/week),
where the mean no of ‘trigger’ foods was 14.0 /patient, compared
to those with infrequent heartburn (n=11), mean 7.2.
Despite referral for pH studies, only 71% recalled lifestyle advice.
63% to raise head of bed, 53% to eat regular small portions,
50% weight loss, 44% to avoid trigger foods, 25% to avoid late
meals and 16% to reduce alcohol. In pH studies (n=18), test
meals chosen by patients included pastry (6), spicy food (4),
chocolate, spearmint and muesli. Two patients had normal pH
(Demeester <14.72). 88% (14/16) who had physiological reflux
had increase in %time pH<4 2hours post test meal, compared
to total during 24hour study. Significant reflux was demonstrated
in 5/6 patients who ingested pastry and 4/4 after spicy food test
meals. Muesli and spearmint did not induce physiological reflux.

CONCLUSION: Reflux sufferers reported a large variety of ‘trigger’
foods. Patients with more frequent reflux symptoms report double
the amount of food triggers compared to those with infrequent
heartburn. 88% of patients who ingested a food they believed to
trigger their symptoms during 24 hour pH testing, actually had a
refluxogenic episode post prandially. Better provison of consistent
information about lifestyle and dietary measures could improve
patient outcome.

Poster Presentations

Overweight and waist circumference are risk factors for
gastro-oesophageal reflux disease.

(R Anggiansah, R Sweis, T Wong, M Fox, A Anggiansah)

Introduction: The increasing prevalence of obesity and gastro-
oesophageal reflux disease (GORD) strongly suggests an
association between these two conditions. Previous studies
indicate that waist circumference (WC) but not body mass index
(BMI; kg.m-2) is independently associated with oesophageal
acid exposure.

Aims & Methods: This study aimed to examine the relationship
between increasing WC and specific reflux parameters on 24-hr
pH monitoring to provide insight into the mechanism by which
this occurs. A prospective study of 676 consecutive patients with
suspected GORD referred for oesophageal investigation. Height,
weight and waist circumference (WC) were measured. 24-hr
ambulatory pH studies were performed. The associations
between demographic variables, reflux parameters
(oesophageal acid exposure (%time-pH<4), number of reflux
episodes (NR), longest reflux episodes (LR)) and the DeMeester
score) was assessed in four time periods (total, upright, supine
and postprandial) by univariate and multivariate analysis. In
addition, symptom severity was assessed by a validated
questionnaire.

Results: Complete 24-hr pH data for 583 (86%) patients with
M:F 44.%:56% were available. The prevalence of obesity was
similar in both sexes. %time-pH<4 and LR were associated
with increasing age in all time periods (all with p<0.001); however
no such effect was seen for reflux symptoms (p>0.1). WC
(adjusted for age and sex) but not BMI was independently
associated with a significant increase in all reflux parameters
during all four time periods (all p< 0.001). There was a
progressive increase in reflux parameters (%time-pH<4, NR and
LR) from the low (WC < 89cm) through the medium (89-99cm)
to the high tertile group (WC > 99 cm) which was significant in all
time periods (all p<0.001). Similarly, the odds ratios for
pathological reflux (DeMeester >14.7) adjusted for age and sex
compared to patients with a low tertile WC was elevated in the
medium tertile (OR=1.58, Cl 1.02 -2.44; p<0.001) and the high
tertile groups (OR=3.36, Cl 2.14-5.28; p<0.001). WC was not
associated with the severity of reflux symptoms independent of
oesophageal acid exposure (p=0.1).

Conclusion: In patients referred for investigation of reflux
symptoms WC is associated with increasing the number and
duration of reflux episodes and overall oesophageal acid
exposure, in all study periods. This indicates that obesity
increases the severity of reflux disease both by increasing the
frequency of reflux episodes in both the upright position likely by
increasing the risk of reflux during transient lower oesophageal
sphincter relaxation, but also in the supine position likely due to
weak and incompentent reflux barrier and impaired clearance.

For further information or submission of articles please contact “The Editor, New Wave, c/o BS



Inter-individual variations in the gut-to-brain signaling
responses to hexose sugars

(A Gopinath, T Little, JT McLaughlin, D Lassman, S Rhodes,
DG Thompson)

Introduction: The incidence of obesity is increasing rapidly. The
increased consumption of fructose has been implicated in the
pathogenesis of obesity. Therefore, understanding the
mechanisms by which different sugars influence the
gastrointestinal signaling to the brain, and thus the central
regulation of appetite, is of paramount importance. Sugars are
proposed to slow gastric emptying (GE), a proxy measure of
brainstem activation, by stimulating osmoreceptors in the small
intestine; however, glucose and fructose appear to empty
differently (1). Furthermore, large inter-individual differences in
the GE response to sugars were apparent (1). Previous studies
have been unable to explore gastric emptying responses in detail
within an individual due to limitations in methodology, therefore,
it is unclear whether the reported differences are a true
representation of an individuals responsiveness.

Aims & Methods: Primary aims of this study were, therefore, to
determine: (i) the effects of hexose sugars, glucose, fructose
and galactose on GE and (ii) whether inter-individual differences
in GE were consistent within individuals. 7 healthy subjects
were studied after an overnight fast on 10 separate occasions to
evaluate the effects of 500ml solutions of glucose, galactose
and fructose at 250, 500 and 1000 mOsmol, or water on GE
(assessed using a 13C-acetate breath test). Subsequently, 3
subjects underwent 32 studies to evaluate intra-individual
reproducibility in the GE of 250mOsml hexose sugars.

Results: As the osmolality of the hexoses increased, GE was
more potently slowed (P<0.001). At a low osmolality (250
mOsmol), a sugar-specific effect was apparent; the effects of
fructose were more potent than those of glucose and galactose
(P<0.05). After observing substantial inter-individual differences
in the response to sugar ingestion at 250mOsmol, we
investigated whether the GE response within an individual was
consistent. - In Subject A, but not subjects B and C, fructose
consistently slowed GE (P<0.05).

Conclusion: Hexose sugars slow gastric emptying in both an
osmolality-dependent and sugar-specific fashion. At a low
osmolality (250 mOsmol), fructose emptied from the stomach
more slowly than both glucose and galactose; as the osmolality
increased, the difference between the sugars decreased.
Furthermore, while the effects of glucose and galactose on gastric
emptying were relatively consistent between individuals, there
was substantial inter-individual variation in fructose at 250
mOsmol; some individuals did not slow gastric emptying in
response to fructose. Understanding the mechanisms
underlying the inter-individual variations in the gastric emptying
response to fructose may help to explain why some individuals
are more susceptible to obesity in an obesogenic environment.

References: Elias E, J Physio;194:317-32,1968.

Do patient’s reported food triggers really provoke gastro-
oesophageal reflux (gord) and how well are we advising
them?

(D Vasant, M Deakin, C Cheruvu, S Evans, FC Leslie)

Introduction: Different food intolerances and lifestyle practices
are thought to trigger reflux. Foods act both as direct irritants or
indirectly either pharmacologically or hormonally on the lower
oesophageal sphincter e.g. fats. Lifestyle advice is important,
but we hypothesized that there would be a wide variation in how
effectively this was given.

Aims & Methods: A questionnaire was developed for GORD
patients awaiting Gl physiology appointments, asking about
advice patients received, which foods precipitate their symptoms
and nominated one food as a ‘test meal’. The post-prandial
effect of the ‘test meal’ on the oesophageal pH was analysed at
24 hour pH/manometry.

Results: Data were obtained from 45 of 66 patients and 48 trigger
foods identified. The top 4 trigger foods were fatty foods 76%,
fried foods 71%, spicy foods 71% and pastry 69%. 75% (34)
reported frequent heartburn (daily/several times/week), where
the mean no of ‘trigger’ foods was 14.0 /patient, compared to
those with infrequent heartburn (n=11), mean 7.2.
Despite referral for pH studies, only 71% recalled lifestyle advice.
63% to raise head of bed, 53% to eat regular small portions,
50% weight loss, 44% to avoid trigger foods, 25% to avoid late
meals and 16% to reduce alcohol. In pH studies (n=18), test
meals chosen by patients included pastry (6), spicy food (4),
chocolate, spearmint and muesli. Two patients had normal pH
(Demeester <14.72). 88% (14/16) who had physiological reflux
had increase in %time pH<4 2hours post test meal, compared
to total during 24hour study. Significant reflux was demonstrated
in 5/6 patients who ingested pastry and 4/4 after spicy food test
meals. Muesli and spearmint did not induce physiological reflux.

Conclusion: Reflux sufferers reported a large variety of ‘trigger’
foods. Patients with more frequent reflux symptoms report double
the amount of food triggers compared to those with infrequent
heartburn. 88% of patients who ingested a food they believed to
trigger their symptoms during 24 hour pH testing, actually had a
refluxogenic episode post prandially. Better provison of consistent
information about lifestyle and dietary measures could improve
patient outcome.

What do gastroenterology trainees know about
oesophageal manometry and pH monitoring?

(J D Shutt, F Robbie, P Boger, A Quine)

Introduction: Oesophageal manometry and pH monitoring is
widely available for the investigation of oesophageal symptoms.
However, trainees are frequently not exposed to these techniques.
In November 2006 the BSG issued updated guidelines for
oesophageal manometry and pH monitoring, acknowledging
the advent of PPIs and their value in therapeutic trials.



Aims & Methods: We aimed to evaluate the knowledge of
oesophageal manometry and pH monitoring against key
recommendations made in the BSG guidelines, among
gastroenterology SpRs in the Wessex region. All received a 25
point questionnaire that was completed electronically.

Results: 18/30 (60%) responded. One trainee worked in a
hospital without oesophageal manometry and pH monitoring
onsite. Knowledge of oesophageal manometry was good,
although 22% considered it a first line investigation in patients
with suspected oesophageal symptoms. Regarding ambulatory
oesophageal pH monitoring: 44% wrongly considered it to have
a very low false negative rate; 39% considered prior endoscopy
necessary for accurate electrode placement; and whilst all knew
that it allows correlation between reflux events and symptoms,
only 41% understood the ideal time. Trainees overestimated
normal oesophageal acid exposure, with mean total, upright,
and supine times for oesophageal pH<4 for less than 11%,
7.6% and 13.4% respectively (5, 8 and 3% in the guidelines).
Only 1 trainee was aware that the degree of supine reflux should
be less than that upright, other responses ranged from 5-50%.
The majority appreciated that pH monitoring should be the

investigation of choice in patients with symptoms suggestive of
gasto-oesophageal reflux disease (GORD) (89%) and in cases
with atypical symptoms possibly due to GORD, a prolonged
therapeutic trial of a PPI is considered more relevant (83%). The
most confusion concerned having pH monitoring on or off a PPI
in GORD: 44% correct in testing on a PPI in a failed therapeutic
trial; 39% correct in testing off a PPl in endoscopy negative
oesophagitis with a good response to PPI prior to anti-reflux
surgery. In a patient with symptoms potentially due to GORD
with a failed therapeutic trial, no trainee was correct in advising
a pH study on a PPI prior to anti-reflux surgery. Knowledge of
procedural issues were satisfactory, although only 33% and 11%
appreciated the restrictions on diet and activity respectively, and
only 44% were aware of the need for antibiotic prophylaxis if high
risk of bacterial endocarditis.

Conclusion: The working knowledge of oesophageal manometry
and pH monitoring among trainees was adequate at best, with
limited indepth knowledge and confusion regarding performing
pH monitoring on or off PPIs. To ensure trainees refer patients
appropriately, further training and exposure to these techniques
is required.
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Dear editor,

Il read with interest the articles in the

August edition of Wave written by Anton

Emmanuel, first on the NICE guidelines

for the investigation and treatment of

faecal incontinence and then, a page

later, on the complexities of the
continence mechanisms. The two articles appear to be at
odds with one another; Dr. Emmanuel, in his NICE article,
would appear to subscribe to the view espoused by Prof.
Norton at the recent study day hosted by the Continence
Foundation at the Royal Institute of Architecture, that the index
finger is the instrument of choice with which to assess
anorectal function — not a view shared by me nor | hope by
many other members of AGIP. The guidelines suggest that a
range of treatments are tried, ranging from lifestyle changes
through to electrical stimulation and, only when these prove
unsuccessful, that an attempt at diagnosis be made using
endoanal ultrasound and/or anorectal physiology.

| was always led to believe that good medicine (and indeed
good science) advocates establishing a diagnosis before
embarking on treatment.

In his second article Dr. Emmanuel presents an in-depth and
detailed account of the continence mechanisms and their
complex interrelationships, eruditely illustrating the need to
evaluate more than just sphincter tone to explain deficiencies
in continence. It must surely be of value for a physiotherapist,
for example, to know whether a patient’s sphincter has been
damaged by childbirth (and to what extent), or perhaps whether
lack of sensation denies them of the appreciation of a full
rectum and the impending need to defaecate.

The NICE guidelines appear to be pre-occupied with treatment
rather than establishing a diagnosis so that the appropriate
treatment can be determined at the outset, not arrived at by a
process of elimination.

Might there be an element of political expediency at work here?
The DoH has made much of the achievement of an 18 week
referral to treatment target by the end of 2008, and indeed had
suggested that physiological investigation waiting times were
a significant obstacle to that target. Are the new guidelines the
means by which this is to be achieved for continence problems
—commence some form of treatment at the earliest opportunity

(thus stopping the RTTP clock), without the benefit of a
diagnosis to direct that treatment? |, and many others involved
in the 18 week pilot study, invested a great deal of time and
effort devising new ways of working to achieve waiting list
targets; the one measure | had not considered was to deny
patients access to the service!

Of course | appreciate that simple conservative measures are
appropriate to try as first line measures in primary care
(providing no worrying symptoms are evident), but | am
concerned that the tone of the guidelines suggest that
physiological investigations are the last resort and only to be
used where a surgical option is being considered. We are in
danger of ‘throwing out the baby with the bathwater’ here if the
importance of diagnostic investigations is to be devalued in
this way.

We must also not forget that knowledge of the underlying
problem is a very important aspect in the patient’'s management
of their condition — | doubt being told that the cause of their
incontinence was unknown and that a number of different
treatments would be tried until one was found to work would
leave them very impressed.

We must also remember that, as mentioned at the end of Dr
Emmanuel’s NICE article, incontinence is a symptom (of an
underlying condition) and, as such, warrants investigation and
diagnosis - using the methods we, as clinical physiologists,
have available to study the complex mechanisms that control
continence mentioned in Dr. Emmanuel’s second article.

It would be interesting to know the views of other AGIP members
engaged in anorectal physiology — is it a valuable diagnostic
tool guiding clinicians and therapists to the most timely and
appropriate treatment, or has anorectal physiology had its day
— to be replaced by the index finger and a set of algorithms?

Yours faithfully,
Reprinted from last issue
Our apologies to Richard

Richard H. Lowndes
Clinical Physiologist

Manager . Lowndes for inadvert-
Norfolk Physiology Unit ently cutting short his
Norwich UK.

letter in our last issue.
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Association Logo Competition Accredited Practitioner status
As you may be aware, earlier this A new handbook for the association of G.I. Physiologists
year there was an email survey of is now available which includes details regarding training
the Associations membership re- and standards of practice required to become, and maintain
questing them to vote for a Logo. status, an accredited independent practitioner in G.I.
All the designs were created by Physiology.
members of the Association and ) )
there was a choice from a short- If you are an accredited member of AGIP, the deadline
list of 4 images. for submission of your continual professional
At the Annual Meeting, held during the associations’ sym- development (CPD) portfolio is the 1 = July 2008 .
posium at the BSG Conference, the winning design was Submission of the CPD portfolio is essentially in order to
revealed. maintain your status as an accredited independent
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