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tumours OR fast growing, metastasising turtnours of
different phenotype - that is, different morphological
appearance. That is the problem, which, we think
needs to be addressed with some urgency.

J PENSTON AND K G WORMSLEY
Ninewells Hospital,
Ninewells,
Dundee, DDI 9SY

14C triolein breath test
SIR,-It was interesting to read the manuscript by
Mylvaganam et al. (Gut 1986; 27: 1347-52). Our
laboratory has been performing '4C breath tests of
various types for over a decade both as a research
tool and as an aid to patient management. I noted
that they used the eight hour cumulative data as
their index. This makes the test rather long and
contributes to an increase in reagent use and counting
time. In 1981 we reported (Clin Chem Acta 1981; 112:
371-4) a simplified method based on assessing the
two to four hour rate. This correlates well with peak
'4CO2 excretion and eight hour cumulative data.
More recently (unpublished observations) we have
shown that a single estimation at four hours post label
ingestion is as discriminant as any of the other
collection times. This greatly reduces the cost and
complexity of the test.

It is surprising that this breath test and several
others have not received more widespread accep-
tance in gastroenterology. The future I am sure will
see a burgeoning of these simple (usually screening)
tests in other fields as well as the gut. Perhaps the
major roadblock has been the radioactivity (and the
long t½, of 14C) involved with these tests. The risk is
minimal at the dosage levels used and even multiple
tests result in little exposure, calculated in some cases
to be less than the radiation dose from one abdominal
radiograph. '3C labelled substrates have been much
vaunted as a solution to this perceived problem. As a
research tool this is fine but for a practical screening
test the label is very expensive and the detector (mass
spectrometer) less readily accessible than a liquid
scintillation counter.

ROSS BUTLER
Gastroenterology Unit,
Queen Elizabeth Hospital,
28 Woodville Road,
Woodville South,
South Aumstralia 5011.

Assessment of biliary tract pathology in familial
adenomatous coli
SIR,-Sarre et al (Gut 1987; 28: 303-14) have again
confirmed the common occurrence of upper gastro-

intestinal polyps in familial adenomatous polyposis
although there may be a geographical variation.'
There is also an increased incidence of periampullary
carcinoma in these patients2 and the occurrence of
biliary and pancreatic lesions has also been docu-
mented..
The necessity to assess the biliary system in these

patients has not yet been addressed but if the
combined incidence of periampullary, pancreatic and
bile ducts lesions is approximately 5'S.,' endoscopic
retrograde cholangiopancreatography is not only
reasonable but necessary in those patients in whom
adenomas of the stomach or duodenum have been
demonstrated. At present, the incidence of biliary
and pancreatic pathology in these patients remains
anecdotal but their presence may be of some import-
ance.

R J AITKEN
University Department of Clinical Surgery,
Royal Infirmary,
Edinburgh.
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Reply
SIR,-In response to Doctor Aitken's letter regarding
our article, Sarre etal (Gut 1987; 28: 303-14), I would
like to make the following comments: In our com-
munication we presented the prevalence of upper
gastrointestinal polyps in a consecutive series of 100
patients with familial adenomatous polyposis under-
going upper endoscopy as a routine screening test. It
was obvious in reviewing these results that the
patients with adenomas of the duodenum had varying
numbers of adenomas present, and some of them had
adenomatous change in and around the ampulla. The
dilemma that has been created by these observations
relates to whether therapy of these lesions should be
undertaken and if so by what means. We still do not
truly know the incidence of duodenal, bile duct, or
periampullary cancer in general in these individuals.
We are not aware of any particular subsets that might
be more likely to undergo malignant degeneration
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within these adenomas of the duodenum. In an effort
to determine the incidence of malignant degen-
eration, we have commenced a further prospective
study, randomising patients to annual surveillance
with biopsy, or aggressive endoscopic destruction,
which includes endoscopic retrograde cholangio-
pancreatography in the evaluation. Patients found to
have malignant degeneration are subjected to
surgical excision. To further confuse the picture,
patients with an apparently normal appearing
ampulla on random biopsy, have been shown to
have histologic adenomatous change, which in some
patients extends up into the bile duct.

It is hoped, that with long term surveillance, and
undergoing this randomisation, that we will obtain a
better understanding as to the risk of cancer in the
upper GI tract in patients with familial adenomatous
polyposis.

DAVID G JAGELMAN
Cleveland Clinic Foundation,
Cleveland, Ohio, USA.

Symptoms of IBS and objective measurements of
large bowel function
SIR,-While reading with interest the paper by Oettle
and Heaton (Gut 1987; 28: 146-9), we should like to
take issue with some of the conclusions reached.

Their results are based on a highly selected group
of patients, namely four of 30 patients with 'irritable
bowel syndrome', and it is difficult to justify the claim
that the results in these four should be valid for the
whole group, given the undoubted heterogeneity of
the condition. Further shortcomings are detailed by
the authors themselves, such as the danger of making
assumptions about motility based on what is essen-
tially a study of whole gut transit time.

Finally, while agreeing that our understanding of
the relationship between colonic function and symp-
toms in the irritable bowel syndrome is rudimentary,
we should like to point out that work in this
department has identified disordered colonic motility
in approximately 30% of a group of patients with this
condition.'

In conclusion, we feel that the study sample in this
paper is too small and selected, to draw any firm
conclusions.

G L.AMONT, D EVANS, AND J REYNOLDS

Department of Surgery,
Queens' Medical Centre,
Nottingham.
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Erosive gastritis - does acid matter?
SIR,-The paper by Tatsuta et al on erosive gastritis'
deserves comment. On the basis of the finding of
'large acid secreting areas' in their patients and
because of the good therapeutic results obtained with
pirenzepine, the authors suggest that the patho-
genesis of this gastric disorder may involve high acid
production. In agreement with Nesland and Berstaid'
we found, in a series of subjects with erosive gastritis
of the antrum, that acid secretion was within the
normal range and compairaible to the secretory values
observed in an age matched group of heatlthv con-
trols." On the other hand we reported in patients with
chronic antral erosions an impairment of the gastric
mucus-bicarbonate barrier, mucus secretion being
qualitatively altered' with consequent luminal bicar-
bonate outflow through the eroded mucosa.
The hypothesis that the pathogenesis of erosive

gastritis is related to weakening of mucosal defences
rather than to acid hypersecretion is consistent with
our endoscopic findings after medical treatment. We
observed complete disappearance of chronic antral
erosions in 730A) of cases after only four weeks of
treatment with pirenzepine, compared with 47%/o
healing in ranitidine treated patients (p=OO05).i
Furthermore pirenzepine was found to suppress
HCO3 leakage into the gastric lumen even in subjects
whose erosions were still unhealed,5 which seems to
suggest a functional recovery of the mucosal barrier
preceding the anatomical repair. As the acid inhibit-
ing activity of pirenzepine is much lower than that of
ranitidine, the superior effect of the antimuscarinic
agent in inducing endoscopic healing of erosive
gastritis can be hardly explained on the basis of acid
suppression. Thus, while I agree with Tatsuta et al on
the good therapeutic activity of pirenzepine on
erosive gastritis, it seems to me that this should be
related to the property of the drug of strengthening
the mucosal protective factors" which happen to be
impaired in chronic gastric erosions.

MARIO GUiSLANDI

Institute oJ Internal Medicine,
University of Milan,
Italy.
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