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Reply
SIR,-We were interested to read Dr Cooper's letter
and to see that his most recent experience con-
firmed his earlier findings that the prevalence of
oesophageal stricture in Barrett's oesophagus is
substantially lower than that of 30-80% previously
recorded. Barrett's oesophagus represents the
end stage of severe oesophageal damage and it is
understandable that many have found associated
oesophageal stricture to be much commoner than in
reflux oesophagitis without Barrett's. It is generally
recognised that particularly in the elderly, sympto-
matic disability and severity of oesophagitis do not
show a close correlation and it may well be that the
now widespread use of fibreoptic endoscopy in
gastroenterological units is bringing to light gastric
epithelialisation of the lower oesophagus in patients
who some years ago might well never have been
endoscoped. This might well explain the apparent
discrepancy between Dr Cooper's figures and our
own which go back for up to 12 years.

MICHAEI ATKINSON AND C S ROBERTSON
Dept ofSurgery,
University Hospital,
Queen's Medical Centre,
Nottingham NG72UH

Age related increase of brush border enzyme activities
along the small intestine
SIR,-We should briefly like to comment on the
recent paper by Raul and co-workers (Gut 1988; 29:
1557-63), which describes studies in which small
intestinal morphology and brush border hydrolase
activity was measured in three, 12, and 29 mo Wistar

rats. Overall, our findings in the chow fed Fischer 344
rat, raised under barrier reared conditions by con-
tract with the National Institute on Aging, are
similar. We also found no change in proximal
intestinal brush border hydrolase activity, but only in
the rate of enzyme expression in mucosal epithelial
cells.' Furthermore, we have confirmed our initial
preliminary observations' that ileal villus height and
cell number are greater in 27 mo than in the four to
five mo rats, in agreement with Raul's data. We were
puzzled, however, by the somewhat discrepant
observations of a fall in proximal intestinal villus
height and crypt depth coupled to an increase in gut
cell mass and protein content. Initially, we wondered
whether the reduction in proximal intestinal villus
and crypt dimensions seen in senescent rats, in the
study of Raul and coworkers, was the result of
reduced food intake (quoted as 14-18 g v 20-25 g per
day), but we are at a loss to understand the presence
of an increased gut protein content at the same time.
A fall in protein degradation is commonly seen in the
organs of aging rodents,4 but this has not been
confirmed in the small intestine.s We look forward to
further studies that can elucidate these most interest-
ing observations.
We are sure, however, that both of our groups

agree that these changes in brush border hydrolytic
enzymes are unlikely to be of nutritional significance
although they clearly may suggest some fundamental
age associated changes in the gut similar to those that
our group have described for proliferation of the
small' and large7 intestine. We are delighted to see
another experimental group pursuing studies of the
aging gut.
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Low gluten diet for adult coeliac disease
SIR,-Dr Montgomery and colleagues conclude that
adult coeliac patients can tolerate a low gluten diet
without developing gross morphological changes in
their jejunal mucosa or significant antigluten anti-
body responses.' These conclusions were based on
detailed comparisons of jejunal morphology and
serology in groups of patients on low gluten or
gluten free diets. In an earlier study from the St
Bartholomew's group, 27 of 85 patients with coeliac
disease were found to be asymptomatic despite not
maintaining a strict gluten free diet.' It would be of
interest to know if the 13 low gluten diet patients in
the recent study were taken from the 27 that were not
maintaining a strict gluten free diet in the first study.
If this is the case, I would submit that the low gluten
group are a self-selected subset of patients able to
maintain good health without adhering to a strict
diet, and that it would be premature to conclude that
the favourable results in this subset apply to all
patients with adult coeliac disease. In order to answer
this question, a controlled trial is required randomis-
ing unselected patients with coeliac disease in
emission to either a low gluten or a strict gluten free
diet.

M C ALLISON
Gartnavel General Hospital,
1053 Great Western Road,
Glasgow G12 OYN
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Reply
SIR,-The patients on the low gluten diet in the paper
from Gut were not taken from the original study of 85
patients. I would entirely agree with Dr Allison that
if this was the case the low gluten group would be
self-selected subset of patients. We are currently
considering a trial by 'prospectively' putting patients
on low gluten diet or maintaining a strict gluten free
diet.

PJ KUMAR
St Bartholomew's Hospital,
West Smithfield,
London ECIA 7BE

Dietary factors in the aetiology of gall stones
SIR,-Drs Pixley and Mann did not find any associa-
tion between gall stone disease and different nutrients
in their study.' They argue that this lack of association
could be that all non-vegetarians eat excessive quan-
tities of saturated fat, animal protein, and refined
sugar to allow any differences to be detected. Look-
ing at their frequency histograms, a considerable
variation in energy intake and intake of different
nutrients is seen - for example, from 0 to 180 g of
refined sugar. If such a range is not sufficient, what is
sufficient?

Evaluating the literature of clinical studies gives
the impression of considerable disagreement about
the relationship between diet and gall stones. Intake
of fat ranges from being positively associated,2 not
associated3 and negatively associated4 with gall
stones. The same is seen for energy intake. Clinical
studies do not give us an unequivocal answer that any
nutrients should be associated with gall stones. But
all the clinical studies concerning this subject share
one thing in common: they all use prevalence data on
gall stone disease. This means that they compare
present diet with gall stones which perhaps have been
formed years ago. At that time the diet would not
necessarily have been the same as it is today, as
change in diet over time can be substantial.' It is
questionable whether participants' memory regard-
ing their diet over the last 20-30 years is sufficient to
state whether it has changed or not. We, therefore,
need data from incidence studies comparing dietary
habits in those who form gall stones in the study
period as compared with those who do not, before we
can make a clinical evaluation as regards the associ-
ation between diet and gall stone disease.
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