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success in establishing the Northern Ireland Barrett’s Register, enabling data to
be gathered from the whole Northern
Ireland population. In the future, there
will no doubt be progressive improvement in the rigour and consistency of
diagnostic criteria needed for inclusion
of patients in the Register, such that an
invaluable accurate database is created.
Epidemiological studies would seem
to have much to contribute in resolving
some of the issues surrounding Barrett’s
oesophagus that we have come to recognise in the last 10 years or so. For example, we still do not really know its prevalence. In the USA, Mayo clinic data have
suggested a prevalence of 376 per
100 0008 and that the condition is now
recognised in approximately 20% of
individuals who have it.9 In the UK,
recent data show that only 14% of
patients presenting with oesophageal
adenocarcinoma are previously known
to have Barrett’s.10 Thus it is clear that
most individuals who have Barrett’s
oesophagus go undiagnosed. This may be
unimportant for many research purposes
but could be a problem if individuals in
whom the Barrett’s diagnosis has been
made are unrepresentative of the whole
group with Barrett’s. Worryingly, this
may be true so far as the cancer risk is
concerned. On average, Barrett’s oesophagus probably develops 10–20 years
before it is diagnosed but the average age
of individuals newly diagnosed with
Barrett’s is only marginally lower than
the average age of patients diagnosed
with Barrett’s cancer.11 Does this mean
that individuals in whom Barrett’s
oesophagus has been diagnosed are less
likely to develop cancer than those in
whom the condition goes unrecognised?
Such questions have direct clinical relevance as well as public health significance and population based epidemiology looks to be the only way the much
needed quantitative information about
the condition and its natural history can
be gained.
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Although the risk of oesophageal adenocarcinoma is
increased, this cancer is an uncommon cause of death in
patients with Barrett’s oesophagus

I

n a Gut Commentary in 1997,
Spechler1 observed that neither the
definition nor the pathogenesis of Barrett’s oesophagus were as straightforward as they had seemed only a few
years earlier. Today, it looks as if
oesophagologists need recourse to the
black arts of journalistic spin if recent
research on Barrett’s is to be portrayed as
bringing clarity to the subject, because in
truth it has not had much success in
resolving the major uncertainties about
pathogenesis, clinical significance, and
optimum patient management. Regrettably, we are still unable to answer very
many important scientific and practical
questions. For example, why do some
patients with gastro-oesophageal reflux
disease (GORD) develop Barrett’s
whereas others do not? What determines
the length of the columnar segment?
Why does it not lengthen with time
despite continuing reflux? Is Barrett’s
the important precursor of oesophageal
adenocarcinoma or is severe reflux the
real risk factor irrespective of overt
metaplasia of the epithelium? Is endoscopic surveillance of Barrett’s oesophagus an essential part of good clinical
practice or is it a waste of time and
money? This is not a full list of the major
questions, but it will serve as a start.
The paper by Anderson and
colleagues2 in this issue of Gut [see page
1081] confirms an observation previously made by others,3 4 namely that
although the risk of oesophageal adenocarcinoma is increased (about sixfold),
this cancer is actually an uncommon
cause of death in patients with Barrett’s
oesophagus. From this, it follows that we
may expect mortality in Barrett’s
oesophagus patients to be similar to that
in a matched control population. Anderson et al have taken the observations further however by conducting their study
on a population basis and they have
therefore been able to show that overall
mortality in Barrett’s oesophagus is
virtually the same as mortality in the
population at large. No support is given
to an earlier suggestion3 that Barrett’s
oesophagus patients have an increased
risk of death from cardiorespiratory disease: indeed, an unexpected finding was

a reduction of approximately 50% in the
risk of death from stroke in Barrett’s
patients.
Wholly unexpected findings are
among the most exciting outcomes of
research. Sometimes such findings are
not replicated in subsequent studies;
sometimes they initiate a truly important new approach to a subject. As far as
this observation on stroke is concerned,
the cautious investigator will approach
the finding with a little scepticism. It
certainly needs confirmation before we
should accept it as fact. Nevertheless, the
authors’ suggested explanation is intriguing, namely that GORD (and the
predisposition to Barrett’s) may be associated with low vascular tone, thus with
low blood pressure and so a reduced
occurrence of stroke. Abnormalities of
cardiovascular autonomic function have
been demonstrated in GORD,5 6 so there
is some plausibility to the suggestion. If
the authors’ explanation is valid, new
treatments for GORD that target neural
control of the lower oesophageal sphincter and the frequency of its transient
relaxations will in future need to be
checked to ensure they do not inadvertently normalise low vascular tone and
thereby increase the risk of stroke in
these patients.
Population based epidemiological
studies such as the one Anderson and
colleagues2 have conducted must often
contend with the problem that it is difficult to apply tight diagnostic criteria to
the condition being studied if any data at
all are to be obtained. Diagnostic consistency in Barrett’s oesophagus is notoriously difficult in the best of
circumstances,7 but in this instance even
the conventional diagnostic criteria for
Barrett’s oesophagus—that is, an endoscopist’s diagnosis of Barrett’s supported
by appropriate histopathology—have not
been used. In consequence, the conclusions of the study are necessarily weakened. However, the fact that the main
conclusions are at least as powerfully
demonstrated when only patients with
intestinal metaplasia were examined
goes some way to diminish reservations.
Just as important however and certainly
worthy of commendation is the authors’
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