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LETTERS TO
THE EDITOR

Audit ofupper gastrointestinal
endoscopy

EDITOR,-In their audit of 14 149 upper gas-
trointestinal endoscopies (Gut 1995; 36:
462-7), Quine et al identified 104 deaths
occurring within 30 days. The authors hope
their findings will encourage endoscopists to
examine their own practices, but we are con-
cerned that the information provided is insuf-
ficient to make true comparisons with this 30
day mortality of 0 74%. The audit reports on
all upper gastrointestinal endoscopy but with-
out specifying the proportion of inpatients
compared with outpatients and the numbers
done for bleeding. Such data are important as
we have recently found that within our hospi-
tal, inpatients accounted for a significant pro-
portion (38%) of new referrals for upper
gastrointestinal endoscopy, and that the 30
day 'all cause' mortality in these inpatients
was 12%.1 Inpatients tended to be older and
have multiple medical problems. The death
rate was even higher in patients who were
already in hospital for other reasons and sub-
sequently had upper gastrointestinal bleeding,
but even in 251 established inpatients who
were endoscoped for reasons other than
haemorrhage, mortality was 8%.

Regarding gastrointestinal bleeding, a
recent national audit studying a population
of 12-5 million found an incidence of 103
upper gastrointestinal haemorrhages/100 000
people/year, ofwhich 75% were endoscoped.2
Fourteen per cent died within 30 days and
again, established inpatients fared worse
(death rate 33%) than acute admissions with
gastrointestinal bleeding. Applying these fig-
ures to the population (5 533 225) covered by
the audit of Quine et al, 1420 gastroscopies
would have been done for upper gastrointesti-
nal bleeding during the four month period.
Assuming a similar death rate (14%) from
gastrointestinal haemorrhage, 199 deaths
would have been expected. This expected 30
day mortality is almost twice that reported by
Quine et al, and yet only includes endoscopies
done for gastrointestinal bleeding (approxi-
mately 10% of the total 14 149 endoscopies).
This suggests that in the audit by Quine et al,
gastrointestinal haemorrhage or its associated
mortality was less than expected, or that the
30 day mortality was underestimated.

Thus, without data on numbers of in-
patients and numbers of gastrointestinal
bleeds, endoscopists may be unable to ade-
quately compare their own figures for mor-
bidity/mortality with those provided by this
audit.

D A GORARD
M NEWTON

W R BURNHAM
Department of Gastroenterology,

Oldchurch Hospital,
Romford,

Essex RM7 OBE

1 Newton M, Hepworth C, Jamieson CP, Smith M,
Kamm MA, Burnham WR. A prospective audit
of new inpatient referrals for upper gastroin-
testinal endoscopy to the gastroenterology firm
of a district general hospital. Gut 1994; 35
(suppl 5): S77.

2 Rockall TA, Logan RFA, Devlin HB, Northfield
TG. Incidence and mortality of acute upper
gastrointestinal bleeding in the UK. Gut 1994;
35 (suppl 5): S47.

Reply

EDITOR,-In our audit inpatients represented
26% of all referrals to the endoscopy unit
(65% outpatients, 9% unstated) and likewise
these patients were older and had higher
comorbidity ratings. The '30 day all cause'
death rate for inpatients was only estimated to
be 2-6% and this is definitely an underestima-
tion. Similarly the death rate at 30 days for
gastrointestinal bleeding was underestimated.
A validation process performed on seven per
cent of all endoscopies showed that the
reporting of deaths for up to 30 days was the
only area ofpossible significant error. There is
no argument that an audit such as that per-
formed by Rockall et al,I which looked specifi-
cally at gastrointestinal bleeding, will provide
more accurate estimates of mortality associ-
ated with gastrointestinal haemorrhage.
Our audit looked at many diverse aspects

of endoscopy practice and it is hoped that our
results will be of great interest and encourage
further study. As regards looking at complica-
tions related to endoscopy we feel that the
unearthing of seven deaths directly caused by
the gastroscopy is the most pertinent dis-
covery especially as it is probable that stricter
attention to sedation and monitoring of the
patient while on the unit may have prevented
some of these deaths.
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Audit ofupper gastrointestinal
endoscopy

EDITOR,-The risk of gastric perforation fol-
lowing endoscopy, highlighted by Quine et al
(Gut 1995; 36: 462-7), might be greatest
when there is coexisting gastric outlet
obstruction. Gastric distension resulting from
trapped air could, in those circumstances,
predispose to perforation at the site of weak-
ness in the stomach wall - that is, at the ulcer
site.' The ulcer site could be even weaker in
gastric ulcers resulting from coprescription of
corticosteroid drugs and non-steroidal anti-
inflammatory drugs. Because air insufflation
can aggravate gas trapping, the duration of
the endoscopic procedure should be reduced
to a minimum in high risk subjects, and the
stomach should be promptly deflated after
gastric biopsy.
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Local anaesthetic sprays and pneumonia
after gastroscopy

EDITOR,-The recent audit of upper gastroin-
testinal endoscopy by Quine and colleagues
(Gut 1995; 36: 462-7) was both timely and
useful. I am concerned, however, that a con-
clusion will be drawn that was not intended.
It is stated that there was in particular a link

between the use of local anaesthetic sprays
and the development of pneumonia after gas-
troscopy. I suspect that the link was present
only in those who had both local anaesthetic
sprays and intravenous sedation rather than
spray alone. I agree that local anaesthetic
spray should not be used if intravenous seda-
tion is also planned. Many endoscopists, like
myself, however, do not routinely use intra-
venous sedation but do use local anaesthetic
throat spray routinely in non-sedated
patients. I am not aware of data showing a
link between local anaesthetic spray and
pneumonia in non-sedated patients and yet if
the report is taken at face value endoscopists
such as myself could be unjustly criticised. It
would be helpful if the authors could say how
many of the 11 patients with pneumonia after
receiving local anaesthesia also had intra-
venous sedation.

B B SCOTT
Department ofMedicine,

County Hospital,
Lincoln LN2 SQY

Reply

EDITOR,-Of the 11 cases of pneumonia
occurring shortly after gastroscopy local
anaesthesia was used in 10 patients. All of
these cases had received both intravenous
sedation and pharyngeal anaesthesia. It is
regretted that this was not made clear in the
paper. We concur that there is no link
between postgastroscopy pneumonia and
local anaesthesia without prior sedation. We
are keen to highlight, however, that local
anaesthetic sprays used with sedation may
increase the risk of cardiorespiratory compli-
cations.
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Gastric metaplasia and Helicobacter
pylori infection

EDITOR,-In their paper (Gut 1995; 36:
193-7), Khulusi et al showed that the extent
of gastric metaplasia in the duodenum
declines 10 months, on average, after eradica-
tion of H pylon. The close relation of this
event with the reduction of duodenal inflam-
mation led the authors to conclude that the
bacterium itself rather than the commonly
held increase in gastric acid production is, at
least in part, responsible for the development
of gastric type epithelium in the duodenum.
This result is in contrast with that published
by Noach et al,I who excluded any significant
change in gastric metaplasia one year after H
pylori eradication. As the extent of the phe-
nomenon did not differ between patients with
eradicated and persisting infection, these
authors concluded that the H pylon related
inflammatory process is less important than
gastric acid output in the genesis and persis-
tence of duodenal gastric type epithelium.

These conflicting experimental data
achieved in populations of similar sample sixe
and after similar periods of follow up confirm
that the pathogenetic link between H pylori
and formation of duodenal ulcer is still a
matter of heated debate. We have already
questioned the relevance of gastric acid
hypersecretion in inducing gastric type
epithelium in duodenum2 and Khulusi and
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