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known of the possible role of H pylori in
duodenal ulcer disease and theH pylon state of
those patients cannot be determined retrospec-
tively.

It is possible that most subjects in our series
were H pylori negative, which would explain
the higher healing rates compared with Bianchi
Porro's experience. It is more probable that our
patients were either a mixture of H pylon
positive and negative with ulcers or mostly H
pylon positive, which does not help to explain
the reasons for this discrepancy.
By far the most intriguing question raised by

Bianchi Porro's study is whether resistance to
standard anti-ulcer treatment can be related to
the presence of H pylon. In Wagner's study
with bismuth subsalicylate, 14% of duodenal
ulcers did not heal despite H pylon clearance
and 65% of healed ulcers had persistent
H pylon infection,5 suggesting that this might
not be the case.

Eradication by means of a more complete
treatment regimen rather than mere clearance
of the micro-organism may have a bearing on
the subsequent relapse rate but can hardly
account for the superior effects in the short
term. A role for H pylon in some cases of
refractory duodenal ulcers remains, however,
an attractive hypothesis to which Professor
Bianchi Porro's data certainly give support.
At the present time omeprazole is the anti-

ulcer drug that provides the most striking
results in the treatment of resistant duodenal
ulcers.6 Its efficacy has generally been related to
sustained and powerful acid inhibition, but the
drug is also known to exert a clearing effect on
H pylon, if not to eradicate the micro-
organism.7 Further studies are needed to dis-
criminate between the roles of acid suppression
and H pylon inhibition in the successful use of
omeprazole for refractory duodenal ulcers.
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EDITOR,-Professor Bianchi Porro et al are to
be congratulated on their interesting paper
(Gut 1993; 34: 466-9). It is not surprising that
only six of 15 refractory duodenal ulcers were
healed after four weeks' treatment with sucral-
fate 4 glday. Non-refractory ulcers require six
weeks' or up to 12 weeks' treatment for
healing. It is interesting that, in the two
patients with unhealed ulcers after four weeks'
treatment with bismuth subcitrate plus

amoxycillin and tinidazole, both healed with a
further four weeks' treatment with sucralfate.
It is known that sucralfate has no direct action
on Helicobacter pylori. H pylon, however,
cannot exist in the duodenal mucosa in the
absence of gastric metaplasia.

In the small study we reported in 1989'
duodenal gastric metaplasia completely disap-
peared or became minimal in eight of 11 (73%)
patients with healed duodenal ulcers after one
year's maintenance on sucralfate 1 g twice
daily. This compared with only five of 14 (34%)
of patients who had been on one year's
maintenance with cimetidine. In the subse-
quent two years, two of 11 in the sucralfate
group relapsed, compared with nine of 13 in
the cimetidine group. In the absence of gastric
metaplasia, noH pylori organisms were seen by
light or electron microscopy in the duodenal
mucosa and they were only very rarely seen
when there was minimal gastric metaplasia.34
These findings would suggest that longterm

maintenance treatment with sucralfate, by
enhancing mucosal resistance to H pylon, may
be an alternative means of eliminating the
organism and reducing the relapse rate.5
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EDITOR,-Professor Bianco Porro et al (Gut
1993; 34: 466-9) have shown that eradication of
Helicobacter pylon in patients with duodenal
ulcer disease resistant to H2 blockers provides
effective healing with low relapse rates at one
year. They also state that single drug treatment
with colloidal bismuth subcitrate or
omeprazole heals at least 80% of these resistant
ulcers within four weeks.
We describe a 30 year old man with an 11

year history of epigastric pain unresponsive to
drug treatment. He smoked 20 cigarettes daily,
and there was no history of ingestion of non-
steroidal anti-inflammatory drugs or excessive
alcohol intake. The three gastroscopies per-
formed during this period reported either
erosive duodenitis or 'salt and pepper' duo-
denitis. Duodenal brushings did not show any
pathogens. Treatment regimens included col-
loidal bismuth citrate 120 mg four times daily,
cinmetidine 400 mg twice daily with sucralfate
1 gm four times daily, ranitidine 150 mg twice
daily, pirenzepine 50 mg three times daily and
omeprazole 60 mg once daily, but none pro-

duced symptomatic relief. A further gastro-
scopy again reported 'salt and pepper'
duodenitis while quadrantic antral biopsy
specimens showed chronic inflammation and
H pylori like organisms. He was then treated
with colloidal bismuth citrate 120 mg four
times daily for two months with amoxycillin
500 mg four times daily and metronidazole
400 mg three times daily for the initial two
weeks. He had an excellent symptomatic
response and remains asymptomatic one year
after completing the course of treatment.
H pylori is probably a significant factor in the

cause of erosive duodenitis in this patient.
Symptomatic erosive duodenitis seems less
responsive than duodenal ulcers to gastric acid
inhibition.'2 Persistent duodenitis may also be
a marker for early relapse of duodenal ulcera-
tion.' Eradication regimens forH pylori should
be considered at an early stage of treatment of
symptomatic erosive duodenitis.
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Reply

EDITOR,-Thank you for giving us the oppor-
tunity of replying to the comments on our
article.
Dr Guslandi raises two important points in

his letter: firstly, the lack of a group of
refractory duodenal ulcers treated with CBS
alone and secondly, the possibility of reasons
other than anti-H pylori activity, for the
superiority of triple therapy over sucralfate
alone. We share his concern about the possi-
bility that CBS alone may be superior to
sucralfate in these patients and that it would
have been interesting to include such a treat-
ment group in the trial. Unfortunately, com-
parative trials between the two drugs in
refractory duodenal ulcer patients are lacking,
and only one controlled study comparing CBS
with sucralfate in non-resistant patients exists
to date.'
As far as the reasons for the high efficacy of

the triple therapy in refractory duodenal ulcers
are concerned, we feel that this is mainly
because of its anti-H pylori activity. Indeed, the
rate of healing was significantly higher in those
patients where H pylon was eradicated after
treatment than in those who had a persistent
infection. This view is also supported by two
recent trials in non-resistant duodenal ulcers,
which report that adding antibiotics to an anti-
ulcer regimen accelerates the healing of
ulcers.2" Therefore, in our opinion, an eradica-
tion regimen should be considered as the
treatment of choice in the presence of an H
pylori positive refractory duodenal ulcer, as it is
capable not only of healing the anatomical
lesion but also of changing its natural history.
Tovey et al place great emphasis upon the
shortness of initial acute treatment (four
weeks) to explain the low healing activity of
sucralfate alone, but we feel that in most of the
existing trials on refractory duodenal ulcers the
length of short term treatment was pre-
determined at four weeks as it is clear that
prolonging the treatment (whatever drug is
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used) increases the rate of healing.4 On the
other hand, the effectiveness oflongterm main-
tenance treatment with sucralfate in healed
refractory duodenal ulcer has still to be
reported.

Finally, we are in agreement with Moran et al
that eradication regimens forH pylori infection
should be considered not only for treatment of
refractory duodenal ulcers, but also for symp-
tomatic erosive duodenitis, especially if they
proved to be resistant to conventional anti-
secretive treatment.
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BOOK
REVIEW

Inhibition of Gastric Secretion. Bailliere's
Clinical Gastroenterology. Vol 7. No 1. Edited
by N D Yeomans. (Pp 194; illustrated;
£27.50.) London: Bailliere Tindall, 1993.

This addition to the excellent series of
Bailliere's Clinical Gastroenterology is devoted
to 'Inhibition of gastric acid secretion', with
chapters on the mechanism ofgastric secretion;
the pharmacology of gastric secretion and its
measurement; plus reviews ofthe two principal
types of anti-secretory drugs (H2 receptor
antagonists and proton pump blockers) as well
as gastric surgery. Three chapters are devoted
to potential hazards of gastric secretory inhibi-
tion. There is not much overlap between
chapters and the contributions are generally
consistently comprehensive and well pre-
sented. Some of the chapters are not as well
focused as others, so that the initial chapter on
the cellular biology of gastric secretion is not
really a useful analysis of the processes entailed
in the production of gastric juice - a topic
discussed much better in the chapter devoted
to the basic pharmacology of gastric secretory
inhibition. As expected, the chapter on
measurement of gastric secretion by Pounder
and Fraser is the best in the book.
The therapeutic analysis is unbalanced, so

that H2 receptor antagonists are given 10 pages
of text while omeprazole receives 24 pages.
Moreover, the book is not really all that up to
date, because in the five main chapters, only
23% of the references have been published
since 1990. Clearly, the inhibition of a process
that has taken millions of years to evolve may

be associated with risk. As one of the principal
functions of gastric juice is to provide facilities
for sterilising the intestinal contents at the
proximal end of the alimentary tract, the effect
of gastric inhibition on the gastric flora is
important and has been satisfactorily reviewed,
highlighting our lack of knowledge of this
important topic. The chapter on the very
important gastric mucosal changes that accom-
pany gastric secretory inhibition repeats what
has been written by the author on many
previous occasions. A more critical and impar-
tial assessment is desirable in future.

Obviously, gastric secretory inhibition must
be long term because the peptic diseases are
chronic ones. Hence the long term safety of the
different types of gastric secretory inhibitors
must be carefully monitored. Because the
results of the long term toxicological studies in
animals have been disregarded by many regula-
tory authorities, long term prospective surveil-
lance studies are urgently required. Professor
Langman's review of post-marketing surveil-
lance, based on extensive personal studies,
depressingly emphasises the difficulties ofsuch
studies and raises important issues. Further
volumes, devoted to gastric secretory inhibi-
tion, are necessary and will be welcome (and
will be required despite the current obsession
with commensal organisms in the stomach).
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NOTES

Sir Francis Avery Jones BSG Research
Award 1994

Applications are invited by the Education
Committee of the British Society of Gastroen-
terology who will recommend to Council the
recipient of the 1994 Award. Applications
(Fifteen copies) should include:

(1) A manuscript (2 A4 pages only) describ-
ing the work conducted.

(2) A bibliography of relevant personal
publications.

(3) An outline of the proposed content of the
lecture, including title.

(4) A written statement confirming that all or
a substantial part of the work has been
personally conducted in the United Kingdom
or Eire.

Entrants must be 40 years or less on 31
December 1994 but need not be a member of
the BSG. The recipient will be required to
deliver a 40 minute lecture at the Spring

Meeting of the Society in 1994. Applications
(Fifteen copies) should be made to: The
Honorary Secretary, BSG, 3 St Andrew's
Place, London NW1 4LB by 1 December
1993.

European Postgraduate Gastro-Surgical
School

A postgraduate course Update in Digestive
Oncology will be held in Amsterdam on 16-17
December 1993.
An Intenational Congress - New trends in the

diagnosis and treatment ofoesophageal cancer will
be held in Amsterdam on 17-18 February
1994. Further information for both these
events from: Managing Director European
Postgraduate Gastro-Surgical School, Room
109.3, Academic Medical Center,
Meibergdreef 9, 1105 AZ Amsterdam, The
Netherlands. Tel: 31 20 5663926; fax: 31 20
6914858.

Therapeutic endoscopy

The 3rd International Workshop on Thera-
peutic Endoscopy and Gastroenterology will be
held on 4-7 March 1994 in Beijing, China.
Further information from: Dr Sydney Chung,
Combined Endoscopy Unit, Prince of Wales
Hospital, Shatin, NT, Hong Kong. Tel: 852
6362233; fax: 852 6350075.

Cholestasis and related disorders

The International Meeting on Cholestasis and
related disorders will be held in Florence on
23-26 March 1994. Further information from:
Organising Secretariat, OIC srl, Via A La
Marmora, 24,50121 Florence, Italy. Tel: 39 55
50 00 631; fax: 39 55 57 02 27/50 01 912.

Gastrointestinal hormones

The 10th International Symposium on Gastro-
intestinal Hormones will be held 27-31 August
1994 in Santa Barbara, California. Further
information from: Joyce M Fried, Symposium
Administrator, UCLA School of Medicine,
Office of the Dean, 10833 Le Conte Avenue,
Los Angeles, California 90024-1722, USA.
Fax: 310 206-5046.

European Association for the Study of the
Liver

The 29th Annual Meeting of the European
Association for the Study of the Liver (EASL)
will be held in Athens on 7-10 September
1994. Further information from: Professor G
Tiniakos, c/o Olympic Sun, International
Congress Organisers, 7, Voulis Str, 105 62
Syntagma, Athens, Greece. Fax: 30 1 3229149,
3225428.

Correction

The authors apologise for an error in Table IV
line 1 in their paper (Gut 1992; 33: 1397-9).
The numbers of deaths should be:
ICD 1980 1981 1982 1983 1984 1985 1986 1987 1988
571-028 42 39 60 44 23 41 51 38

 on M
ay 19, 2023 by guest. P

rotected by copyright.
http://gut.bm

j.com
/

G
ut: first published as 10.1136/gut.34.11.1647-b on 1 N

ovem
ber 1993. D

ow
nloaded from

 

http://gut.bmj.com/

