










Campylobacter pyloridis, gastritis, and peptic ulceration

Until the natural history of gastritis and its relation
to peptic ulceration is fully understood, it will be
impossible to plan the most rational treatment.65
Conventional treatment regimens, which concentrate
only on the immediate healing of a macroscopic ulcer
crater, are clearly defective if they do not cure the
disease, in addition to which they must be continued
indefinitely. It is also illogical to confine treatment
that relieves ulcer type symptoms to patients with
ulcer craters. Many patients without an ulcer have
identical symptoms associated with an identical histo-
logical lesion (active chronic gastritis), affecting large
areas of their gastroduodenal mucosa. These patients
must be more carefully studied and their symptoms
evaluated as part of the spectrum of ulcer disease.
Antibacterial treatment of all symptomatic patients
with confirmed C pyloridis infection and patients with
a high titre of antibodies to the organism must be
carefully evaluated.

Future developments

C pyloridis has not been cultured from any organ
other than the stomach in man, nor from the environ-
ment, and such studies will be eagerly awaited. Saliva
from 33 patients with gastritis did not yield
C pyloridis (authors' personal observations).
C pyloridis is a fascinating new spiral organism that
will be studied for its own sake. Already several of its
features have been found to be unique-its cellular
fatty acids, ultrastructure, and enzyme qualities. A
study of cistron similarities should be made to deter-
mine whether it should remain in the genus Cam-
pylobacter, or be the first member of a new genus. The
importance ofC pyloridis as a human pathogen, how-
ever, will need to be proved in great detail to satisfy
gastroenterologists. We hope that the importance of a
histological diagnosis rather than the macroscopic
appearance at endoscopy will be accepted as a basis
on which to assess the pathogenicity ofC pyloridis. As
the pathogenic mechanisms of enteropathogenic E
coli are more fully delineated they may indicate which
avenues should be studied for C pyloridis, which has
an identical method of mucosal adherence to that of
EPEC. Serological tests of patients and controls must
be undertaken with a clearly defined antigen and full
assessment of all factors, which might show that a
supposed control was, in fact, a patient. The role of
antibacterial medicine in the long term treatment of
peptic ulceration and gastritis will require double
blind placebo controlled prospective trials, which are
no doubt already being undertaken around the world.
C pyloridis could be described as "a galactic intruder
into gastroenterology". If and when it is finally
accepted as a pathogen by practising clinicians and
surgeons then no doubt more microbiology laborato-
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ries will be required to isolate this organism from
gastric biopsy specimens and perhaps other sources,
and advice on antibacterial treatment will be sought.
Immunoblot techniques may show the importance of
different antigens in patients and healthy contacts,
and those antigens which would be candidates for a
vaccine may be delineated. C pyloridis is to be
admired for its parasitism of a unique niche, where it
"4grazes" on the microvilli of cells which have the
capacity for rapid regeneration, thus providing new
pasture: because the underlying cells are not invaded
the host will continue to live. Possibly, our modern
stressful civilisation induces people to develop peptic
ulceration, from which a few of the hosts do perish.
Modern medicine has been kind to C pyloridis, how-
ever, in that the current antacids such as cimetidine
and ranitidine alleviate the most serious symptoms
and concomitantly make the stomach a more pleasant
place in which C pyloridis can multiply.

Within the symptom complex of gastritis and peptic
ulceration more study must be given to the cause of
symptoms. Thus some duodenal ulcers give rise to
very few symptoms until an episode of bleeding
occurs. After acid reducing treatment duodenal ulcers
can reappear without symptoms. Are the symptoms of
peptic ulcer due to the ulcer itself or to concomitant
gastritis? Patients with asymptomatic but bleeding
ulcers may have less gastritis than patients with a
highly inflamed gastric antrum but no duodenal ulcer.

Studies of acute transient gastritis should include an
attempt to detect the presence ofC pyloridis by biopsy
or brushing of the gastric mucosa. Osler described
such a condition89 54 and we have referred to two
small outbreaks.55 56 Possibly, acute achlorhydric
gastritis may be an unrecognised common minor ill-
ness, but if it leads to the more serious disorders asso-
ciated with chronic gastritis then detailed examination
of vomit from such cases, and even gastric biopsy will
be warranted.
The presence of C pyloridis infection in apparently

healthy subjects will continue to be problematical for
those who maintain that the bacterium is a pathogen.
Like most other chronic infections, however, such as
tuberculosis, the success of C pyloridis as a pathogen
may be partly due to the fact that it often induces a
relatively asymptomatic but nontheless infectious car-
rier state.
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research on C pyloridis is at an early stage some refer-
ences are to letters, journals, and abstracts. In several
cases, however, we have seen submitted manuscripts
that give full details of the studies, and we thank those
authors.
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