EDITORIAL

Helicobacter pylori —what do we
Know?

Helicobacter pyloriis a Gram-negative bacteriumations, it is important for clinicians to assess each
that was discovered more than 15 years ago. We npatient—for example, to treat life-threatening compli-
know that this organism causes gastritis and peptiations, such as bleeding, and any other concurrent
ulceration, and is an important factor in the causationedical illnesses. Thirdly, when there is no real con-
of gastric cancer. When investigating any infectiorsensus, such as for the treatment of dyspepsia, it is
one would be interested to know the nature of tlreasonable to givel pylori eradicationtherapy after
infection; when and how to treat the infection; anthe conventional therapies for dyspepsia have failed.
how to prevent the infection. The naturetbpylori  Two recent randomised placebo-controlled trials of
infection is peculiar. Whehl pylori infects a human, H pylori eradication therapy to treat dyspepsia yielded
the infection is usually asymptomatic or may be missonflicting results®!* And in the favourable study,
taken for a case of ‘stomach flu’; infection continuesymptomatic relief was achieved amly 27% of
and is associated with the progression of gastritis. pratients:! This form of therapy per se is thus unsatis-
susceptible hosts, mucosal damage and factors st@ttory and its failure indicates thatpylori is unlikely
as excessive gastrin and acid production result ia play a major pathogenetic role in dyspepsia.
peptic ulceration. The added effect of environmental
factors means that the gastritis may progress to The difficult question is whether eradication therapy
intestinal metaplasia, gastric atrophy, dysplasia, astiould be given to people who &teylori—positive,
possibly cancer of the stomach. Although some of tlesymptomatic, and who have a healthy past history.
links remain to be proven, they act as useful workinbhe seminar paper of Ching and Wérsgiggests
concepts in clinical management. that until results from intervention studies of the
effect of eradication therapy on gastric cancer are
The seminar papers in this issue offfumg Kong known, it is inappropriate to give the therapy to all
Medical Journakover when and how to trddtpylori  infected patients to try to reduce the risk of gastric
infection and whom to tre&f. The seminar papers of cancer developing. This approach applies even when
Wu and Sunband Ching and Wodgritically review the histological examination shows premalignant
whom should to be treated for infections, and the kejastric lesions such as intestinal metaplasia or gastric
issues are well summarised in their tables. The guidstrophy. What is scientifically correct may not be
lines have been drawn from three consensus meetiniggsible clinically, and applying this treatment strat-
two of which were from the West the third was egy to the local population may not be cost-effective.
from the Asia-Pacific regiohlt is important to inter- However, when individual patients ask farpylori
pret recommendations at three levels before they csereening and the result is positive, they are counselled
be applied to clinical practice. Firstly, when a recomand offered eradication therapy. They are told that the
mendation is a complete consensus, as in the c&3@nese population has a higher prevalence of gastric
of complicated or uncomplicated peptic ulceratiorcancer, that pyloriis recognised by the World Health
ulceration associated with the use of non-steroid@rganization as a major factor in carcinogenesis, that
anti-inflammatory drugs (NSAIDSH pylori—positive the side effects of eradication therapy are few and
ulceration; and mucosa-associated lymphoid tisstlerable in most reported series, and that psuedomem-
lymphoma and early gastric cancer, clinicians find neraneous colitis—the most serious complication of
difficulty in making the decision to treat an infectedreatment—is very rarely reported. The final decision
individual by givingH pylori eradication therapy. rests with the patient.
Secondly, when the indications are advisable, such as
prophylaxis for NSAID-users or when histological As to the choice of therapy, there is a good consen-
examination of the stomach shows precancerosas that a proton pump inhibitor or ranitidine bismuth
changes, the data are conflicting but more inclined toitrate, in combination with clarithromycin/metroni-
wards the eradication &1 pylori. As Wu and Sung dazole and amoxycillin for 1 week, is recommended
state, some of the scientific evidence is weak and sofoe eradicatingH pylori.t* In areas of highH pylori
consensus statements have been derived from the vesistance to metronidazole, such as Hong Kong, in-
ing by participants of consensus paridisthese situ- clusion of this drug should be avoided. Whether we
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can shorten the duration or frequency of drug intaksudies are certainly needed before any useful clinical
during the therapy awaits further studies. recommendations can be made.

The seminar paper dt pylori and gastric cancer  Helicobacter pylorihas excited both scientists and
by Wong et @ldescribes the data on the epidemiologglinicians. Discovery of the organism has radically
and pathophysiology ofl pylori infection and its changed treatment strategies for diseases of the stomach.
association with gastric carcinogenesis. The authofdthough we now know how to treat the infection, the
discuss whether eliminating pylori can reduce the understanding of the biology of the infection and its long-
incidence of gastric cancer. Large-scale randomiséetm sequelae are yet to come in the next millennium.
studies are underway worldwide and the results are
much awaited. However, one has to look ahead. Eve¥M Hui, MD, MRCP
if H pylori reduces the incidence of gastric canceBuite 813
the total screening and treatment of the infected popQentral Building
lation would be impractical. The identification of1-3 Pedder Street
the high-risk population would be preferable—in othe€entral
words, selective eradication. The timing of interventiorlong Kong
would also be crucial, because the present evidence
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