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Commentary

Helicobacter pyloni: is it all in the family?

The epidemiology of Helicobacter pyloni infection has been
extensively studied in recent years but there is still
uncertaintly about its mode of transmission. Speculation
about environmental and animal reservoirs for the
infection continues but the weight of evidence suggests
that it is mainly transmitted directly from one human to
another. Faecal-oral,' oro-oral,2 and gastro-oral3 (contact
with vomitus or gastric secretions) routes of transmission
have been proposed.
The infection is much commoner in developing nations

than in Western countries and there is a clear association
with poorer socio-economic status and home over-
crowding. Recent studies have suggested that acquisition
in Western countries occurs mainly in childhood.4 5 Also,
adults who have been infected and developed a duodenal
ulcer seem to have a relatively low risk of re-infection after
eradication therapy6 yet these are the patients in whom we
might speculate that there is a predisposition to be
infected, whether it be a genetic or environmental trigger.
Two papers in this issue of Gut look specifically at the

possibility of spouse to spouse transmission of H pylori.
Parente and colleagues have reported a higher prevalence
of infection in spouses ofH pylorn infected duodenal ulcer
patients than in a control population of blood donors
matched for age, sex, geographical location, and socio-
economic status (see page 629). Furthermore, they have
shown that infected spouses are more likely to have
dyspeptic symptoms than those without the infection
and that those with dyspepsia and H pylori have a
high prevalence of peptic ulceration and erosions.
Georgopoulos and colleagues also noted that spouses ofH
pylori infected duodenal ulcer patients were much more
likely to be infected with the organism than spouses ofH
pylori negative duodenal ulcer patients (see page 634).
They extended this observation by assessing the ribo-
patterns of Hpylori strains derived from 18 duodenal ulcer
patients and their spouses who were also infected. In eight
families, there was a single strain ofH pylori infecting both
partners whereas in the other 10 families, each partner was
infected with a different strain.

Is the case for spouse to spouse transmission of infection
proved by these reports? The first study is well designed
but interpretation hinges fully on the appropriateness of
the control population. On the surface, the control subjects
seem to be well chosen but all were blood donors, a lifestyle
choice which in itself may reflect some hidden bias or
attitude towards health and hygiene. Also, although socio-
economic status was controlled for, the specific question
of overcrowding and bed sharing in childhood was not
considered.7 It remains feasible that these infected spouses
acquired their infection in childhood and not from their
partners. The second study provides stronger evidence for
some infections being transmitted from spouse to spouse.

However, we are not told how often we could expect to
see the same strain ofHpylori in two partners in a marriage
by chance if there was no spouse to spouse transmission
nor are we given information about the range of strains of
H pylori in the geographical area from which the study
patients were derived and which can be reliably
distinguished by the ribotyping techniques used. Thus, the
case for spouse to spouse transmission of H pylori is
suggested but not proved by these studies and further
research is needed in this area before the implications for
clinical practice can be assessed.

Longitudinal studies, following up families in which only
one spouse is infected will provide the strongest evidence
for intra-familial spread of the infection in the same way
that spouse to spouse transmission of hepatitis C has been
evaluated. Other factors such as density of infection in the
spouse's stomach and the presence of children8 or pets9 in
the family may determine the likelihood of intra-familial
spread and need to be considered in any future research.
We already know that ulcer patients who have been treated
by H pylon eradication therapy have a very low risk of
becoming re-infected6 and it is likely that many of these
patients have infected spouses. Thus, it is premature to
recommend screening of family members of ulcer patients
if the aim is to minimise the risk of a treated patient being
re-infected. The case for treating asymptomatic subjects
with Hpylori infection is not proved though the observation
of Parente and colleagues that infected spouses with
dyspeptic symptoms had a high prevalence of peptic
ulceration highlights the need to investigate symptomatic
family members.
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