
(such as age and social class) are found to be
associated, even after adjustment, it seems sensible
to treat such associations with caution until evi-
dence of causality can be obtained-in this case
from a prospective randomised controlled trial of
the eradication ofH pylon infection. We therefore
believe that eradication of Hpyloni infection on the
grounds of the risk of cardiovascular disease alone,
like that of gastric cancer alone,4 is not supported
by the current evidence.

BRENDAN C DELANEY
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Authors' reply
ED1TOR,-Brendan C Delaney and colleagues
point out that the association between seropositivity
for antibodies to Helicobacter pylon and coronary
heart disease (based on history alone) in our study
failed to reach significance. It is more important,
however, to look at the odds ratio and confidence
interval. We suggest that an odds ratio of 1-87
(95% confidence interval 0-87 to 4 02) is important
in a common disease like coronary heart disease.
The reason for Delaney and colleagues' failure to

find an association between Hpyloni infection and a
history of ischaemic heart disease (as ascertained
from general practice records) is unclear, but
selection bias may have been a problem as the
subjects were all attending their general practice.
In any event, the confidence interval for the odds
ratio that they observed (0-63 (0-32 to 1-26)) over-
laps ours. An association of a similar magnitude to
that observed in our study has been reported
recently in a large population based study of
2000 subjects aged 25-65 that used the Rose angina
questionnaire to define coronary heart disease.
The odds ratio for H pylori infection in patients
with coronary heart disease as defined by the
questionnaire was 1-68 (0-89 to 3-10) in men after
adjustment for age, smoking, and social class.'
Furthermore, the association between H pylon
infection and coronary heart disease was shown in
patients with disease evident on angiography in our
original study2 and in patients with myocardial
infarction in another study.'
With regard to the predictive value of electro-

cardiographic findings of coronary heart disease,
we would refer Delaney and colleagues to the
Whitehall study, in which the abnormalities we
chose were validated in relation to subsequent
death from coronary heart disease.4 Most electro-
cardiographic abnormalities involved Q waves (22
patients had H pylon infection out of 26 with
Q wave abnormalities). Rates of infection in those
with ST depression (5/6), T wave inversion (7/11),
and left bundle branch block (2/4) were slightly
lower, possibly reflecting the reduced specificity of
these abnormalities for coronary heart disease.
The relation between H pylori and Chlamydia

pneumoniae infection and coronary heart disease
was assessed by logistic regression models with the
outcome variables being, in turn, history of angina
or myocardial infarction; electrocardiographic

evidence of ischaemia or infarction; and prevalent
coronary heart disease (defined as either a history
of the disease or electrocardiographic evidence of
it). In the model H pyloni and C pneumoniae
infections were individually treated as dichotomous
variables (0,1) and no separate term for both
infections was included as they correlated with
each other weakly (as shown in table I in our
paper). Furthermore, there was no evidence of
statistical interaction between H pylori and
C pneumoniae infection as suggested by the un-
adjusted data, nor was there an a priori biological
reason to suspect this.
Delaney and colleagues are incorrect in saying

that generalised linear interactive modelling gives
inaccurate results for logistic regression when
there are few results in a particular group. The
validity of unconditional estimates of regression
variables depends on whether the number of
variables fitted approaches the total number of
independent observations (study subjects). In our
study this ratio was less than 10%.
We appreciate the comment on confounding by

age and social class, but residual confounding was
unlikely or small because there was little difference
in the odds ratio after adjustment. Finally, we
agree (as we stated clearly in our paper) that further
studies including interventional and prospective
trials need to be carried out to address this issue
further.
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Increasing prescription ofdrugs
for secondary prevention of
myocardial infarction
Authors' recommendatdons are too
restrictive
EDrroR,-Janet Smith and Kevin S Channer state
that "there are few published data on the efficacy of
multiple combinations for secondary prophylaxis"
after acute myocardial infarction.' Consequently,
they recommended to colleagues the long term use
of aspirin and one other drug. We assume that the
second drug was most commonly either a ,B blocker
or an angiotensin converting enzyme inhibitor. We
believe that this commonly adopted approach is
much too restrictive.
The Norwegian timolol trial2 and the 13 blocker

heart attack trial of propranolol3 reported a major
survival benefit in patients with clinical evidence of
heart failure. Indeed, the criteria used to define
this subgroup in the ,B blocker heart attack trial
formed the basis of the inclusion criteria in the
acute infarction ramipril efficacy study.4 Further-
more, in the latter study, as with the other trials of
angiotensin converting enzyme inhibitors, at least
a quarter of patients selected for treatment were
receiving a 13 blocker at the time of randomisation.5
This subgroup also showed a sizeable reduction in
all cause mortality as a result of treatment with an

angiotensin converting enzyme inhibitor. Taken
with similar findings in the survival and ventricular
enlargement trial and the trandolapril cardiac
evaluation study,6 these data strongly support the
use ofboth agents in some patients.
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Lipid lowering drugs should be considered
too
EDrIOR,-Janet Smith and Kevin S Channer
describe the lack of translation into clinical practice
of evidence from trials of secondary prevention of
myocardial infarction.' It is notable that lipid
lowering interventions were not included in the
list of treatments used for secondary prevention.
While further definitive evidence of the effect on
total mortality of lowering cholesterol concen-
trations in this context was published recently,2 a
considerable number of studies-for example, the
St Thomas's atherosclerosis regression study3-
have shown regression of coronary atherosclerosis,
and meta-analysis has shown a reduction in mor-
tality from coronary heart disease.4 The problem of
objectivity in discussions of drug interventions in
cardiovascular disease has been described before.'
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Managing cleft lip and palate
EDITOR,-The letters' commenting on Tony
Markus and Peter Ward Booth's editorial on the
management of cleft lip and palate2 raise the
spectre of two surgical specialties at public logger-
heads. Unfortunately, the dispute has had import-
ant consequences for those who should be able to
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