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First line treatment in
hypertension
SIR,-Professor J D Swales's editorial' comes at a
propitious time, a time when the government is
endorsing health promotion clinics that include
managing hypertension.' We believe, however,
that many issues in the contemporary management
of hypertension deserve inclusion in the recom-
mendations for first line treatment.

Firstly, non-pharmacological management
options, including weight reduction, restriction of
dietary salt intake, and alcohol limitation should,
in our view, be the real first line treatment. This
approach needs more emphasis before discussing
the issue ofwhich drug to use. All drug treatments,
even those two groups of drugs favoured by
Professor Swales, have been associated with well
documented subjective as well as metabolic side
effects.2

Secondly, the failure oftrials ofthiazide diuretics
and i blockers to find an effect on coronary heart
disease indicates the possible importance of other
risk factors and the complex interactions with
antihypertensive treatment. These observations
are made against a background of an alarmingly
high incidence of cardiovascular disease in
industrialised countries (>150 000 deaths/year in
the United Kingdom' and >750000/year in the
United States4). With recent data showing that
over half the hypertensive population have a more
atherogenic lipid profile than do normotensive
subjects 6 influences on lipid and lipoprotein
concentrations may be critical in determining
atherosclerotic disease related to hypertension.
The impact of lipid lowering on coronary heart
disease is well documented. Consensus recom-
mendations from both the United Kingdom7 and
the United States' advise caution in using drugs
that adversely affect lipid and lipoprotein con-
centrations, including thiazides and i blockers.

Furthermore, thiazides and i blockers would be
inappropriate in diabetic subjects, who have a high
prevalence of hypertension and large vessel
complications. There is good documentation that
these drugs may worsen glucose tolerance and
promote an atherogenic lipid profile in both diabetic
and non-diabetic patients.' "' The newer drugs, by
comparison, have a neutral or a beneficial effect
on lipid concentrations.'0 There may, however, be
a good case for using diuretics at substantially
lower doses than officially recommended as ef-
fective blood pressure reduction has been observed
with reduced adverse effects on other risk factors."

Thirdly, an assessment of the costs and benefits,
including risk factors for coronary heart disease
should be favoured,' and not just a simple com-
parison of the cost effectiveness of the "older" and
"newer" antihypertensive drugs. Of importance
in cost benefit analyses are not only the effects on
glucose homoeostasis and a potential atherogenic
lipid profile but the reduced hypotensive effect of 0
blockers in people who smoke2 and black people
with hypertension"'2; their unsuitability in the
elderly people; and their wider side effects.
We suggest that antihypertensive treatment

should be personalised and take into account other
risk factors." 4 The benefits of this approach will
accrue favourably in population mortality statistics
without the need to conduct expensive trials with
more expensive drugs. We are falling behind our

transatlantic colleagues in not accepting the
therapeutic advances of the past decade.'2 "We are
fortunate to enter the 1990s with a wide range of
drugs for the treatment of hypertension. This
should allow the choice of first line drug to be
widened.
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SIR,-Professor J D Swales's recent editorial,
though pragmatic, ignores several key issues. '

It is true that there are no data on long term
morbidity and mortality with the newer drugs
(a blockers, angiotensin converting enzyme inhi-
bitors, and calcium antagonists), and even if a trial
were to start tomorrow the results would not be
available for 10 years. Unfortunately, no such data
may ever be forthcoming owing to the prohibitive
costs. But does this mean that we must persevere
slavishly with diuretics and ,B blockers, which have
repeatedly been shown to be disappointing in
terms of reducing coronary heart disease?
Three to four myocardial infarctions attribut-

able to elevated blood pressure occur for each
stroke; consequently preventing coronary heart
disease must be the primary aim of treatment. We
therefore cannot gloss over the shortfall in the
effect on coronary heart disease and ignore the
potential benefits of the newer drugs.
We do have data suggesting that the newer drugs

may be better than diuretics and 1 blockers in
terms of preventing coronary heart disease. The
treatment of mild hypertension study showed
lasting, significant adverse effects on lipid profiles
with a low dose diuretic (chlorthalidone) and a
lipid friendly 13 blocker (acebutolol), whereas the
newer drugs were shown to be lipid neutral or, in
the case of the a blocker (doxazosin), to improve
lipid profiles.2 The newer drugs do not have
adverse effects on glucose intolerance and insulin
resistance in contrast with diuretics and 13 blockers;
nor do they produce the hyperuricaemia and
hypokalaemia induced by diuretics. All these
variables have an adverse impact, directly or
indirectly, on coronary heart disease events. Is it
not more rational to be swayed by the advantages of
the newer drugs than by subgroup analyses of the
Medical Research Council's trial?
We agree that diuretics and 0 blockers should be

reserved for patients with uncomplicated hyper-
tension. Unfortunately, over 85% of hypertensive
patients have adverse lipid profiles,' which merit
intervention (as recommended by the European
Atherosclerosis Society and the British Hyperlipid-
aemia Association); up to half have left ventricular
hypertrophy4; and over 10% have glucose intoler-
ance (P McKeigue, unpublished observations).
The use of diuretics and 13 blockers in the face
of any of these three complications is at best
suboptimal and probably contraindicated.55
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General practice experience of
patient recall
SIR,-Half of the first year of the new general
practitioner contract has now passed. We present
an interim analysis of some of the extra work that
we have been doing to meet our terms of service-
namely, recalls for elderly patients and those aged
16-74 not seen for three years.
To spread the work evenly through the year

we recalled our patients on a monthly basis by
patient's month of birth. We can therefore review
those patients born in the months April to Sep-
tember. We had 6236 patients registered on 1 April
1990: about a third were eligible for the deprivation
allowance. We have an annual turnover of 20%.
Elderly patients were invited to make an appoint-
ment and those aged 16-74 not seen for three
years were offered a specific appointment in
the afternoon, with an option to rearrange their
appointment if it was unsuitable. The table shows
the results; only five letters were returned "not
known at this address." We have also taken over
the list of a neighbouring practice. Recalling 26 of
these patients to a clinic for their registration
checks produced an attendance of three (with no
cancellations).

Attendance ofpatients recalled for routine check up

No of No who No(%)
patients No declined who

Age on list recalled to attend attended

-_75 197 197 12 75 (38)
16-74:
Men 1049 205 8 16 (8)
Women 961 154 5 30 (19)

Those general practitioners who have not begun
recalling patients can fairly confidently book
two elderly patients or five patients aged 16-74
for every appointment. The average general
practitioner with a list of2000 in a similar inner city
practice would need to see about 80 patients
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