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COMMENTARY

Dietary changes and their effect on blood
pressure: what lesson should we learn?
FP Cappuccio
Blood Pressure Unit, Department of Medicine, St George’s Hospital Medical School, London SW17 0RE,
UK
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The knowledge of a causal relationship between diet nificantly lowers BP by 3.1/2.0 mm Hg;9 (e) in 28
active treatment arms from 22 trials on 1231 parti-and blood pressure (BP) is an ancient one.1 Further-

more, since the beginning of the 20th century it has cipants a 1 g calcium supplementation (double the
average intake of Western populations) does not sig-been known that a reduction in salt intake2 and an

increase in potassium intake3 would lower BP in nificantly modify BP (0.9/0.2 mm Hg).10

people with hypertension. Over the past 25 years The results of these trials are accompanied by ran-
evidence that diet plays an important role in domised trials where the effect on BP of changes in
determining the level of BP within a population as diet rather than nutrients have been studied. This is
well as causing a rise in BP has come from different of particular importance since we eat foods rather
sources—anthropological, epidemiological, inter- than individual nutrients, so that dietary recommen-
vention and migration studies, clinical trials and dations often refer to food items. In a randomised
animal experiments. Whilst epidemiological studies parallel-group trial Siani et al11 studied hyperten-
are unlikely to prove a cause–effect relationship and sive patients on drug therapy and good BP control.
are often limited by methodological problems, as for One group was given a diet enriched in potassium-
many studies of diet,4 randomised clinical trials are rich foods (increasing potassium intake from 2.76 to
the gold standard to test the efficacy and effective- 4.35 g per day) whereas the control group was fol-
ness of any intervention and are particularly suit- lowed up without special dietary recommendations.
able for studying the effects of nutrients or diets on After 1 year of follow-up the intervention group had
BP levels. a 36% reduction in the use of antihypertensive

The evidence available so far from randomised medication without loss of BP control. More
trials on the effect on BP of some nutrients can be recently, the results of the Dietary Approaches to
summarised as follows: (a) in 32 trials on 2635 adult Stop Hypertension (DASH) randomised feeding
participants an average reduction in sodium intake trial12 carried out in 459 subjects with BPs below
of 76 mmol/day (equivalent to |5 g of salt) signifi- 160/95 mm Hg at entry showed that an 8-week per-
cantly lowers BP in both normotensive people (by iod of a diet rich in fruit and vegetables significantly
1.9/1.1 mm Hg) and hypertensive patients (by reduces BP by 2.8/1.1 mm Hg.
4.8/2.5 mm Hg);5 (b) in newborn babies randomised In this issue of the Journal of Human Hyperten-
to low-salt bottle feed for 6 months, the systolic BP sion Grossman et al13 report the results of a trial of
rose significantly less (2.1 mm Hg) than in the con- the effects of combining low-sodium, high-potas-
trol group.6 After 15 years of follow-up the BP of the sium and high-calcium diets on the BP of patients
group exposed to a low sodium diet in the first 6 with mild hypertension. Overall, 36 patients with
months of life remained significantly lower (3.6 hypertension were studied on three different dietary
mm Hg) than the control group;7 (c) a reduction in regimens including reduced sodium, increased pot-
salt intake of |5 g in elderly people (over 60 yrs) sig- assium and increased calcium intake. The order
nificantly reduces both systolic and diastolic BP with which these diets were administered varied. It
(7.2/3.2 mm Hg) and it does so in both normotensive is concluded that “... only low sodium diet may be
(8.2/3.9 mm Hg) and hypertensive (6.6/2.7 mm Hg) advantageous in patients with mild essential hyper-
people;8 (d) in 32 trials on 2609 participants an tension”. Let us examine the evidence on which
increase in potassium intake of about 30–50% sig- they base their conclusions, the reliability of their

results and the possible reasons for their cautious
interpretation.
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with lower BP than the other two groups. Almost sion, but more importantly, as a population-based

strategy for the prevention of hypertension and its50% of the patients were on drug therapy whilst
related complications.changing their diet. This is an important confounder

in assessing BP response, particularly to a low salt
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