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Meditation or methyldopa?
Whether and when patients with mild hypertension require
treatment remains a dilemma, though the salient facts are
familiar. Depending on the definition, the incidence of mild
hypertension probably varies between 1500 and 300° of the
adult population in the West.' The morbidity and mortality of
patients with mild hypertension, taken from life insurance
statistics, are such that a man aged 35 with a blood pressure
of 150 100 mm Hg without treatment is reckoned to have a
shortening of his life span of some 15 years.2 As long ago as
1970 a well-conducted and controlled clinical trial of anti-
hypertensive treatment in the United States in men with
diastolic blood pressures between 90 and 115 mm Hg showed
that the death rate from hypertension was reduced significantly
and the overall incidence of complications correspondingly
diminished.3 Extrapolation of this latter conclusion to other
populations may not be justified, however, and this has led to
setting up many trials in different parts of the world.
Preliminary data from the Medical Research Council trial of
drug treatment of mild hypertension in the United Kingdom
have shown the feasibility of studies to test the efficacy of
treating hypertension in many patients but have also underlined
the associated complexities of such multicentre trials.4

If treatment of large numbers of the population does seem
to be medically justifiable the question then arises of the means
to be used. In mild hypertension current drug treatment leaves
much to be desired, both in terms of generation of unwanted
side effects and of problems of drug compliance. The value of
"non-drug" hypotensive measures therefore merits careful
examination.
Non-drug techniques used to control hypertension so far

evaluated include yoga and transcendental meditation, either
separately or together or combined with some form of biofeed-
back. Limited investigation has shown that each of these
methods may lower blood pressure in untreated hypertensives;
in patients already on long-term hypotensive therapy the dose
of drugs taken may be reduced. The basis of each of these
methods is that physical and mental relaxation in various forms
alters sympathetic nervous activity, which is important for
both initiation and maintenance of hypertension. In a random
controlled trial lasting six weeks of yoga relaxation methods
versus placebo Patel and North5 showed that both the treated
and control groups had a significant fall in blood pressure; but
the fall was greater in the group treated with yoga. To learn
yoga relaxation patients attended for 12 sessions, in which they
received instruction on the basic facts of hypertension; on

the way in which emotion affects body processes; and on the
concept of biofeedback. Patients were then taught the methods
of yoga relaxation, and during these sessions they were connec-
ted to a biofeedback instrument which emitted a continuous
audio signal whose pitch fell as the patient relaxed. They
practised relaxation twice a day during the treatment phase,
and also had a red disc attached to their watch and to their
telephone to remind them to relax whenever they used them.
The control group attended for a similar number of sessions
but were given no specific instructions about relaxation.
One of the criticisms of this type of study has been that

repetition of blood pressure measurement and increased
medical attention might have a significant influence in the
treated group. Nevertheless, when Patel6 repeated her studies
over 12 months, she showed that patients "treated" with yoga
had a sustained fall in blood pressure, while controls not
exposed to yoga but seen at similar intervals showed no
significant change in pressure over the follow-up. This question
of the persistence of the effect of relaxation methods has been
examined by several other groups. In a study carried out in
Cincinnati7 transcendental meditation taught over four
months was found to be successful in lowering the blood
pressure in six out of seven hypertensive patients. This was
operative in only two of the seven six months later. Six of the
seven patients were considered to be "less anxious" after the
course of meditation, and this persisted over the subsequent
six months.
A recent study from San Diego8 has attempted to document

more accurately the decrease in sympathetic nervous activity
induced by relaxation. Two objective measures were used.
Dopamine 5-hydroxylase (DBH) is the enzyme which converts
dopamine to noradrenaline in the synaptic vesicles ofsympathe-
tic neurones. A nerve stimulus, as well as causing a discharge
of noradrenaline, is associated with a simultaneous release of
DBH into plasma, and it has been proposed that changes in
plasma DBH concentrations provide an index of alterations in
sympathetic nervous system activity." The second measure-
ment made was of plasma renin activity, since the release of
renin by the kidney is at least in part under adrenergic control.10
Nineteen patients, none on antihypertensive drugs, were
studied. Fourteen were taught relaxation techniques, which
they performed twice daily, and in this group there was a fall
in mean blood pressure of 12 mm Hg. This decrease, however,
was contributed by eight of the 14 who showed falls from 14
to 30 mm Hg, while in the other six the fall was considerably
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less. The control group of five was small and there were no
changes in blood pressure over the follow up period. After six
months' relaxation treatment plasma DBH activity was
significantly lower in the "treated" group (but only in the
upright position, whereas blood pressure was lower both supine
and upright) and not different in controls. Neither group,
however, showed significant differences in plasma renin
activity after six months' treatment.

These studies show the need for carefully designed controlled
trials in the evaluation of any form of treatment in hyper-
tension. They also emphasise the importance of alteration of
central nervous system activity in both the pathogenesis and
treatment of hypertension. In animals stimulation of the
hypothalamus results in haemodynamic changes similar to
those found in early labile hypertension-namely, increased
cardiac output, tachycardia, and peripheral vasoconstriction.1
These changes may persist after removal of hypothalamic
stimulation; and, moreover, experimental hypertension
induced by renal surgery or by salt overload may be shown to be
sustained by central mechanisms, while prior destruction of
central catecholaminergic pathways prevents any rise in blood
pressure.12 13 Alteration of central sympathetic activity by
drugs such as methyldopa, clonidine, or propranolol can
prevent the long-term ravages of raised blood pressure.
Finally, these studies raise the possibility that control of blood
pressure in some well-motivated patients with mild hyper-
tension may be possible without drugs. The scope of these
techniques remains to be defined; the feasibility of their
widespread application is uncertain; and there is no immediate
suggestion that physicians' efforts to lower blood pressure with
drugs will be replaced wholesale by relaxation techniques. But,
in a few years, who knows ?
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Management of motor
neurone disease

The enigma of smotor neurone disease in its usual adult
sporadic form has remained virtually untouched by the advances
in medicine of the past century. Theories of causation either
cannot be confirmed1 or do not seem to be of general applica-
tion.2 No convincing or consistent link with systemic disease
has been established, and the pathological features remain
obstinately those of neuronal degeneration. The total absence
of curative treatment and the almost invariably progressive
course throw a heavy emphasis on the practical and humane
management of the patient and of his symptoms.

Motor neurone disease is fortunately not common, though
the neurologist may obtain an erroneous impression to the
contrary, as second or third opinions are naturally often
sought. In most studies the prevalence has been around
4 per 100 000 population, the annual death rate about 1 per
100 000, and the average duration of the disease about three
years.3 But in 10% of patients with otherwise apparently
identical disease, sometimes even including bulbar palsy,
survival is much longer, up to ten years or more.4 It is pre-
dominantly a disease of the second half of life, 980' of deaths
occurring5 after the age of 40. It has been claimed, though
unconvincingly, that survival is longer when the onset is after
the age of 65.6 Men are affected more than women in a ratio
of 1 6 to 1. In most cases no genetic influence can be detected,
and there is no evidence that motor neurone disease is becoming
more common.;5
The early case may present diagnostic difficulty, but all too

easily alternatives are excluded and spreading wasting weak-
ness and fasciculation declare the fatal nature of the disease.
When the diagnosis is established beyond doubt the physician
must decide what to tell the patient. Most will rightly flinch
from an immediate bald statement of inexorable creeping
paralysis leading to death from choking or suffocation, but
with the passage of time the patient must surely be told, rather
than be allowed to guess, that the disease is incurable. In
contrast to cancer or leukaemia, for which in any case there is
treatment, patients are not intellectually or emotionally pre-
pared for a paralysing disease of which they have never heard
and which nobody seems to understand. Both the inevitability
of deterioration and death and the details ofthe often protracted
terminal stages are indeed such that it is difficult to reply
frankly to the questions of the patient or even of the relatives.
The distress, and in particular the panic induced by respiratory
weakness, were soberly but movingly described by Henke,7
herself a victim.

Little guidance on the management of the advanced disease
can be obtained from standard texts. Treatment must be
directed to relieving suffering and only rarely to prolonging
life. In his account of22 patients cared for in hospital for several
months before death, Rosin" described overt mental anguish in
15. He urged sustained personal involvement of the staff with
the often speechless patient, involvement that can be exacting
and even harrowing. Many of us tend to turn with embarrass-
ment from patients whom we cannot help, and even to behave
as if the patient who cannot communicate is unable to under-
stand. Vigorous physiotherapy is obviously out of place and
only charts, all too plainly, declining strength, but passive
movement is comforting to paralysed and sometimes painful
limbs.

Dysphagia may be prominent before the disease has become
generalised, and most patients eventually develop bulbar
palsy. The malnutrition that may result is comparatively
unimportant in the context but is sometimes given as a reason
for active measures, whereas the distress of choking over
interminable and unsatisfying meals should be the real indica-
tion. A nasogastric tube may be the solution, but some patients
find this difficult to tolerate, and, if it is frequently changed,
repeated swallowing of the tube can be almost as unpleasant
as trying to swallow food. Gastrostomy is seldom employed
but should certainly be considered if strength is otherwise
well preserved. The operation of cricopharyngeal sphincter-
otomy appears promising-the rationale being that if the
pharyngeal muscles are paralysed and do not contract they
do not produce the stimulus for relaxation of the sphincter,
which remains closed. This procedure has given good or
moderate relief of dysphagia in a high proportion of cases.9
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