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The influence of cultural differences in our own society has
been elegantly demonstrated by the finding of an association
between grandiose delusions and high social class on the one
hand, and delusions of inferiority and low social class on the
other ;6 it was also found that paranoid delusions were more
common among the "immigrants" of West Sussex than among
the "natives." Social class may also have an effect on treat-
ment-in New Haven it was shown that therapy was more
closely related to the patient's status than to his psychiatric
disorder.7 However, the importance attached to cultural
stereotypes can mislead and bias clinical perception; if it is to
prove valuable, knowledge of the influence of culture on
presentation of disease has to be handled with sense and
sensibility.

Aldosterone, Angiotensin, and
Hypertension

J. W. Conn's description' in 1955 of primary aldosteronism,
in which excessive secretion of aldosterone is associated with
hypertension, led to a great deal of clinical investigation and
even more speculation about the part played by the adrenal
cortex, and by aldosterone in particular, in the pathogenesis
of hypertensive disease.

Raised levels of aldosterone were recorded2 in hypertensive
patients in 1956, but most early reports failed to give clinical
details of the patients or their treatment, nor did they indicate
the severity of the hypertension or whether steps had been
taken to exclude renal and other specific causes. More recent
studies of aldosterone excretion or excretion rates have
clarified the position. In general, aldosterone production is
within the normal range in mild, uncomplicated, benign
essential hypertension,3 4 while it is raised in malignant hyper-
tension,5 and in some cases may exceed 10 times the normal
secretion rate. Increased production of aldosterone is also
found in some but not all patients with renal hypertension6'8
in whom correction of the renal artery abnormality or
nephrectomy relieves the hypertension.
One of the factors which stimulates the secretion of aldo-

sterone by the adrenal cortex is angiotensin II, formed from
angiotensin I, which is produced by the action of renin on
a protein present in plasma. It was natural, therefore, to
measure plasma renin or angiotensin activity in patients with
hypertensive diseases. Unfortunately methods for the estima-
tion of these substances are still crude, but they are adequate
for clinical purposes by indicating whether the plasma con-
centration is low, normal, or high. Very diverse results have
been obtained in patients with benign essential hyper-
tension.9 10 On the other hand, patients with malignant or
accelerated hypertension have a raised plasma renin
activity." 12 This finding is compatible with the raised aldo-
sterone secretion rates found in malignant hypertension. More
variable results are found in renovascular hypertension, with
raised amounts present in from 60% to 100% -"5-again
a finding compatible with the raised aldosterone secretion
rates found in many patients with renovascular hypertension.

Angiotensin is the most potent pressor substance known,
and it is tempting to assume that it is responsible for the
hypertension that may accompany renal ischaemia due, for
example, to renal artery stenosis. The fall of blood pressure
that follows the development of antibodies to injected angio-
tensin in experimental hypertension"6 goes some way to con-

firm this hypothesis. The part played by aldosterone in the
development or continuation of hypertension is uncertain, but,
like angiotensin, it increases the intracellular concentration of
sodium. Reduction of the sodium concentration gradient
across the cell membrane is a postulated cause of the arteriolar
constriction that is responsible for the increased peripheral
resistance of the hypertensive state."7
The initial sodium retention caused by the raised aldo-

sterone secretion of primary aldosteronism results in an expan-
sion of plasma volume, which in turn inhibits the release of
renin by the kidneys. In this syndrome, therefore, aldosterone
secretion is high but plasma renin activity low-in contrast
with renal and malignant hypertension. This combination
forms the basis of the laboratory diagnosis of Conn's syn-
drome ; the only difficulty is that both these estimations need
specialized laboratories.

Primary aldosteronism is a rare cause of hypertension,
accounting for well below 10% of all hypertensive patients.
In recent years, however, Conn"8 has attempted to extend the
concept of primary aldosteronism to include cases of hyper-
tension without potassium depletion, a syndrome he refers
to as " normokalaemic primary aldosteronism " characterized
by the presence of hypertension without hypokalaemic alka-
losis-in this respect resembling essential hypertension, but
differentiated from it by the presence of a raised aldosterone
secretion rate with depressed plasma renin or angiotensin
activity. Conn asserted that this syndrome is common and
is the real cause of the hypertension in 25% of hypertensive
patients usually regarded as suffering from essential hyper-
tension, whatever that may be. By 1967 he considered 10%/)
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to be a more realistic figure, and in an investigation of 184
unselected patients with essential hypertension found 14
patients (7T6%) who had raised aldosterone secretion and
suppressed plasma renin activity."9 An adrenocortical
adenoma was found at operation, and the hypertension
remitted after its removal. Conn's assertion has been ques-
tioned by many clinical investigators, some of whom2022
found no evidence for the existence of this entity, and some
of whom have reported isolated examples.23 24
The clinical picture of these hypertensive syndromes with

raised aldosterone secretion is further complicated by the
existence of patients with hypertension, hypokalaemic alkalosis,
and suppressed plasma renin activity in whom adrenalectomy
is not curative,2' and who failed to respond to treatment with
the aldosterone-antagonist spironolactone.2'

Another variant is " pituitary-dependent aldosteronism.""
This is characterized by hypertension, hypokalaemic alkalosis,
and an inherited enzyme defect leading to congenital adrenal
hyperplasia with excessive aldosterone production. Cortisol
production is defective, and the feed-back mechanism causes
excess secretion of corticotrophin by the pituitary gland.
Suppression of release of corticotrophin by the administration
of dexamethasone is curative.

Hence aldosterone may be implicated in various hyper-
tensive syndromes in two ways. In some of these syndromes
plasma angiotensin-renin activity is high, resulting in
stimulation of aldosterone secretion. In others, aldosterone
secretion is stimulated from other sources, and renin secretion
is suppressed by the expanded circulating volume. This
distinction offers a means of diagnosis. Differentiation of
these syndromes from essential hypertension is important,
since they afford an opportunity for rational treatment by
aldosterone antagonists or surgery, whereas management of
essential hypertension remains empirical in the absence of
knowledge of its cause.

Mythology of Suicide
People admitted to hospital after deliberate acts of self-
damage often deny suicidal intention. They offer a variety of
explanations, most commonly that they wanted only a good
long sleep or to frighten another person. Again, some of those
who took an overdose of a narcotic with more or less serious
risk to their lives deny having done so intentionally, and
some insist that they took only the prescribed dose.
These denial reactions were the subject of a recent study

by R. C. B. Aitken and A. T. Proudfoot.' Out of 994 cascs
admitted to the Regional Poisoning Treatment Centre at the
Royal Infirmary, Edinburgh, 66 denied the act of self-
poisoning, some gave a partial denial-that is, they admitted
having taken some drug but much less than the amount in-
dicated by clinical and biochemical evidence. Others com-
pletely denied having ingested a drug; or they denied having
taken more than the therapeutic dose, though they accepted
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that they were poisoned and assumed that they must have
taken the drug automatically without intention.
Some doctors, coroners, and members of the general

public have accepted this explanation ever since narcotics
came to be used increasingly for suicidal acts. In 1934 R.
Richards,2 an expert in forensic medicine, proposed the term
"automatism" for this kind of self-poisoning and briefly
described three such cases. These patients, he assumed, had
continued to ingest tablets because "the memory is so af-
fected by the drug that the patient does not realize that he
has already satisfied the need, and automatically repeats the
dose at intervals." Only two patients among the large Edin-
burgh sample explained their condition in this way. How-
ever, B. Jansson' reported that no less than one in four of
almost 500 patients admitted to a hospital at Goteborg,
Sweden, had attributed their poisoning to "automatism."
They did not differ in the incidence of typical suicidal at-
tempts in their past history and during a follow-up period
of one year from patients who admitted having tried to
poison themselves.

Both the Edinburgh patients claiming "automatism" had
made a suicidal attempt previously and their histories had
much in common with those of the others who denied the
act of self-poisoning. Aitken and Proudfoot conclude that
there is insufficient evidence for "barbiturate automatism" as
a clinical entity and that the failure of these patients to re-
member the ingestion of more than the therapeutic dose is
the result of psychogenic defence mechanisms causing am-
nesia. Following previous workers,4 they dismiss "barbi-
turate automatism" as a myth. It is doubtful, however,
whether their interpretation applies to all cases claiming
"automatism," though some who offer this explanation
know it to be untrue. Patients' statements about their inten-
tions and actions resulting in self-poisoning and other acts of
self-damage are notoriously unreliable, and often they later
admit that they had concealed or distorted the truth. Auto-
matism seems to be a respectable version of accidental self-
poisoning and may be a more fashionable explanation in
some places than in others. This is a more plausible hy-
pothesis for the causes of the discrepancy between its re-
ported high incidence in Sweden and its rarity in Scotland
than the assumption of different liability to psychogenic
amnesia. There are * fashions not only in the methods of
suicidal acts but also. in the modes of their denial.

Tubal Ligation in Population
Control

Millions sleep on the streets of overcrowded cities, and every
month another million is added to the relentless increase of
population. This is India's problem, demanding urgent solu-
tion, and no one remedy can possibly effect a cure. But the
problem is similar in varying extent in all underdeveloped
countries, and is present even within our affluent society,
which can tolerate poverty and degradation in over-crowded,
substandard, and condemned accommodation.

In this context, a relatively small study of family planning
techniques by personal interviews with only 146 women in
two Indian village areas may seem too trivial to warrant
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