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secondary care work collaboratively. We

may need a unified bed management team

in every primary care trust which can allo-

cate the patient after initial assessment to an

acute hospital, a community hospital or to

intermediate care. This requires training and

commitments from all staff. The whole

health and social care system should plan

together how to meet the demand of the

increasing elderly population. I should also

emphasise the importance of multidiscipli-

nary teams in each trust for effective dis-

charge planning.

IBRAHIM MORGAN

Consultant physician/geriatrician

University Hospital of North Staffordshire

‘With a pinch of salt’ revisited

Editor – I read with interest but some con-

cern the recent lesson of the month by

Gangopadhyay et al (Clin Med February

2010 pp 86–7). The lesson highlights a case

of severe hyponatraemia which the authors

attribute to excessive sweating, poor fluid

consumption and low salt intake in a hot

environment. There is little evidence to sug-

gest that low salt intake would contribute to

this event and the authors have not explored

alternative likely explanations. During evo-

lution mankind has survived with very little

salt in the diet. Even in modern times, this

evidence is detectable in the Yanomano and

Xingu Indians living in the humid and hot

environment of the Amazon jungle.1 Their

average salt intake, when measured by 24-

hour urine collections, varies between 1 and

10 mmol/day. These levels of salt intake,

however, are almost unseen in the western

world due to the high salt intake we are

exposed to, even when adhering to a low salt

diet. Under conditions of exercise in a hot

environment, a low salt intake does not

impair the ability to exercise, and it does not

cause changes in plasma sodium, potassium,

osmolality or sweat rate, although the salt

content of sweat is reduced on a low salt

diet.2 They misquote the evidence in athletes

and the military where the high morbidity

from hyponatraemia is due to overhydra-

tion (ie too much water) rather that a low

salt intake. The case presented here is clearly

a case of diuretic abuse, surreptitious vom-

iting or laxative abuse, as we described in the

past in a different scenario.3 While hypona-

traemia may possibly have been caused by

water intoxication, it would not have caused

plasma potassium to fall so low, or the

renin–angiotensin system to be so stimu-

lated. The authors do not seem to have con-

sidered screening for diuretics. Diuretic

abuse would explain hyponatraemia, alka-

lotic hypokalaemia, and activation of the

renin–angiotensin–aldosterone system as

described here. A moderate reduction in salt

intake (up to 3 g per day) does not raise

cause for concern and should be recom-

mended to everyone to prevent cardiovas-

cular disease and other common conditions

like kidney stones and osteoporosis.4

FRANCESCO P CAPPUCCIO

Professor of cardiovascular medicine and 

epidemiology 

University of Warwick, Warwick Medical School
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Serum sodium disorders: safe
management 

Editor – I suspect that Wakil and Atkin were

set an impossible task, in reviewing the aeti-

ology, assessment and acute mangement of

hyponatraemia and hypernatraemia in three

pages (Clin Med February pp 79–82)! The

2007 American guidelines on hypona-

traemia alone run to 21 pages, including 120

references.1 However, the authors of the

CME acute medicine review covered this

complex topic in a readily accessible

manner, for which they should be com-

mended. However, I fear that a number of

important and clinically relevant points

were not highlighted due to space limita-

tions. Firstly, the contribution of excessive

water intake to hyponatraemia should be

stressed. Although classically presented as a

psychiatric condition of psychogenic poly-

dipsia, water intoxication is an important

differential diagnosis for hyponatraemia. It

can also cause a diagnostic challenge and

contributes to many cases of hypona-

traemia. This was evident in the lesson of

the month, published in the same edition of

Clinical Medicine, where a young man pre-

sented with hypovolaemic hyponatraemia.2

Secondly, it should be stressed that in older

patients with low serum sodium levels, there

are often multiple contributing factors.

Diuretic therapy may promote hypo-

volaemia; co-morbidities such as chronic

kidney disease or heart failure cause a ten-

dency to hypervolaemia. At the same time,

underlying diseases or other medicines such

as tricyclic or selective serotonin-reuptake

inhibitor antidepressants may cause inap-

propriate antidiuretic hormone (ADH)

secretion. However, the authors’ advice that,

where there is doubt, isotonic saline should

be given is probably valid; but the response

to this therapy may be unpredictable.

Finally, I worry that the review lacked suffi-

cient detail on pharmacological therapy,

advocating the use of new aquaretic drugs

but without mention of demeclocycline,

which is still commonly prescribed.

However, I would strongly counsel against

the use of such agents in the acute setting

and only where there is a clear diagnosis

(with an underlying cause for) inappro-

priate ADH secretion.

TERRY J ASPRAY

Consultant physician

Sunderland Royal Hospital
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In response

We thank Aspray for the comment on our

article. In answering the first point we
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appreciate that polydipsia is a recognised

cause of hyponatraemia. However, isolated

polydipsia without renal mishandling of

water excretion (mainly due to syndrome of

inappropriate antidiuretic hormone hyper-

secretion (SIADH)) is not widely seen in

clinical practice. The case illustrated in

Gangopadhyay et al’s lesson of the month is

an example of multifactorial hyponatraemia

as the patient had been sweating and was

likely to have had primarily volume deple-

tion which contributed to continued antidi-

uretic hormone (ADH) secretion (urine

osmolality was above 100 mosm/kg).1

Coupled with salt-free water intake, salt loss

through sweating contributed to the

hyponatraemia in the case described.

Regarding the multifactorial cause of

hyponatraemia, we fully agree that the

majority of cases of the condition seen in the

elderly would have multiple underlying fac-

tors. Due to limited space, the review

focused on the safe management of hypona-

traemia. We think using an algorithm that

classifies hyponatraemia into separate aetio-

logical categories and, accordingly, manage-

ment strategies would aid in the safe man-

agement of a very complex electrolyte

abnormality. Finally, regarding the use of

demeclocycline in the treatment of SIADH,

we merely wanted to draw attention to the

availability of new vasopressin receptor

antagonists which are less nephrotoxic than

demeclocycline, if their use was deemed to

be necessary after a diagnosis is reached.

However, we do concur that they should not

be used in the acute setting.

A WAKIL 

Specialist registrar in endocrinology,

diabetes and general medicine

SL ATKIN
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diabetes and metabolism

Hull Royal Infirmary
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