discriminate according to age in providing care to
people who are chronically ill. However, as long as
age is viewed to some extent as a relevant factor the
unit of measurement (the SAVE) needs to be
specified in terms of age.

The specification of “a young life” would depend
on how strongly society wishes to discriminate
between young people. This is not for me to
decide. The point is that the SAVE procedure is
not inherently agist. By deciding equivalence
numbers (or the inverse, priority weights) for
different age groups in specific contexts, and by
explicitly deciding to what degree the social value
of an outcome increases with its duration, society
can make the SAVE procedure precisely as agist or
non-agist as it wishes.

The choice of “saving a young life” as a unit of
measurement is based on consideration of medical
benefit (quantity of well life produced) only. It has
nothing to do with contribution to the economy.
The SAVE approach consists in valuing out-
comes—that is, movements from different levels of
dysfunction to higher levels. These valuations
should be elicited independently of diagnoses and
procedures. They need to be combined with
doctors’ assessments of the effects of procedures to
obtain the value of the procedures. The SAVE
approach does not include scaling of personal
preferences for health care. It is concerned with
equivalence of numbers of patients.

I don’t believe that any numerical measure of
benefit can be free of limitations. Hence I suggest
the SAVE procedure only as an aid to priority
setting.

ERIK NORD
National Institute of Public Health,
Geitmyrsveien 75,
0462 Oslo,
Norway
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Balloon dilatation of heart
valves

Eprror,—We agree with Roger Hall and Richard
Kirk’s conclusions regarding the poor overall
results of balloon dilatation in aortic valve stenosis
and share their preference for aortic valve replace-
ment in most cases.’ With regard to mitral valvulo-
plasty, however, the authors’ statement that “no
randomised comparisons of valvuloplasty and sur-
gery have been made” is incorrect. At least three
published studies have compared percutaneous
balloon mitral valvuloplasty with surgery for
mitral stenosis: two performed by our group
working with fellow investigators in Hyderabad,
India, and one from South Africa.**

Our two studies were randomised prospective
trials, with the data analysed by investigators
blinded to the treatment and the time of evaluation.
The first study compared percutaneous balloon
mitral valvuloplasty with closed mitral commis-
surotomy®; the second compared it with open
mitral commissurotomy.’ Both studies included
cardiac catheterisation before the study and one
week, six months, and three years after the
procedure as well as echocardiography and stress
testing. The results to six months have been
reported, and we found no significant differences
in efficacy or safety between the treatment groups.

These trials enrolled patients with pliable valve
leaflets, fairly modest calcification, and an absence
of factors that would favour surgery, such as
appreciable mitral regurgitation or severe sub-
valvular disease. They did, however, include some
patients with severe pulmonary hypertension, who
might benefit from avoiding thoracotomy. Thus,
although we share Hall and Kirk’s concerns that
the advantages of balloon valvuloplasty are “mean-
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ingless unless the safety and efficacy of dilatation
compare favourably with those of conventional
surgery,” we believe that as linear follow up of
these patients is published there will be ample data
to support the use of balloon valvuloplasty for well
selected patients with mitral valve stenosis.

Z G TURI
B S FROMM
Wayne State University,
Detroit,
MI 48201,
USA
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Cerebral oedema in diabetic
ketoacidosis

Eprtor,—In their editorial on cerebral oedema in
diabetic ketoacidosis' Peter Hammond and Simon
Wallis refer to the sodium ion-hydrogen ion
exchanger hypothesis.* They state that in models
of diabetic ketoacidosis “cerebral pH is not greatly
decreased, so weak organic acids probably do not
enter brain cells to cause cytoplasmic acidification.”
This statement contains two errors.

Firstly, no studies that I am aware of have
examined cerebral pH in diabetic ketoacidosis. If
the authors are referring to the animal studies of
Arieff and Kleeman,’' these have already been
dismissed as more relevant to the non-ketotic
hyperosmolar state and of questionable relevance
to diabetic ketoacidosis with its prominent organic
acidosis. Of greater concern is the authors’ im-
plication that weak organic acids would not enter
“brain cells.” Cellular acidification by weak
organic acids does occur at clinically relevant
pH values (pH 6-9-7-4). This is because the
process depends not on a tissue specific membrane
carrier mechanism but, rather, on simple diffusion
of the protonated form of the weak organic acid
across the lipid bilayer.’® Cultured glial cell lines
undergo cytoplasmic acidification on exposure to
weak organic acids and then swell in a manner
totally consistent with activation of the sodium ion-
hydrogen ion exchanger.” Sodium ion-hydrogen
ion exchanger activity is well documented in
mammalian neuronal cells® and can be expected to
behave in a qualitatively similar manner.

Once basic properties of the sodium ion-
hydrogen ion exchanger are appreciated it is diffi-
cult to see how the exchanger could be prevented
from producing cerebral oedema in the metabolic
setting of diabetic ketoacidosis. Indeed, evidence
suggests that cerebral oedema may occur routinely
in uncomplicated diabetic ketoacidosis.” What is
not explained is why only a minority of children
develop the extreme, catastrophic form of cerebral
oedema. One explanation would be variations in
those details of treatment that could act through
the sodium ion-hydrogen ion exchanger
mechanism (for example, rapid correction of extra-
cellular pH or excessive delivery of insulin or
sodium). It is equally plausible, however, that the
basis of the observed clinical variation will be
found in a functional polymorphism of either the
exchanger itself or factors controlling its activity.

The sodium ion-hydrogen ion exchanger
model for cerebral oedema in diabetic ketoacidosis
remains remarkably consistent with the available
evidence. It should be of interest to those wishing

to explore this clinical condition through use of an
animal model.
JOHN A VANDERMEULEN
Faculty of Health Sciences,
McMaster University,
Hamilton,
Ontario,
Canada
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Code of practice for over the
counter products

EpiTOR,—A new acaricide—Sargeant’s House
Dust Mite Patrol—that is claimed to reduce levels
of house dust mites has recently been launched.
The manufacturers provide data on its ability to
reduce house dust mite levels but no data to show
that it helps patients with asthma. Correspondence
from the manufacturers indicates that they are able
to provide reasonable data on toxicity to humans
but have no data on clinical efficacy. One of their
promotional posters contains this misleading
statement: “As an allergy sufferer you can benefit
from a reduced frequency and severity of attacks
by establishing a preventative programme to
significantly reduce the effects of House Dust Mite
population in your home.”

I am concerned that the manufacturers have
done no clinical trials to show that this particular
formulation has any clinical benefit. Many previous
acaricides have failed to result in clinical benefit
despite reducing house dust mite levels (and
therefore airborne allergen levels) substantially.

It seems to me that a code of practice needs to be
applied to such substances, particularly as they are
sold without prescription. I am aware that this
substance is not ingested by patients, but it seems
inappropriate for any product to be launched so
aggressively without any evidence of clinical
benefit. Pharmaceutical companies have to go to
enormous lengths to produce data on efficacy
before their products are released on to the market;
when an over the counter preparation claims to
reduce asthma some assessment of the regulation
of such products is surely needed.

JON G AYRES

Department of Respiratory Medicine,
East Birmingham Hospital,
Birmingham B9 58T

*#*We sent this letter to the manufacturers, who
replied as follows.

Eprror,—It is difficult to understand why Jon
G Ayres refers to Sergeant’s Dust Mite Patrol
specifically and not to any other product. If his
argument is that acaricides designed for use against
clinically important mites should be restricted in
availability then he should lobby the Medicines
Control Agency over its licensing of the product.
On the other hand, he acknowledges that the
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