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safety officers, occupational hygienists, and administrative
officers, are covered.
The profession's concern with the ethics of occupational

health practice has been stimulated by the recent increase in
the number of doctors practising occupational medicine and
the establishment of procedures for the formal training of
doctors entering the specialty. The legislation concerned with
the wellbeing of persons at work, which culminated in the
Health and Safety at Work Act 1974, has, indeed, transferred
occupational medicine from the study of industrial diseases to
the care of workers in every sort of occupation. The collective
guidance from the BMA and the faculty will help strengthen
the foundation for the growth and development of this
expanding discipline.
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Aspirin and the stomach

The gastrointestinal side effects of acetylsalicylic acid affect a
substantial minority of those taking the drug. Between 2% and
6% of patients will have dyspepsia, nausea, and vomiting,"3
while the loss of blood in the stools may be 10-20 times
greater than normal, depending on the dose.4 5 Endoscopic
studies have shown that mucosal damage may occur in all
persons given aspirin immediately before the procedure.6-8
Long-term ingestion of aspirin may damage the mucosa both
in normal individuals910 and in patients with rheumatic
disease.'1 Nevertheless, epidemiological evidence suggests that
only persons who take aspirin regularly (on four or more days
a week) or in large doses (more than 15 tablets a week) are
likely to suffer acute gastrointestinal bleeding or gastric
ulceration.'2 These serious consequences are, indeed, rare:
their respective incidences are only 15 and 10 per 100 000
habitual aspirin users. There may, therefore, be some justifi-
cation for the belief that the adverse effects of aspirin have been
overemphasised.'3 "4 Even so, in practical terms the issue is still
important, for several reasons. Firstly, the average annual
consumption of aspirin in Britain is between 3500 million and
6000 million tablets, or one and a half to two tablets weekly per
person'5 16; secondly, life-threatening acute gastrointestinal
haemorrhage may occur in any individual patient after taking
aspirin; and, thirdly, some patients, such as those with
rheumatoid arthritis, may need to take high doses of aspirin
for a prolonged period.
Given that aspirin will continue to be used (and it clearly

will) and that there is a risk (though small) of serious gastro-
intestinal adverse effects, then an attempt should be made to
combine optimum effect with miniimal risk in choosing which
of the many aspirin or aspirin-containing preparations to use
in an individual patient. Clearly aspirin should not be
prescribed for patients with disease of the upper gastro-
intestinal tract. Excluding these, there are two general circum-
stances in which aspirin is likely to be used. The first is the
treatment of minor, transient complaints-toothache,
headache, and influenza-when a rapid analgesic and some-
times an antipyretic effect is required and the treatment is
expected to be brief. In contrast, in rheumatic disorders,

particularly rheumatoid arthritis, high dosage is required to
achieve an anti-inflammatory effect, but speed of onset is less
important.
The choice of preparations for short, rapid action is among

standard, soluble, and buffered aspirin. Taken on an empty
stomach standard aspirin is rapidly absorbed at a rate which
depends on the formulation-faster with small particle size.17
Coarse particles may lodge in the mucosa and cause congested,
haemorrhagic areas.18 The occult loss ofblood is proportionate
to the dose.4 Soluble aspirin (a combination of aspirin, calcium
carbonate, and citric acid) is absorbed more rapidly than
standard aspirin and produces about half as much occult
bleeding419 and is therefore to be preferred-though occult
bleeding may not be correlated with gastric side effects.
Theoretically buffered aspirin preparations should raise
gastric pH, speed up gastric emptying, and be less likely to
produce gastric erosions,8 though these may be absorbed more
slowly. In practice, however, many of these compounds
contain insufficient buffer to be effective20: one exception is
effervescent buffered aspirin, which contains sodium bi-
carbonate and is so highly buffered that long-term use might
result in alkalosis.17 21 Enteric-coated or slow-release prepara-
tions are not suitable for treatment requiring a rapid effect.

For maintenance dosage swift onset of action is less im-
portant than the ability to give dosage without substantial
adverse gastric effect. Preparations designed for intestinal
rather than gastric release may be preferred, provided that
effective release and absorption of the drug can be shown.22
Recently, the effects of prolonged administration of various
aspirin preparations have been compared in an endoscopic
study in normal volunteers.10 20 Enteric-coated aspirin was
shown to be much less likely to produce gastric or duodenal
injury than standard or buffered aspirin at comparable
concentrations of salicylate in the serum. A support for these
findings was given by a report on 82 patients with rheumatic
disease taking aspirin for at least three months11: gastric ulcers
were found in about a quarter of those taking conventional
aspirin but in less than one in ten of those taking enteric-
coated tablets.

Information on the many preparations of aspirin is not full
enough to allow definitive choices. Present knowledge
suggests that soluble aspirin should be used for occasional or
intermittent needs when a rapid effect is required but that
enteric-coated aspirin appears to offer advantages for high-dose
maintenance treatment, provided that the formulation is
satisfactory.
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The aetiology of mental
handicap
Our understanding of the pathogenesis of mental handicap
has advanced in the past half century from studies based on
institutions, such as the Fountain1 2 and Leavesden,3 and in
particular from Penrose's classical Colchester survey.4 Some-
times knowledge has been extended by the study of individual
diseases, often by workers whose main interest lay outside
immediate concern with mental handicap. But Little's famous
nineteenth-century paper5 was much influenced by his
knowledge of the young inmates of the Royal Earlswood
asylum; and the development of an effective diet for phenyl-
ketonuria6 was facilitated by study of an institutional popula-
tion with the condition.7

Important contributions can be made to the cross-sectional
study of mental handicap by regular, careful, postmortem
study of the brain. The results of many years of such studies
at the Fountain and at Queen Mary's Hospital for Children
were summarised by Crome and Stern.8 The morphological
findings in this research were augmented by routine collection
of information by a multidisciplinary team. Anatomical studies
may serve to confirm or disprove clinical diagnosis and may
often produce new, surprising information. This remains true
despite technological advances in clinical investigation.
Use of all the data accumulated from a recent unselected

series of 698 severely mentally handicapped children admitted
to hospital suggested an external aetiological factor in about
a quarter, a major genetic factor in another quarter, and un-
known aetiology in half.9 These results are very different from
those of some other studies, especially those carried out many
years ago, which were often complicated by the inclusion of
the mildly handicapped or "dull normal." Age further compli-
cates the issue: adequate data are more difficult to obtain on
adult patients, and selective survival adds another variable.
Population-based surveys differ from those that are hospital
based. For example, in Tizard's Middlesex survey10 children
with Down's syndrome made up almost a third of the total of
those with severe mental handicap.

Substantial changes have taken place in our provisions for

the mentally handicapped, both in declared policy1' and in
actual practice. The numbers of patients admitted to hospitals
for the mentally handicapped for long-term care has fallen
considerably in the past 10 years, with an even more dramatic
decline in the numbers of children admitted. This trend is
general in Europe.12 Against that background, population-
based studies are becoming even more important, with surveys
such as the Camberwell register'3 measuring both social and
clinical needs. In general, however, population-based surveys
are not usually oriented towards study of aetiology, and
numbers may be small. The Aberdeen study by Birch and
colleagues'4 looked at factors such as perinatal events which
may have less obvious effects as well as causing gross brain
lesions. Such effects, such as that ofsmoking during pregnancy
and its impact on the intelligence of the infant, are best judged
by prospective studies.'5

Perhaps half of all cases of severe mental handicap remain
without adequate explanation-a vast area of ignorance, which
demands active exploration. Many of the possible factors
that have been suggested'6 17 await adequate investigation.
"Normalisation" and "community care" are concepts that
reflect humanitarian concern, and any improvements are
welcome in the quality of care provided for the mentally
handicapped and in the help provided for their families. Equal
attention needs to be given to a frontal attack on discovering
the aetiology and finding ways to prevent mental handicap.
In the past such research could be based on the population in
our large institutions; it will need to be continued in the new
community setting. Whatever the setting, detailed, compre-
hensive, and regular neuropathological studies will still be
essential.
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