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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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