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bone mineral content at different skeletal sites: Doyle'3 could
not always distinguish between normal women and those with
vertebral crush fractures on the basis ofmineral determinations
at the distal end of the ulna. Conversely, Aitken and others14
found that in women (but not in men) determinations of whole
bone density and mineral per unit length at both the midshaft
of metacarpals and the midshaft of the radius correlated with
whole bone density at other sites, including the body of the
third lumbar vertebra and the distal radius.

For the time being, then, the effective management of osteo-
porosis is handicapped by two main difficulties. Firstly the
ascertainment of those women most likely to sustain fractures
on account of accelerated bone loss and greatly reduced oestro-
genic activity after the menopause. Secondly, the lack of
precise methods for making serial measurements of mineral
content in those skeletal sites containing trabecular bone.
Oestrogenic agents are potent inhibitors of bone resorption,
especially when given within a few years of the menopause,
but the search must continue for other powerful osteotrophic
agents.
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End of the potato
avoidance hypothesis
There is strong evidence of an important environmental
aetiological factor in neural tube defects. Their incidence varies
with time and place and also with social class, parity, maternal
age, and ethnic group1; but attempts to identify the responsible
environmental agent(s) have been singularly unsuccessful. The
hypothesis proposed by Renwick2 in May 1972-that most
cases of anencephaly and spina bifida were preventable by the
avoidance of potatoes during pregnancy-therefore aroused
great interest, not to say concern. Renwick argued that his
hypothesis was not only consistent with most of the environ-
mental clues in the major potato-consuming countries of the
world but was also supported by a correlation from year to
year in the prevalence of these defects and potato blight and
by the results of some experiments in which marmosets were
fed with blighted potatoes.3

Later in 1972 we reviewed4 the evidence and concluded that
it was far from persuasive of an agent present in potatoes.
Since then several workers have searched without success for
a temporal correlation between the incidence of anencephaly
and the severity of potato blight in Massachusetts,5 Canadi,6

Eire,7 Northern Ireland,8 Australia,9 and also Scotland,'0 the
one country in which an important correlation had initially
seemed to exist. The only major example of a positive tem-
poral correlation was found by Renwick subsequent to pub-
lication of his original paper."
The controlled feeding experiments of Poswillo and his

colleagues on marmosets using "blighted" potato concentrate,
in which 4 of 11 fetuses had cranial osseous defects,3 have
recently been repeated by the same group'2 using potatoes
rejected by the potato industry and potatoes infected with
Erwinia carotovora. No gross abnormalities were found, but
behavioural abnormalities were noted in the offspring of 3
of the 7 females in the "industry reject" group.
A retrospective study of 83 mothers of children with spina

bifida produced no suggestion that they had had more contact
with potatoes than 85 control mothers.'3 It was clear, however,
that the only decisive test of the hypothesis would be a trial of
potato avoidance throughout pregnancy, and the results of
such a trial have recently been published from Northern
Ireland.'4 This study was concerned with women who had had
an affected child-a group with a greatly increased risk of
having a subsequent baby similarly affected. For 18 months
from July 1972 all parents who had given birth to a baby with
spina bifida or anencephaly and who attended either of two
Belfast hospitals for genetic counselling were advised to avoid
eating potatoes as soon as they decided on another pregnancy.
Of the 88 mothers who were subsequently seen at the genetic
counselling clinics when six to eight weeks pregnant only 27
had consistently avoided any contact with potatoes or potato-
containing foods from before conception. There were no sig-
nificant differences between these 27 women and the remaining
61 with respect to age, social class, religion, parity, and outcome
of previous pregnancies. Of the 23 pregnancies in the non-
potato group which went full term two produced a baby with
anencephaly, while of the 56 full-term pregnancies in the
control group two resulted in a baby with spina bifida. The
difference between the incidence of anencephaly or spina
bifida in the potato-free group and in the control group was
not statistically significant.

This result, supported by further reports of at least four
other affected infants born to mothers who had avoided
potatoes during pregnancy,'5 16 indicates that the hypothesis
as originally proposed is untenable. Renwick'5 has pointed out
that, while short-term avoidance does not prevent neural tube
defects, the possibility remains of tissue storage of a teratogen
obtained from potatoes eaten in the past. Nevertheless, since
the postulated toxin cannot be specified (and consequently is
not measurable in human tissues), the suggestion is virtually
impossible to test.
As with any negative proposition, it is impossible to prove

that the potato may not contain some unspecified teratogen.
Nevertheless, most observers now believe that the charge made
against the potato as a cause of neural tube defects in
man has been largely removed by recent studies.
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Cow's milk intolerance
Interest in gastrointestinal allergy (a subject thought by some
to be beyond the fringe of clinical credibility) has been encour-
aged by recent growth in the use of the biopsy capsule and the
electron microscope and advances in immunology. Coeliac
disease is now known not to be alone in causing malabsorption
changes in the small intestinal mucosa in infancy; among other
conditions responsible, intolerance to cow's milk demands
consideration. A recent review' by a group of Finnish workers
who have been studying the problem for a decade or more
showed that in their series of 54 children gastrointestinal
symptoms-vomiting and prolonged diarrhoea leading to
failure to thrive and occasionally to severe dehydration-
appeared on average at 2 months of age, or about 1 month
after cow's milk feeding had begun. About 20% also had
atopic eczema and recurrent respiratory infections. This
clinical picture accords well with that described by others.2 3
Malabsorption was a criterion for admission to the Finnish
study, and was proved in a!l cases. The jejunal mucosa was
always abnormal, and in about half the children it had the flat
appearance indistinguishable from coeliac disease. French
workers,4 on the other hand, have found partial villous atrophy
most commonly, and reported that occasionally the changes
were minor.

Strict criteria including milk challenges have been suggested
before a diagnosis of cow's milk intolerance can be made.5
Kuitunen and colleagues,' though not following these to the
letter, found their patients all did well after substitution of
human milk and reacted adversely to cow's milk challenge
either within a few hours or gradually over 3-4 weeks, some
showing a quick, others a less serious reaction. After an initial
period of 2-4 months on human milk (apparently readily
available) the infants were given a gluten-free diet in which
soya milk or a dried milk with hydrolysed protein replaced
human milk. They were challenged again with cow's milk after
6-14 months, returning to it permanently whenever possible,
though gluten- containing food was not introduced for another
5-6 months. Clinical symptoms disappeared by about 1 year
of age, though a fifth of the infants were still found to have
malabsorption and two-thirds abnormalities of the proximal
jejunal mucosa.

In most of the children studied the mucosal abnormalities
had disappeared after two years on a normal gluten-containing
diet, and the condition may therefore be regarded as transient,
with full recovery possible eventually. Nevertheless, symptoms,
laboratory tests, and biopsy findings may mimic other condi-
tions leading to mucosal damage and malabsorption. Gastro-
enteritis is sometimes followed by a period of intolerance to
both lactose and cow's milk protein. By substituting human
milk initially with good clinical effect, the Helsinki group
showed they were not dealing with lactose intolerance. Tran-
sient gluten intolerance and even intolerance to other foodstuffs
may accompany cow's milk allergy. However, the differentia-
tion from true coeliac disease must be made as soon as possible.

If gluten has never been given, and biopsy changes are minor,
coeliac disease can be excluded; but when this is not so only
very careful observations with serial biopsies over several years
may distinguish the two.'

Provocation tests with milk protein fractions (there are 20
or so in cow's milk) suggest that P-lactoglobulin, not present in
human milk, is the most important.1 3Possibly there may be a
common response of the local immunoglobulin-producing
system of the gut to various noxious agents6; during relapse of
cow's milk intolerance, as in untreated coeliac disease, there
is a definite increase in the jejunal mucosa of cells containing
IgA and IgM. Further study ofthe altered immune mechanism
associated with allergic tissue reactions will doubtless soon
provide us with more information. At present there are varying
opinions concerning IgE mediation6 7 and complement con-
sumption6 8 in cow's milk intolerance. In practical terms,
however, while it seems likely that paediatricians will see
severe effects of this condition, relatively rarely milder cases
may go unrecognised, and they would do well to ponder the
view9 that one of the important functions of breast feeding
is to ensure a smooth transition from immunological depend-
ence to independence.
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Hospitals for the developing
world
In the western world hospitals have evolved over the past 100
years or more from very small premises, often a single house
with a few rooms to serve as wards, to our modern vast
structures with hundreds of beds and almost as many doctors.
To these have been attracted the cream of the medical gradu-
ates from developing countries, who have basked in the
facilities that such hospitals offer and-not surprisingly-have
persuaded their governments that similar structures are needed
in their own countries. Is this really what is needed? With
limited finances it is probably better for a nation to have several
small units than one large one. Clearly large units are neces-
sary in major connurbations, but surely not so large and
so well equipped that there is no money left for anything else ?
A new report' from the Missionary Societies of Great

Britain and Ireland has brought out the value for developing
countries of simple health centres and their potential links
with district and regional hospitals. The report describes
in detail the planning of such a model health centre to serve
a defined community, capable of future expansion into a small
hospital of 25 or 125 beds should the need arise. The centre
includes outpatients, a clinic for under-5s, family planning
and antenatal clinics, and both general and maternity beds.
Refreshingly, the greater portion ofthe population-children-
are well catered for, so that, in addition to outpatient provision
for the under-5s, a plot for a garden and keeping small animals
is included where mothers can be taught enough to alleviate
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