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that lowering the limit to 24 weeks would have prevented 26
abortions for serious fetal defects in 1982.20 Late abortion is
uncommon and unpleasant. Prevention needs better sex
education and more provision for genetic and contraceptive
services.

This work would not have been possible without the help of the staff of the
Cairns Library, John Radcliffe Hospital, Oxford.
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Gastric cancer, diet, and nitrate
exposure
Despite its declining incidence gastric cancer is still probably
the second most common fatal cancer in the world, with
about 650 000 new cases each year.' In England and Wales it
kills over 10 000 people annually, making it the fourth most
common cause of death from cancer.2 The important causes
are probably dietary,3 and the fall in incidence probably
resulted from improved dietary practice, particularly perhaps
the widespread introduction of refrigeration. In Western
diets no specific dietary risk factors have been established,
although patients with gastric cancer consistently consume
less fresh fruit and vegetables than control patients.4-'0

Correa and others suggest that there are two distinct
phases to gastric carcinogenesis. 1211 Firstly, atrophic gastritis
develops and results in decreased gastric acidity, bacterial
colonisation of the stomach, and the reduction by bacteria of
dietary nitrate to nitrite. In the second phase the nitrite reacts
in vivo with certain protein substrates (amines, amides, and
ureas) to form carcinogenic N-nitroso compounds.

Much attention has been paid to dietary nitrate as an
essential precursor for nitrosation,'3' and concern in Britain
about nitrate pollution of drinking water and meeting
the revised recommended European Community concen-
tration of 25 mg/1'5 is largely fuelled by the hypothetical
association with gastric cancer.'6 Despite previous positive
associations"'-779 recent research has shown, however, that
there is unlikely to be any direct connection. In Britain,20
Japan,2' and Louisiana22 populations at high risk of gastric
cancer have lower exposures to nitrate than populations at
low risk. In Canada patients with gastric cancer had less
exposure to nitrate than matched controls.9 In Britain23 and
France24 nitrate in drinking water was not correlated with
gastric cancer, and a British study of fertiliser manufacturers,
where the workforce have been heavily exposed to nitrate,
showed no excess of any major cancer.25

This negative evidence does not mean that the Correa
model is wrong. With the possible exception of the fertiliser
workers, the populations considered probably derived most
nitrate from vegetables. As these also contain known in-
hibitors of N-nitrosation, especially vitamin C,26 an increase
in consumption of foods containing nitrates would protect
against gastric cancer. In other populations, perhaps in parts
of South America, where there are nutritional deficiencies
and where the nitrate content of water can reach several
hundred mg/1,'7 nitrate may be more important.
More generally nitrate may play a part but may not be a

rate limiting factor: even low to moderate exposures to
nitrate might be sufficient for N-nitrosation given other
favourable conditions-for instance, atrophic gastritis, a
deficiency of nitrosation inhibitors, and the provision of
specific protein substrates. There are dietary compounds
that produce potent direct acting mutagens after nitrite
treatment. They have been isolated from certain types of
Japanese soy sauce27 and preserved fish28 and from fava
beans,29 a staple constituent of Colombian diets. Both Japan
and Colombia have exceptionally high rates of gastric cancer,
and fava bean consumption had been previously associated
with risk.30 In Britain, however, the only useful advice on
reducing risk is to increase consumption of foods containing
vitamin C.

Eliminating nitrate from drinking water is unlikely to
reduce incidence rates unless the concentration exceeds 50
mg/l, when the water can become the major source of nitrate.
Above this concentration the existence of an effect remains
debatable, but we should want anyway to limit nitrate
concentrations to avoid methaemoglobinaemia.
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Juvenile intestinal polyps-are
they always benign?
Standard paediatric teaching is that juvenile intestinal polyps,
particularly if solitary, are always benign with no risk of
adenomatous or carcinomatous change.' Recent evidence
suggests, however, that this may not always be true and
polyps will sometimes need to be removed.
Although these polyps can occur at any age, they are

commonest in prepubertal children, particularly those under
6. They may occur in as many as 1% of children and usually
cause painless rectal bleeding. They may, however, prolapse
or present as vague abdominal pain and cramp. Typically
1-2 cm in diameter, they either have a smooth oedematous
surface or are granulomatous and ulcerated. The character-
istic histological features are-chronic inflammatory changes
with dilated and hyperplastic glands.
The origin of the polyps remains obscure, and they may

simply arise as folds of mucosa that get drawn out with
the formation of a pedicle. They might, however, be
hamartomatous, a view supported by the fact that they are
often familial and sometimes occur throughout the gut as
multiple juvenile polyposis.? Until the advent of routine
colonoscopy and double contrast barium enemas the lesions
were thought to be solitary in most cases and two thirds of
them were said to be found within 10 cm of the anal verge.3
The possibility of adenomatous or carcinomatous change

has occasionally been considered. Mazer et al in a series of
258 patients of all ages with juvenile polyps identified 10
patients under 20 with solitary adenomas-and two of these
were under 5.3 They concluded that about 5% of solitary
polyps were actually adenomatous and left open the question
of whether in children adenomas may become malignant.
There have been sporadic case reports of frank malignant

change. In 1954 Schilla reported a case of a 2 year old
Mexican child with carcinomatous degeneration in a solitary
polyp,4 and in 1978 Liu Tung-hua described a 16 year old boy
with carcinoma cells in the middle of a large, pedunculated,
classical juvenile polyp.5
The most recent reviews have further emphasised the view

that juvenile polyps should not be regarded as invariably
benign. Mestre described 76 children with polyps seen over
10 years and with improved investigatory techniques showed
that over half had multiple polyps that occurred in almost
equal numbers in the ascending, transverse, and descending
colon.6 With increasing numbers of polyps there was, he
suggested, an increasing risk ofadenomatous change, and he
therefore proposed that any child suspected of having a
juvenile polyp should undergo full colonoscopy and have all
polyps removed. This view was supported by a leading article
in the same journal that advocated removing any polyps
found in a child over 8.' In a younger child a single polyp may
be observed for a year-because many of them will auto-
amputate and be passed-but all multiple polyps should be
removed at the time of diagnosis.
We can no longer regard all juvenile polyps as benign

and must recognise that solitary lesions are less common
than multiple lesions. Adenomatous changes are a cause
for concern, but frank malignant change is very rare. Any
child with unexplained gastrointestinal bleeding should be
considered for examination by sigmoidoscopy and double
contrast barium enema with the option of a full colonoscopy
if the facilities exist locally.8 Polypectomy is usually straight-
forward and may be carried out during endoscopic examina-
tion. Recurrence has not been reported, and if histological
examination confirms the benign nature of the lesions long
term follow up is probably not needed.
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Funding the universities
The concept of university autonomy within a system of state
funding poses a problem. The committee appointed by
Sir Keith Joseph under Lord Croham's chairmanship to
review the University Grants Committee clearly recognised
the dilemma, as did the Robbins committee 25 years earlier,
but its report does not suggest that it saw irreconcilable
difficulties.'
There is no doubt that the review was needed. Times

have changed since the UGC was established in 1919.
With the growth of the universities the work of the UGC
expanded steadily, as did the range of its activities and
responsibilities. During the period of expansion after the
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