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Craniopharyngiomas
Despite their congenital origin, craniopharyngiomas may
remain clinically silent until middle or old age. Their dis-
covery results from clinical syndromes which vary with the
age of the patient. In the elderly, visual field loss, dementia,
and raised intracranial pressure are common presenting
features, as Duchen and Schurr1 have described, and they may
be easily mistaken for ageing itself. Young and middle-aged
adults are more likely to complain of symptoms due to visual
field changes or hypopituitarism. Adolescents are often investi-
gated for endocrine abnormalities before other signs are
obvious. In young children and infants, however, the diagnosis
may be delayed because of the difficulty of recognising visual
and endocrine changes. Symptoms of raised intracranial
pressure are the most common presenting features in this
group. In Matson's2 large series of children with craniopharyn-
gioma 860° presented with headache and 7400 with vomiting,
yet on examination no fewer than two-thirds of his patients
had visual field defects. A slightly lower but similar incidence
was reported by Kennedy and Smith,3 more than a third of
whose patients had concomitant strabismus (another feature
of important diagnostic significance if it is of sudden onset).
The fact that papilloedema and optic atrophy are more

commonly found in children with craniopharyngiomas than
in young adults reflects only the high incidence of large
tumours and raised intracranial pressure. Do not the difficulty
of measurement and lack of examination of the visual fields
of young children also contribute to the late diagnosis of these
tumours? At any age, to limit the field of examination to
simple perimetry is inadequate, but in the very young it may
be impossible to examine the central isoptres on a screen or by
quantitative perimetry, or even by confrontation. To discover
the disability special techniques are needed, using fixed and
moving balls, observation of play and the use of toys, and
scrutiny of behaviour.4 Furthermore, 9800 of the cranio-
pharyngiomas seen in children show some calcification which
may be visible on x-ray films, provided their quality is good,
though the pituitary fossa may look normal or almost normal.

Craniopharyngiomas are the most common non-glial intra-

cranial tumours of childhood, forming 5-13% of intracranial
neoplasms in this age group (depending on the special interests
ofthe centre concerned). Bartlett5 has calculated that each year
15 children die from this tumour in England and Wales. If the
diagnosis is delayed until raised intracranial pressure is
obvious optic atrophy may prevent recovery of vision or cause
blindness despite adequate treatment.
Matson2 and Bartlett,5 among others, have shown that radical

excision of the tumour carries the best prognosis. Endocrine
substitution is almost inevitably necessary after operation,
which has at least a 10% postoperative mortality. Even so,
two-thirds of Matson's2 57 children were at regular school or
work long after their operations.
The lesson is clear. Refractive errors and defective eye

movements account for most ofthe visual problems in children,
but it is important not to miss lesions of the chiasm and visual
pathways which may be produced by a treatable tumour.
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Intermittent non-sterile
self-catheterisation

Recently we discussed' the advantages ofthe use of permanent,
indwelling urethral catheters in patients with urinary in-
continence. The incidence of complications formerly associa-
ted with urethral catheterisation has been reduced, and the
benefits have become widely appreciated.
One of the main mechanisms underlying urinary tract

infection may be decreased resistance of the urothelium to
bacterial invasion secondary to decreased blood flow in the
tissues.2 Preventing overdistension of the urinary tract may
improve blood flow and enhance local antibacterial resistance.
This concept has led to a reappraisal of the traditional view
that urethral catheterisation encourages urinary tract infection
unless performed under strict asepsis.
We now know that intermittent and complete bladder

drainage performed by a clean but not sterile technique reduces
the incidence of symptomatic infection,3 aids continence, and
improves the patient's lifestyle.'

Aseptic intermittent catheterisation is widely accepted as the
treatment of choice for the patient with acute, traumatic
paraplegia or tetraplegia.5 6 With a regimen of catheterisation
two or three times daily by a sterile technique, Guttmann
reported that almost two-thirds of his patients had sterile
urine on their discharge from hospital.5 The incidence of late
complications such as hydronephrosis, vesicoureteric reflux,
calculus formation, and urinary fistulae was considerably re-
duced, and automatic reflex micturition was established earlier.

In the past the simpler alternative of non-sterile intermittent
self-catheterisation has mostly been reserved for patients
suffering from chronic neuropathic bladder disorders ofvarying
causes-a group with very different problems of management
from those encountered in units for acute traumatic paraplegics.
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More recently, the technique has been practised in the
United States for other indications, and reports from other
centres7 indicate that the potential advantages of this method
are becoming more widely recognised. It may be applicable
to many patients, usually women, who have voiding distur-
bances leading to urinary retention for reasons other than
bladder neuropathy.8

Countless methods have been advocated for the management
of the neuropathic bladder: these include permanent catheter-
isation; cystotomy; vesicostomy; ileal loop urinary diversion;
sphincterotomy; electrical stimulation of the bladder or
sphincters, or both; and the use of some form of urinal
appliance. The failure of any of these methods to control
urinary infection adequately, preserve renal function, and to
allow continence without an appliance makes it worthwhile to
consider the use of non-sterile intermittent self-catheterisation.
The technique requires active co-operation from the patient
or from the patient's relatives. Nevertheless, it may provide
a solution to the intractable problems and sequelae of recurrent
infection and incontinence and retention, particularly when
combined with the judicious use of antibacterial agents and
anticholinergic drugs.
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Less gastric bleeding from
aspirin
Occult gastrointestinal bleeding caused by continued ingestion
of aspirin (in the sort of dose used by patients with chronic
rheumatoid disorders) has been extensively studied with red
cells labelled with radioactive chromium. The technique mea-
sures a blood loss of 1-2 ml a day, and is the only method with
sufficient accuracy to study this sort of gut bleeding. Early
studies with the technique showed that the blood loss due to
aspirin was independent of dyspepsia and that clinically
significant bleeding might occur, making the patient anaemic,
without any other symptoms or abnormal physical signs. A
study of 226 patients1 showed that in any one individual the
amount of bleeding caused by long-term administration of
aspirin was reproducible, and this has recently been confirmed.2
Most patients taking 3 g of aspirin daily lose 3-6 ml of blood
each day, which is of no great importance; but 15% lose over
10 ml and are at risk of becoming anaemic. The amount lost
remains constant with continued administration for one month.
These facts are essentially the same in patients with chronic
rheumatic disorders and healthy volunteers.
The mechanism of aspirin-induced bleeding is a local action

on the gastric mucosa, giving rise to haemorrhagic gastric
erosions.3 Within minutes of contact with gastric mucosa
aspirin causes an acute exfoliation of gastric epithelial cells.4
At first there is acute cell loss without appreciable bleeding;
but, Croft suggests,4 if the loss of surface epithelial cells con-
tinues to be greater than the rate of replacement then erosions

may occur in areas of gastric mucosa, and these may then
bleed. The bleeding due to aspirin is greater when the gastric
contents are acid, but acid is not the only factor, since bleeding
occurs in achlorhydric patients with pernicious anaemia.5 The
factors that determine whether an individual patient has an
aspirin-induced haematemesis and melaena rather than an
ooze of blood are probably related to defective replacement of
gastric cells. Probably the gastric mucosa enters a suscept-
ible state-perhaps owing to the impairment of the production
or turnover of surface epithelial cells. The turnover of gastric
epithelial cells is reduced by stress,6 and this may be one of
the ways in which stress is implicated in massive haemorrhage
caused by aspirin.

For some years it seemed likely that when the pharmaceuti-
cal industry applied itself to the problem of chronic gastro-
intestinal bleeding due to aspirin it would succeed in producing
better formulations. Largely as a result of pressure from
clinicians the industry has now marketed a series of prepara-
tions which are safer in this respect. One method is giving a
great excess of antacid with the aspirin so that the acidity in
the stomach is reduced. A more effective method is to use
enteric-coated preparations, including specially designed cap-
sules such as Safapryn.8 Other formulations that cause less
bleeding include Aloxiprin,8 Benorylate,9 and Deskoval,'0 and
these also work by being absorbed in the small intestine rather
than the stomach. When compared with soluble aspirin these
new preparations cause a significant reduction of occult
bleeding in most patients-from 6-5 ml a day with aspirin to
2-3 ml a day with Safapryn, for example. Nevertheless, recent
evidence suggests that a few patients bleed even with these
new, ingenious preparations.
Most ofthe alternatives are expensive compared with soluble

aspirin, and clinicians need good reasons for prescribing them.
The problem is to identify the patients at risk of bleeding to
the extent that they become anaemic. Patients with a history
of haematemesis, melaena, and iron-deficiency anaemia
occurring when taking aspirin should avoid aspirin if possible.
The same applies to those with von Willebrand's disease."
One of the new formulations should be used in patients with a
history of peptic ulcer or those with dyspepsia. Patients taking
antirheumatic drugs such as corticosteroids, phenylbutazone,
and indomethacin, which affect the gastric mucosa, would
be wise to have one of the preparations of aspirin with a re-
duced risk of gastric bleeding. Finally, these newer drugs
might be used for the old, infirm, and those with serious
systemic disease and other forms of "stress," as such patients
may be in a particularly vulnerable state.12 1 Each patient
needs individual consideration.
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