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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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