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current law of civil injury (tort). For example, the Bill pro-
vides that in the case of preconceptual injuries there should be
no liability if either or both of the child's parents knew of the
risk of its being born disabled. That could cause much distress
to the parents, as could the indeterminate obligation imposed
upon the court to reduce the damages where a parent shared
the responsibility for the child being born disabled. In future
trials a mother's conduct during the pregnancy would, there-
fore have to be investigated. The Bill even makes it possible
to exclude liability to a child by a contract previously made
with its mother.
Mr Carter's Bill will probably not provide a remedy for

even one in a thousand of the handicapped children born in
Britain, who will still be confronted with overwhelming
difficulties in proving the physical cause of their deformity
and will still be obliged to shoulder the burden of proving the
defendant negligent. Nor does the Bill really deal with terato-
genic drugs, for English judges lag far behind their American
brethren in the creation of "products liability." Mr Ron
Lewis's attempt to solve the problem-the Dangerous Drugs
and Disabled Children Bill of 1972-never reached the statute
book. His Bill provided for an action to lie against the manu-
facturer, seller, or distributor of any drug not reasonably safe
for the purpose for which it was intended to be used. A child
could then have claimed damages in respect of injuries sus-
tained through his parents' use of the drug. Naturally, a
weighty objection to this Bill was the fear that never again
would pharmaceutical companies risk placing new drugs on the
market.
Lord Pearson's controversial letter to The Times hinted that

a different system of compensation resting on considerations
of policy novel to English law may be being considered by his
Commission. But even under a "no-fault" system based on
the New Zealand model there would still be a division between
those children who were granted large capital sums for
traumatic or accidental injuries and those whose disabilities
were the result of no identifiable external cause, and who
would get nothing. The principle that all disabled children
should be treated equally may one day prove more important
than the traditional legal attitude that the wrongdoer must
pay. What is needed is a fair allocation of available resources
(perhaps on the model of the Rowntree Trust Fund) so that
parents receive adequate grants, rather than compensation,
to help in the task ofeducating and rehabilitating all subnormal
and handicapped children. There are considerable powers
already available under the Chronically Sick and Disabled
Persons Act 1970. That Act should be made to work and, if
necessary, be extended.

Hansard: vol 904, col 1589. 6 February, 1976.
2 Law Commission, Report on Injuries to Unborn Children. London, HMSO,

1974.
3 Lord Pearson, The Times, 28 January 1976.
4British Medical Journal, 1973, 1, 244.
5 Watt v Rama (1972) VR 353.

Diagnosis of intracranial
haemorrhage
Hounsfield's' new radiological technique of computerised
axial tomography with the EMI brain scanner has completely
revolutionised the diagnosis of intracranial haemorrhage.
Certainly in the last two generations radiology has been the
main means to the diagnosis, at first rather crude and then

gradually improving. In 1936 a rather rare but pathognomonic
pneumographic sign for chronic subdural haematoma was
described2 and in 1940 a characteristic deformity of the
ventricular system was shown3 to be produced by the same
condition; but until angiography became well established no
further advances were made. With the advent of isotope
scanning hopes were raised of greater accuracy, but while
the technique does often identify haematomas the method is
not entirely reliable.
Very shortly after Ambrose4 began work on Hounsfield's

prototype scanner he found that haematomas had a patho-
gnomonic appearance. This results from the fact that extruded
blood absorbs photons more than does brain tissue and that
the different attenuation levels can be displayed. In terms of
Hounsfield numbers, normal brain ranges between 12 and 18;
tumours rate a little higher depending on the type, sometimes
lower and occasionally even the same, but, apart from menin-
giomas, some metastases, and calcified masses (the last often
differentiated by being visible on a plain x-ray film), none
approaches a figure of 30, which is the density of extruded
blood. Blood gives a figure in this range almost immediately
after the ictus.
Not surprisingly, therefore, the method has helped enor-

mously in the differential diagnosis of "stroke." It will usually
separate haematoma from infarct, from haemorrhagic infarct,
and from tumour. Infarcts behave in the opposite way to
haemorrhages by having a lower density than normal brain,
while tumours show varying densities and they often become
denser after the intravenous injection of a contrast agent-
so-called contrast enhancement. As might be expected,
a haemorrhagic infarct shows a mixture of high and low
densities without enhancement. Lesions as small as 1 cm
may be detected.

Basically there are two groups of brain haemorrhage to
be considered, the spontaneous and traumatic. The former
is most commonly associated with rupture of an aneurysm,
an arteriovenous malformation, or a diseased artery, often
secondary to hypertension. In a recent series of 100 cases
Hayward and O'Reilly5 showed that a ruptured aneurysm
can nearly always be differentiated from a primary intracere-
bral haemorrhage by noting the anatomical site. For example,
a haematoma in the cavum of the septum lucidum or in the
corpus callosum spells a ruptured anterior cerebral artery
aneurysm, while a haematoma in the caudate nucleus or
thalamus spells a primary haemorrhage. Their preangio-
graphic diagnosis with computerised axial tomography was
so accurate that in many instances angiography became
redundant.
One of the great advantages of the technique is that it

allows the clinician to undertake serial examinations. While
no one would hesitate to follow the radiological appearances
of a case of pneumonia or gastric ulcer by repeated x-ray
examinations, up till recently there has been reluctance to
follow brain lesions because the techniques have been invasive,
usually requiring an anaesthetic each time. Now, using
computerised tomography, Cronqvist6 et al have shown the
changing picture which occurs in haematomas, infarcts,
and haemorrhagic infarcts over days and weeks. The haema-
toma gradually becomes absorbed in those patients who
survive and its density lessens. Some infarcts ultimately
disappear on the scan. Rupture of the haematoma of whatever
cause into the ventricular system is not uncommon, and may
readily be recognised by the new method: since the scan is
performed with the patient supine, blood entering the
ventricles gravitates to the posterior part.
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Formerly so difficult to assess without the aid ofconventional
neuroradiological contrast studies, the state of the brain in
head injuries can be shown immediately by computerised
axial tomography. Ready differentiation can be made between
no apparent cerebral damage, cerebral oedema, extradural or
subdural haemorrhage, and intracerebral, brain stem, or
cerebellar haemorrhage with or without the complication of
blood rupturing into the ventricles. So in those fortunate
hospitals with a scanner the precise diagnosis may now be
made on admission, and if necessary a patient may be in
the operating theatre in about an hour. Moreover, the clinician
has the satisfying knowledge that, should the case prove
difficult, the patient's condition may be monitored day by
day, week by week, month by month, or at any required
interval oftime.
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Control of diabetes and
insulin antibodies
By a coincidence of timing the Quarterly Jfournal of Medicine
has published an account1 of the effect of insulin antibodies
on the control of diabetes just as virtually nonimmunogenic
highly purified insulins are being introduced into Britain,
so the subject has a dual topicality. In this study from Birming-
ham 72 insulin-treated diabetics were classified on clinical
grounds into three categories of control-stable, unstable,
and intermediate-and their serum insulin-binding antibodies
were measured by a technique using 125I-labelled insulin.
Most ofthe 23 unstable patients had low plasma concentrations
of the antibody, whereas of the 39 stable patients 15 had a low
concentration of antibody with a low insulin requirement,
and the other 24 had distinctly higher concentrations of
antibody. There were four insulin-resistant patients, and these
had high antibody concentrations. The conclusion reached
was that the stability of diabetes in the 15 patients with a low
concentration of antibody could be attributed to the presence
of residual pancreatic function producing a useful adjustable
component of endogenous insulin. The stability of the re-
maining 24 diabetics was thought to result from the buffering
effect of insulin antibodies, in that rapid changes in free
insulin would not occur. The greater the avidity of the anti-
bodies for insulin, the less effective they become as a buffer.2

While insulin antibodies can immobilise much insulin
and increase the requirement for it, Berson and his col-
leagues3 showed that they may also act as carrier proteins:
the protein-binding of the insulin may delay the degradation
of the hormone and thus prolong its biological half-life,4
the insulin gradually dissociating in its active form. Presumably
this explains how two doses of soluble insulin a day given to
a diabetic established on insulin treatment may control
the blood sugar concentration satisfactorily over the 12-14
hour gap from the evening to the next morning injection,
whereas in the new diabetic the expected duration of action
is only about eight hours. If this is true then necessarily
highly purified "monocomponent" short-acting insulin may
need to be given more than twice daily to some diabetics.

Bolinger and his colleagues5 have used the measurement
of duration of the rapid phase of the disappearance of 1311.
labelled insulin from the plasma as a guide to the management
of diabetes. They found that the patients with slow disap-
pearance of labelled insulin (half-life over 40 minutes) had
optimal control on ordinary soluble insulin; those with a
half-life in the range of 20-40 minutes were best regulated
with mixtures of soluble and isophane insulin; and those with
half-lives of less than 20 minutes did best on isophane insulin
alone. (In this context isophane insulin may be taken as an
example of an insulin, such as lente, with an intermediate
duration of action.)
The stability of some diabetics may have been due to the

persisting secretion of some of their own insulin, but hitherto
this has been difficult to prove, since the antibodies formed in
response to injected insulin interfere with the measurement
of endogenous insulin by immunoassay techniques. The
difficulty was tackled in a complex way by Cremer and others6
by testing the insulinogenic reserve using intravenous infusions
of arginine, glucagon, and adrenaline and comparing the
immunoreactive insulin values so produced with those after
the infusion of 0-45% saline as a control. The extra immuno-
reactive insulin produced by the test infusions was taken to
indicate the reserve of endogenous insulin, and this was
confirmed by simultaneous measurements of the biological
effects of insulin. Similar information may now be obtained
much more simply by the immunoassay in the plasma of the
C-peptide moiety of the proinsulin molecule, which is released
in molar proportion to insulin when the latter is secreted from
the pancreatic beta cell.7

Insulin antibodies form only one aspect of the many-faceted
problem of unstable diabetes. Other factors include unusual
variations in insulin antagonists, such as growth hormone
in young diabetics, thyroid hormone, and catecholamines-
which may be important in anxiety states and in the reactive
hyperglycaemia after even minor degrees of hypoglycaemia
(the so-called Somogyi effect).
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Domiciliary oxygen in
advanced chronic bronchitis
House-bound patients with severe respiratory disability from
chronic bronchitis are commonly provided with an oxygen
cylinder in the belief that the inhalation of oxygen for a few
minutes may relieve the respiratory distress provoked by such
minor activities as dressing or undressing or a visit to the
lavatory. In physiological terms the value of this measure is
open to doubt, but it is without risk-provided a mask or other
device which delivers a low concentration of oxygen is used-
and many patients seem to derive subjective benefit from it.

Since 1968 a more aggressive approach to the use of oxygen
for relieving chronic hypoxaemia in chronic bronchitis has
been explored on a small scale at several centres in the United
States'4 and Britain.58 Mortality in these patients is related
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