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In summary, patients who present with a suspected acute
myocardial infarction should receive an infusion of intra-
venous nitrate. If myocardial ischaemia persists and
symptoms begin within four hours the patient should be
given thrombolytic treatment and possibly a 8 blocker.
Subsequent short term anticoagulation with heparin is
justified, though long term treatment with warfarin has little
scientific basis; aspirin may be a suitable alternative. Patients
should be referred to a cardiac unit if they develop surgical
complications or episodes of postinfarct angina.
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Delayed effects of head injuries in children

Head injuries in childhood are common and account for
about a quarter of all traumatic deaths in children under 15.
The devastating effects of severe brain damage in survivors of
major injuries are well known, and much help for them and
their families has been and is provided through the efforts of
Headway, the National Head Injuries Association. The
effects of lesser degrees of brain damage resulting from minor
trauma are, however, less well recognised, yet they may have
serious developmental and educational consequences in
children.' A conference aimed at increasing awareness of
these developmental and educational effects was held last
month in London, jointly organised by the department
of neuropsychology at Atkinson Morley’s Hospital and
Headway. A Children’s Head Injury Trust is being set up to
further these aims.

Improved imaging techniques have shown that minor head
injuries, particularly swirling injuries, can cause obvious
intracerebral lesions. Neuronal damage may be extensive
without prolonged coma or other stigmata of severe brain
trauma. Interrupted neurones have a capacity for recovery in
children’s brains that is greater the younger the child. But
such recovery may result in incorrect connections being
formed, which may produce persistent sensory abnormalities
and major difficulties in processing multiple stimuli—for
example, concentrating on a lesson when there is much
ambient noise. An additional problem for the young after
head injuries is that new learning processes are more affected
than memory for already learnt facts and skills, so the smaller
the store of such memories the harder it may be to catch up.

Many apparently minor abnormalities in children who
have suffered head injuries, particularly those affecting their
speech and language abilities, comprehension, behaviour,
and drive, may be overlooked or never even considered after

a seemingly good recovery from a serious accident. Children
return home and to school without further thought about
their ability to cope, but two thirds may have persisting
difficulties. The most common abnormality is slowing of
information processing, which results in difficulty in concen-
tration and learning and so impairment of school progress.
There may also be problems with socialisation, social dis-
inhibition, and secondary emotional disturbances. Pressure
may be put on an apparently “lazy” child, who in reality
cannot cope.

Although some children have neurodevelopmental diffi-
culties before their injury (perhaps constituting risk factors
for trauma), there is strong evidence that the effects of head
injuries on later performance may be serious; they may lead
to a spiral of reduced performance in the face of unchanged
expectations, backsliding at school, loss of friends and
morale, behaviour disturbance, and ultimate failure. Attach-
ing labels to children is often unhelpful, but there is a good
case for skilled and repeated assessment of children who have
recovered from head injuries. These assessments should be
done preferably by a neuropsychologist and should ensure
that the children’s social and educational progress is satis-
factory and that due consideration is given to the need for
remedial help. This does not necessarily have to mean special
schooling since with a proper understanding of the particular
problems, such as attention deficit, much may be done in
normal schools.
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