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is a surprising lack of knowledge about the natural history of
sickle-cell anaemia, particularly in the developed countries.
Do we really know enough about the sickling disorders to be
able to predict the quality of life for any particular individual ?
Perhaps before we think about the wide-scale termination of
pregnancies we ought to learn more about the genetic hetero-
geneity of these disorders and about the environmental factors
that may modify them. Have we considered what effect the
wholesale application of prenatal diagnosis of these conditions
might have on the incidence of the carrier states ? Do we know
enough about the effects on a population of the genetic
screening procedures necessary to implement a prenatal
diagnosis programme ?15 Are we quite sure that couples at risk
are being interviewed by experienced genetic counsellors who
are not themselves directly concerned in the development of
these new techniques of prenatal diagnosis ? It is essential that
our enthusiasm for new technology should not put pressure on
families of this type. It may well take longer to answer these
questions than it will take to perfect the techniques required.
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Repeated anaesthesia
Many patients who need a general anaesthetic will have had at
least one previously. How much should such a previous
exposure influence the choice of technique for the next ? Some
problems are readily identifiable, such as a prolonged response
to suxamethonium or a hypersensitivity to a specific intra-
venous induction agent; but many of the patients needing a
second anaesthetic will have had halothane during the course
of the first. Some reports of liver damage after anaesthesia have
concluded that such damage is more likely to be seen after
repeated exposure to halothane, especially if the intervals
between exposures are short.' A study by Walton et a12 of
203 patients who became jaundiced after surgery identified
76 as having "unexplained hepatitis following halothane." Of
these, 72 had had multiple exposures, and in 42 the repeated
exposures had been within four weeks. The series was
collected as a result of an appeal to all anaesthetists in the
British Isles, so that set against the number of general anaes-
thetics given each year the incidence of unexplained hepatitis
after halothane is small. Nevertheless, if the association is real
some episodes may be preventable.
Three recent studies have taken a different approach to

assessing the frequency of postoperative liver function test

abnormalities after repeated anaesthesia. Trowell et a13
studied patients having repeated anaesthetics during treatment
of carcinoma of the cervix. In 18 patients halothane was used
repeatedly; four developed serum alanine aminotransferase
activities of more than 100 U/1. In contrast, none of the 21 not
given halothane did so. Wright and his colleagues4 studied a
similar group of patients and found that repeated administra-
tion of halothane given at short intervals was associated
with an increased incidence of raised serum aspartate amino-
transferase activities: but in a second group who had had at
least four anaesthetics previously but with an interval of six
months since the last there were no changes in liver function
test results after halothane. McEwan5 examined a group of
patients undergoing genitourinary surgery. All his patients
had had repeated anaesthetics; he gave halothane as part of
the first anaesthetic he studied and used other agents in the
second. Disturbances of liver function, as assessed by serum
alanine aminotransferase, aspartate aminotransferase, and
lactic dehydrogenase activities, were greater after the second
anaesthetic, when halothane was not used.
What are the implications for anaesthetic practice ? Firstly,

the incidence of unexplained hepatitis after halothane is small,
but hepatic damage may be seen after multiple exposures,
especially if these occur within 28 days. If, therefore, patients
are scheduled to have several general anaesthetics within a
short time this factor should be taken into account in selecting
the anaesthetic technique. Whether the other risks of other
techniques pose greater hazards to patients still remains to be
determined. Secondly, patients who develop unexplained
hepatitis after halothane should not be given it again (though
Walton et a12 noted that three out of five such patients re-
exposed to halothane did not redevelop jaundice). Thirdly,
when single anaesthetic episodes are in question there is no
evidence to show that halothane presents a greater risk than
other agents in terms of liver damage or anything else.
The Medical Research Council has set up a working party

to consider these problems.6 It considers that further work is
needed to evaluate the effects of repeated anaesthetics, the
mechanisms of hepatotoxicity, and the predictability of such
risks. The council will welcome-and support under its
project grants scheme-acceptable studies on those issues.
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Migrainous cerebral
infarction
At its simplest, the classical concept of migraine postulates an
initial phase of vasoconstriction of cerebral vessels, which
causes the aura, succeeded by vasodilatation of scalp vessels,
which causes the pulsatile headache. This explanation has been
disputed,' but recent studies have confirmed that cerebral
blood flow is reduced2 during the aura. In some regions of the
brain the reduction in flow is severe enough to reach critical
levels of oxygen supply; the reflex increase in flow normally
afforded by inhaled CO2 is abolished. Lactic acidosis has been
found in the cerebrospinal fluid of selected patients with focal
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