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Indeed, as the report recognises, the ability of any AHA to
develop community or primary care is limited. As it rightly
emphasises, this is largely a matter of national policy. And the
DHSS has yet to devise any sort of policy for improving
primary care in inner city areas, though it is not only Liverpool
that has an above average number of singlehanded, aging GPs,
often working in unsatisfactory conditions, who rely greatly
on deputising services. One solution, the report suggests,
might be to give special payments to inner city practices.
Whether or not this is the best way of addressing the problem,
the DHSS should certainly be seeking to strengthen primary
care as part of the Government's new programme for investing
extra resources in the decaying inner cities of Britain.
The responsibility of the DHSS does not end there,

however. The crisis in Liverpool was precipitated-though not,
caused-by introducing the RAWP formula for apportioning
NHS resources.4 In particular, Liverpool was hard hit by the
decision to withdraw the special funding for the revenue
consequences of capital schemes; this is why financing the new
teaching hospital has turned out to be such a nightmare. To
make matters even worse, the report argues, Mersey RHA's
interpretation of national policy appears to have been ex-
cessively stringent in Liverpool. So the DHSS might be
expected to have taken a direct interest in implementing its
own policies: for example, it might have tried to devise a
national strategy for persuading trade unions to accept change.
But of this there is no sign.

Perhaps the most worrying aspect of the Liverpool inquiry
is that it should have been necessary in the first place. The
committee of inquiry has done an excellent job, particularly
considering that it delivered its report within four months of
meeting for the first time. But it must surely have been
apparent before last summer's explosion that relations within
the NHS were turning sour in Liverpool. Why was not
Mersey RHA monitoring Liverpool AHA to make sure that it
was introducing an effective system for handling industrial
relations? And why was not the DHSS monitoring Mersey
RHA to ensure that it was keeping an eye on Liverpool? Did
the Secretary of State know what was going on? If he did not,
then there must be some very serious doubts about the
effectiveness of the whole NHS managerial structure. If he
did know, but did not do anything about it, then there must be
serious doubts about the effectiveness of Mr David
Ennals.
The reactions of the Secretary of State to the Liverpool

report will therefore be almost as significant as the report
itself. This has exposed some central weaknesses in the NHS,
and demands answers to two questions. Firstly, given the
central importance of industrial relations in the NHS, is the
present structure equipped to cope ? Secondly, who is
accountable when things go wrong-and, more specifically,
should members of health authorities who fail to deliver the
goods (some of whom appear to take little interest in their
responsibilities) remain in office? If accountability means
anything, then surely it implies that someone, somewhere,
must carry the can for mistakes. Or doesn't the buck stop
anywhere in the NHS ?
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Birth trauma in vaginal
breech delivery
The more obvious severe injuries associated with vaginal breech
delivery are likely to kill the child. They include intracranial
haemorrhage associated with tentorial tears, rupture of the
liver or spleen, and fracture dislocation of the cervical spine.
Other injuries may be less obvious and their implications for
future health have yet to be established.

For example, it is surprising that arterial occlusion has only
recently been recognised as a cause of brain damage in new-
born infants. Yates' 2 examined the necks of 60 infants who
died during or shortly after birth. Looking especially for
histological evidence of trauma, he found haemorrhage into
the adventitial coat of one or both vertebral arteries in 24 cases.
These haematomas were often of considerable size, narrowing
the lumen of the vessel, and in one case the left vertebral artery
was completely occluded. Yates' argued that these vascular
injuries (which may be missed if the necropsy technique is not
painstaking) could, if the child survived, be the cause of
neurological disabilities in later life, but this has still to be
substantiated.
The manipulation of trunk and limbs in breech delivery may

cause muscle damage, sometimes severe and associated with
intramuscular coagulation, and there may also be evidence of
the crush syndrome in other organs.3 The frequency of this
particular complication of breech birth is probably under-
estimated, for its recognition depends on extensive dissection
of the muscles-possible only if the child dies and even then
only if the necropsy is sufficiently detailed. In a male fetus
prolapse of the scrotum through a partially dilated cervix may
result in severe congestion and even necrosis of the scrotal
skin. The long-term effects of this injury on the growth of the
testes is unknown4; however, the steady reduction in the past
decade in the length of labour has probably reduced the
frequency of scrotal damage.

In contrast, the continued importance of injury to the
occipital bone during delivery of the aftercoming head has
been emphasised by Wigglesworth and Husemeyer.' In the
period 1966-76 in the Hammersmith Hospital death was asso-
ciated with intracranial trauma in 17 breech-born infants; in
five of the 17 cases the traumatic injury was separation of the
squamous and lateral parts of the occipital bone (occipital
osteodiastasis) with haemorrhage into the posterior cranial
fossa. This lesion is likely to be missed unless the postmortem
examination includes dissection of the suboccipital region
before opening the skull. A preliminary lateral skull radio-
graph may help to show it up. But for the careful necropsies
on these infants their deaths would probably have been attri-
buted to the accompanying tentorial tears rather than to
the occipital bone injury and the associated disruption of
underlying vascular channels. Like Hemsath,6 Wigglesworth
and Husemeyer believe the injury is produced, in most cases,
by impingement of the suboccipital bone against the mother's
symphysis pubis, though one of their five cases was thought
to be due to forcible engagement of the fetal head in the brim
of the maternal pelvis. Presumably in less severe degrees of
occipital osteodiastasis the child survives, and the Hammer-
smith report suggests that ataxic cerebral palsy (as found by
Neligan7 in two out of 185 infants born breech first and
examined five years later) is the neurological disorder one
would expect to find in survivors.

This important form of birth trauma may occur more
frequently than is generally recognised; yet with care it ought
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to be preventable. In breech presentation when the obstet-
rician has any suspicion of disproportion a caesarean section is
less of a risk than exposing the baby to a "trial labour."
During vaginal breech delivery-in the absence of dispropor-
tion-the obstetrician must guard against excessive pressure
on the suboccipital region of the after-coming head either by
his own fingers or against the mother's symphysis pubis. This
is where experience, manipulative skill, and, above all, gentle-
ness count for so much.
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Dietary amenorrhoea
It has been known for centuries' that extreme degrees of
fasting will cause amenorrhoea: indeed, one explanation of
anorexia nervosa is that girls with the disorder are driven by a
desire to suppress their periods and to return to the pre-
pubertal state.2 More recently minor degrees of weight loss,
unassociated with psychological problems, have become
recognised as a cause of interrupted menstruation3-a
phenomenon that has been called nutritional4 or dietary5
amenorrhoea.

Dietary restriction is, in fact, a surprisingly common cause
of amenorrhoea. In a series of 170 amenorrhoeic patients
studied at St Mary's Hospital, London,6 self-imposed weight
loss was the most common single cause, being responsible for
39 cases: 24 of these women had true anorexia nervosa, but
in the remaining 15 the criteria for the diagnosis7 were not
satisfied. A report from Glasgow5 claims that dietary amenor-
rhoea, short of frank anorexia nervosa, accounted for 140° of
all new attendances at a gynaecological endocrinology clinic
and for 25°O0 of cases of amenorrhoea or gross menstrual
irregularity.
The condition is found most frequently in young women,

the mean age in most series4-6 being around 21. Unlike patients
with anorexia nervosa, women with dietary amenorrhoea often
complain of loss of appetite and have an appropriate perception
of their body image; their weight loss may sometimes be the
result of physical disease or depression. The two conditions,
however, are seen by some authorities as parts of a continuum
rather than as separate diseases.
Why should menstruation cease when a woman's weight

begins to fall? One suggestion is that every woman has a
critical weight below which menstruation will not occur:
Frisch and McArthur believe that this weight can be calculated
from a woman's height,8 and they offer the theory that
ovulatory cycles occur only in women with large enough fat
stores to sustain them through pregnancy. This idea is not
supported by the data of the St Mary's group,6 who concluded
that it was loss of weight rather than absolute weight that
determined amenorrhoea.
The exact nature of the endocrine abnormality in patients

with dietary amenorrhoea is not yet certain. They have low

serum concentrations of oestradiol and luteinising hormone
(LH) but normal amounts of other hormones, including
prolactin.6 Patients with true anorexia nervosa have a sub-
stantially impaired LH response to luteinising-hormone-
releasing hormone (LHRH)9 and abnormalities of thyroid
function.5 Patients with dietary amenorrhoea also have an
impairment of the LH response to LHRH as well as of the
growth hormone response to hypoglycaemia,10 indicating an
abnormality in either the pituitary or the hypothalamus.
Others have reported that the LH response is of normal size
but is delayed,1' a finding that suggests a hypothalamic
disturbance. Thyroid function tests have given normal results
in these patients,610 but the Glasgow group5 found low basal
serum concentrations of thyroid hormones in their patients
and in three of the four patients tested the response to thyro-
trophin-releasing factor was prolonged, again indicating a
hypothalamic disturbance. Just how a decrease in body weight
can so affect the function of the hypothalamus is not known.
The diagnosis of dietary amenorrhoea should be made only

after careful investigation to exclude other causes of secondary
amenorrhoea, and in particular pituitary tumours.12 Once the
diagnosis is made, however, treatment is not difficult. Usually
these patients (unlike those with true anorexia nervosa) are
fairly easily encouraged to replace some of the weight they
have lost.4 As patients approach their ideal weight they mostly
resume menstruation associated with ovulatory cycles6-
generally within six months, but the process may take nearly
a year.4 Recognition of this cause of secondary amenorrhoea
may therefore spare some women from undergoing more
elaborate treatment for their infertility.
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The price of survival in
childhood leukaemia
Now that many children with lymphoblastic leukaemia achieve
prolonged remission and perhaps cure attention is being
focused on the quality of their survival. It is reassuring to
learn from the Memphis group that most children who have
completed treatment are well and have resumed normal
activities.' But what are the prospects for growth, develop-
ment, and reproductive function in these children? How far
does treatment carry a risk of damage to the liver, lungs, or
other organs ? Does cranial irradiation, especially in the young
child, impair intellectual development? The answers to some
of these questions are beginning to emerge.
Some retardation of growth may result from the intensive

chemotherapy and the cranial and sometimes spinal radio-
therapy given to prevent leukaemic infiltration of the central


