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caused by acute fatty liver of pregnancy. Epidural anaesthesia
is preferable, and should be preceded when necessary by trans-
fusion of fresh-frozen plasma and fresh platelet concentrate to
avoid excessive bleeding during delivery. In other respects the
management of fulminant hepatic failure is the same as in non-
pregnant women.'3
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Acute ileitis
Acute ileitis is relatively rare. Its incidence is one case per
million population' compared with 40 to 80 per million for
Crohn's disease.2 3 Furthermore, acute terminal ileitis usually
resolves spontaneously and does not show the chronicity of
Crohn's disease. The two conditions cannot always be
distinguished: patients with Crohn's disease can present
acutely with symptoms resembling appendicitis, and a
diagnostic overlap is likely to persist until the cause of Crohn's
disease is determined. In some series 10-20%/ of patients with
acute terminal ileitis go on to develop Crohn's disease.4-6
The commonest identifiable cause of acute terminal ileitis

is infection by Yersinia enterocolitica7 and Ypseudotuberculosis,8
which accounts for 50 to 80% of cases.9 Yersinia are Gram-
negative rods resembling non-lactose-fermenting Escherichia
coli in morphology. Clinicians are becoming more aware of
yersinia infections, which are being diagnosed more often.
Only 0-5% of 475 patients with abdominal symptoms seen
in 1975 were found to have antibodies to Y enterocolitica
compared with 2-7% of sera from 1233 patients examined in
1980 at the yersinia reference laboratory in Leicester (N S Mair,
"Yersinia infection in the UK and Eire with special reference
to yersinia enterocolitica," paper given at the WHO meeting
in Paris in April 1981). The clinical manifestations of yersinia
infection include acute enteritis, fever, and diarrhoea in
children, and an acute terminal ileitis or mesenteric adenitis in

adults. Some patients have associated erythema nodosum and
polyarthritis.'0 Many of the patients have operations for
appendicitis suspected on clinical grounds; typically the
surgeon finds an inflamed terminal ileum, with local lymph-
adenopathy. The appendix and caecum may also be affected.
The cause of the acute ileitis cannot be determined from the

mnacroscopic appearances. Appendicectomy should be per-
formed in these cases; it does not increase the risk of fistula
formation even if the patient has Crohn's disease. Fistula
formation in Crohn's disease is related to the severity of the
disease in the ileum and develops from the ileum and not the
appendiceal stalk.1" The radiological characteristics of yersinia
infection12 are a nodular pattern ofthe terminal ileum reflecting
oedema of the bowel, hyperplasia of intestinal lymphoid
tissue, and enlargement of regional lymph nodes. These
features also occur in Crohn's disease. Nevertheless, abscess
or fistula formation, stenosis, pseudodiverticula, skip lesions,
and signs of appreciable thickening of the intestinal wall are
never observed in yersinia ileitis. The histological features of
infection with Y enterocolitica are non-specific transmural
inflammation with a predominant polymorph infiltrate and
mucosal ulceration.'3 Granuloma formation is not found even
in serial sections. When the organism responsible is Y pseudo-
tuberculosis four histological stages may be distinguished:
lymphoid hyperplasia, diffuse histiocytic cell hyperplasia,
epithelioid granuloma, and central coagulative necrosis of the
granuloma with abscess formation.'4
When the colon is affected small ulcers, resembling aphthoid

ulcers of Crohn's disease, may be seen on sigmoidoscopy or
colonoscopy, but yersinia infection rarely mimics colonic
Crohn's disease.15 The diagnosis is made by culturing the
organism from the stool or from a swab at appendicectomy.
Circulating antibodies to Y enterocolitica may be detected
after six to seven days and their titre shows a peak at two to
three weeks; a rising titre is diagnostic. Titres of 1/50 may be
found in asymptomatic patients, but titres of 1/100 or greater
are associated with clinical disease (N S Mair). The blood
test may need to be repeated to make the diagnosis. In con-
trast, antibodies to Y pseudotuberculosis are usually present
with the onset of symptoms. Yersinia infection usually
resolves spontaneously, with patients becoming symptom
free after two to three weeks. Tetracycline is the drug of
choice for patients with complications such as erythema
nodosum, polyarthritis, persisting diarrhoea, and fever.8 9
Yersinia infection never progresses to Crohn's disease.'0
Recurrence of symptoms, chronicity, or late complications
related to the gastrointestinal tract do not occur. An acute
arthritis caused by Y enterocolitica infection may nevertheless
cause long-term complications, including ankylosing spondy-
litis, sacroiliitis, and even seropositive rheumatoid arthritis.'6

If infection with yersinia is not found other conditions that
then cause terminal ileitis should be considered, such as
tuberculosis, tularaemia, amoebiasis, actinomycosis, schisto-
somiasis, and infestation with the larvae of the fish nematode
Anisakis. Crohn's disease has been reported as presenting
acutely with symptoms of acute appendicitis and free
perforation'7; so that in patients in whom no other cause is
found the wheel turns full circle.
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Caesarean section
The proportion of babies delivered by caesarean section has
been rising steadily in Britain and North America for many
years. In 1963 in England and Wales the figure was 3-1%0,
and by 1978 it had risen to 7.5%.2 In the United States the
rise has been even more dramatic-from 5-5%/ in 1970 to
15.2% in 1978-and it is continuing.3 These are national
figures. In individual hospitals the rates vary greatly and
reflect the practice of the medical staff as well as the types of
patients they are dealing with.
The fact that caesarean section is safer than it has ever been

contributes to its increased use. But it remains a major surgical
procedure that is not without risk. The death rate for 1000
caesarean sections in England and Wales fell from 1-3 in 1964
to 0-7 in 1975,4 and the figures in the United States are broadly
comparable.35 This is several times the overall maternal
death rate for England and Wales, which was 0-1 per 1000
total births in 1975.4 We cannot, of course, compare direct
the figures for the two methods of delivery or even determine
the inherent risk of elective caesarean section, where so much
depends on the patient's condition, the skill of the operator,
and, not least, the experience and skill of the anaesthetist.
Some of the maternal deaths that occur after caesarean section
can reasonably be attributed to the complications that
necessitated the operation, but the series of Report on
Confidential Enquiries into Maternal Deaths in England and
Wales has shown an increasing percentage of deaths with
avoidable factors: in 1952-4, 30%o were judged to have
avoidable factors, but more recent reports give proportions
of 5000 and even 60%.4 (Regional assessors, after considering
the circumstances of each death, record an avoidable factor

when there was a departure from accepted standards of
satisfactory care and where an alternative form of management
might have prevented or reduced the likelihood of death.)
The same series of reports has given more precise information
about the causes of death in these cases. Some complication
associated with the anaesthetic is the most frequent single
cause of death after caesarean section-it accounts for 20%
of all deaths. This cause of death is doubly important in that
avoidable factors are present in all but a few cases. Haemorrhage
and sepsis are the other causes that are largely avoidable;
pulmonary embolism is a partly avoidable cause.4 5
The choice between vaginal and abdominal delivery

depends on how the obstetrician sees the balance of risks,
and the decision is personal and specific to a given case. One
important factor is his concern to avoid any accusation of
failure to intervene when caesarean section might arguably
have led to safer delivery for the mother and especially for
the child. Conceivably electronic fetal monitoring,6 used
uncritically, could have led to an increase in caesarean
sections.7 Another noticeable development is the delivery of
more breech babies, especially small ones, by caesarean
section.8 9

The wisdom of this increase in the proportion of abdominal
deliveries has been challenged by Francome and Huntingford,6
who remain unconvinced that the trend is in the best interests
of mothers or babies. On the basis of their own experience
in London and a review of reports of other series they do not
believe that a case has yet been made for a caesarean section
rate over 60%. Quoting Baird's assessment of social influences
on the efficiency of reproduction,10 they argue that the
improvements in maternal and fetal mortality rates in the
past 25 years have come more from socioeconomic progress
than from readier recourse to surgical intervention. Their
challenge of the evidence on which the increasing trend
towards delivery by caesarean section is based is refreshing
and helpful. As with other techniques of intervention in
labour, we need more sound, scientific evidence that caesarean
section is in the best interests of mother and child. In the
meantime the obstetrician must decide on the safest method
of delivery by weighing up all the considerations in the
individual case-keeping in mind his own experience and the
facilities available to him.
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