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ment in mortality was especially noticeable in severe first
attacks and in severe episodes in patients over 60 years of age.
A review of the 140 patients who survived without operation
during their attacks showed that over one-third subsequently
required surgical treatment either as an elective procedure or
because of further attacks. Perforation of the colon was found
in 21 cases (with a mortality of 28-6%). Acute colonic
dilatation was observed in 28 instances; 27 were treated by
emergency colectomy and perforation had occurred in eleven
cases. The mortality of these operations was 18-5%.
The authors point out that their results have the disadvantage

of not being carried out with the rigid discipline of a controlled
prospective trial, and some of the improvement that they
record might in theory be due to some change in the character
of the cases with severe colitis during the period under review.
However, the excellence of the results now being obtained with
early surgery in patients with severe colitis and its complica-
tions would cast serious ethical doubts on a prospective trial
of early against late intervention.

Diabetes and Menstruation
The concentration of several constituents of the plasma varies
with the phase of the menstrual cycle. Reviewing the subject
in 1934, G. W. Pucher and colleagues' concluded that cyclic
variations in the level of blood sugar must be regarded as
uncertain. That comment remained true until recently. Now
several studies reported over the past three years have shown
fairly convincingly that, while the patient's tolerance of oral
glucose is subject to some cyclic variation,2 3 tolerance of
intravenous glucose does not vary.4-6 It appears that oral
glucose tolerance is greatest during the period of menstrual
flow and worsens as the cycle progresses.2 79
As the administration of oestrogens10 but not of progesto-

gens6 worsens oral glucose tolerance, it is tempting to correlate
the changes in glucose tolerance with those of endogenous
production of oestrogen during the cycle.2 I. Macdonald and
J. N. Crossley3 suggest that the increase in the rate of gastric
emptying which occurs in mid-cycle may be responsible for
the apparent change in glucose tolerance. If this is correct, it
might also explain the lack of cyclic variation in intravenous
glucose tolerance.
Whereas in non-diabetics oral glucose tolerance is greatest

at the time of menstruation, in established diabetics hyper-
glycaemia may be greater and ketosis may be precipitated at
or about the menstrual period."'-13 Sometimes the swing is so
great that the diabetes becomes virtually or actually un-

controllable. Fortunately these extreme cases are rare, but
lesser variation in the level of the blood sugar is probably
fairly common. Thus H. I. Cramer'4 analysed all patients
between the ages of 14 and 45 admitted to hospital because
of diabetic ketoacidosis from 1922 to 1940. Of 96 cases 73%
were women, and of 36 women previously treated and with-
out infection nearly half were admitted during menstruation.
A recent report'5 describes a patient who went into diabetic
coma or precoma with every menstrual period during the
course of a year. This remarkable and distressing cycle was
brought to an end by the sequential administration of
ethinyloestradiol and dydrogesterone. A patient of R. Greene's
who had similar but less severe phasic resistance to insulin
responded to the administration of fluorohydrocortisone
during the luteal phase of the cycle.13

It seems unlikely that growth hormone or the ovarian or
adrenal steroids play any part in this phasic resistance to
insulin, for a similar resistance might then be expected to
accompany diabetic pregnancy. It is more likely that ovarian
or adrenal steroids or their analogues inhibit the release of
some pituitary substance other than growth hormone.
Diabetogenic polypeptides have been isolated from the
pituitary glands of several species of animals and from the
urine of some patients with diabetes,'6 but whether they are
connected with the diabetic state is not yet known.
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Cystic Degeneration of the
Popliteal Artery

Some 40 cases of cystic adventitial disease of the popliteal
artery have been reported. The first case was described by
B. Ejrup and I. Hiertonn in 19541 and was included in a
second paper recording four cases.2 The patients complained
of intermittent claudication, and the main lesion was found to
be a cyst lying within the adventitial layer of the popliteal
artery. Further reports followed, including a recent one from
S. J. A. Powis and colleagues.3
The incidence of this uncommon condition has been

estimated in two different centres4 5 as about 1 in 1,200
patients presenting with intermittent claudication. It occurs
mainly in males, only three cases having been described in
women. The age of the patients has ranged from 11 to 61
years, with a mean of 36 in males. Probably some cases have
not been reported and others have not been recognized, but
because treatment gives successful results a correct diagnosis
is important.
The aetiology is obscure. It has been regarded as a mucinous

degeneration in the adventitial layer of the artery not associ-
ated with atherosclerosis. Despite a lack of evidence that it is
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caused by injury many of the authors believe that repeated
minor trauma to the popliteal artery may be the cause. The
proximity of the lesion to the knee joint may have a bearing on
this. However, similar lesions have been described in the
external iliac artery6 and in the radial and ulnar arteries.7 8
Another theory postulates that mucin-secreting cells from the
endothelium of the knee joint may become included in the
adventitia of the artery during development.

Histological examination shows that the initial lesion is
found in the adventitial layer of the artery, which shows areas
of myxomatous degeneration. Pathological changes in the
media and intima may occur owing to pressure from the cyst
as the lesion develops, and chemical analysis of the gel4 from
the cyst indicates that the main constituent is probably a
mucoprotein.
The patient complains of intermittent claudication in one

leg. It may be of sudden or gradual onset and is associated
with a cold white foot on exercise. Distal pulses may be
palpable at this stage but disappear with exercise. The
ganglion-like swelling is only occasionally palpable. K.
Ishikawa and colleagues9 have described a useful clinical test
at this stage. On full flexion ofthe hip and knee joints for about
five minutes with the patient in a supine position the arterial
circulation of the lower limb decreases considerably, and it
increases gradually after the hip and knee joints are extended.
The oscillometric readings of the leg become almost zero
during flexion and increase gradually after extension for ten
to twenty minutes. This is in contrast with the clinical findings
in the popliteal artery entrapment syndrome10-the anatomical
anomaly in which the popliteal artery runs through the medial
head of the gastrocnemius. In this condition contraction of
the gastrocnemius muscle by active plantar flexion or passive
dorsiflexion of the foot will cause distal pulses to diminish or
disappear and give reduced readings on oscillometry.5

Arteriography shows a typical appearance in the early stages
when the vessel is still patent. The arterial wall has a smooth,
fluted stenosis, which may be one-sided or hour-glass in
appearance, and there is no post-stenotic dilatation. The cyst
may displace the artery backwards, a condition that must be
distinguished from its medial displacement in the popliteal
artery entrapment syndrome. When the vessel is occluded, an
arteriogram will not show the lesion, though smooth tapering
off at the upper level of the occlusion (the scimitar effect11)
may suggest a cystic lesion. In many cases the diagnosis is
made only at operation.

Conservative surgical treatment by opening the cyst and
removing the gel may restore blood flow and normal pulsation,
and it is sometimes possible to dissect the cyst from the artery.
When occlusion occurs, it may be due to contact between the
intimal surfaces of the artery or to thrombosis of the diseased
segment. Resection and vein-graft replacement, or arteriotomy
with vein patching, will be necessary in such cases.
The long-term results of grafting are unknown, but there

may be a failure rate similar to that from grafting for athero-
sclerosis. Conservative surgery should be tried in the first
instance. Restoration of blood flow and arterial pulsation at
operation will indicate its success, and the results of this form
of treatment would indicate that the recurrence rate is not
high.12

In short, this condition should be kept in mind when a
young patient presents with intermittent claudication of one
limb and shows no evidence of arteriosclerosis elsewhere. It
must be distinguished from Buerger's disease, atherosclerosis,
and the popliteal artery entrapment syndrome. Surgical
treatment will usually yield good results.

Hepatic Necrosis in the Newborn
Necrosis of the liver is sometimes found during post-mortem
examinations of newborn infants. It is usually unsuspected
during life, and even at necropsy its aetiology is often obscure.
An important cause is neonatal infection.

Apart from septicaemia due to the common pyogenic
bacteria, the most important infections leading to widespread
necrosis are visceral herpes simplex,l Coxsackievirus B
infection,2 3 and listeriosis,4 due to the bacterium Listeria
monocytogenes. The organisms are transmitted either trans-
placentally or during delivery, and they give rise to a virulent
generalized infection which is often fatal. Smallpox and
chickenpox5 may rarely be transmitted across the placenta,
and these too cause hepatic necrosis, but two other generalized
infections of the newborn, toxoplasmosis and cytomegalic
inclusion disease, do not usually damage the liver of the
newborn baby. Toxoplasmosis affects the brain primarily,
and the cytomegalovirus usually confines its attack on the
liver to producing giant intranuclear inclusions in the cells
of the bile ducts. The liver is severely affected in congenital
syphilis, but here the focal necrosis is merely part of the more
generalized pericellular fibrosis. Congenital tuberculosis is a
rarity, and it produces typical caseous follicles in many organs.

Neonatal hepatitis may also cause necrosis. Sometimes
this disease resembles common virus hepatitis histolo-
gically. There is also an unusual giant-cell hepatitis, in which
the liver cells appear to be transformed into large, pleomorphic
giant cells.6 In this disease severe parenchymal necrosis and
a diffuse inflammatory infiltration are usually seen. The
cause of giant-cell hepatitis is unknown, but some workers
favour an infective agent, possibly a virus.

Sometimes neonatal hepatic necrosis appears to be related
to ischaemia. Degenerative changes confined to the cells of
the left lobe of the liver have been noted in infants dying
within the first 48 hours of life, and these have been attributed
to the physiological effect of occlusion of the umbilical
circulation.7 K. Shiraki has recently analysed liver specimens
from 147 infants who died within the first week of life.8
Nineteen showed a focal necrosis widely disseminated through-
out the liver and with a predominantly midzonal distribution,
while seventeen had a focal necrosis localized to a part of the
liver. In none was there any evidence of infection. The dis-
seminated lesion occurred only in infants who had lived at
least 48 hours, and it was seen in those who had survived much
longer than this. The localized lesion occurred after the
first 24 hours of life and its maximal incidence was found
within the first three days. The disseminated necrosis was
associated with those types of congential heart disease in
which there was hypoplasia of the left side of the heart or
coarctation of the aorta, conditions which produce a similar
haemodynamic effect. Necrosis, usually localized, was found
in premature infants and in those with intracranial bleeding
and after abdominal surgery, but its relationship to them was
not statistically significant. But a significant correlation was
found between localized necrosis and some abdominal
malformations-namely, diaphragmatic hernia, gastroschisis,
and omphalocele.
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