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reticulum.8 1 Light microscopy" shows no changes that
might not occur in other cardiomyopathies; macroscopically,
the heart is dilated and hypertrophied.

Invasive studies of the heart in alcoholics121" have shown
depression of left ventricular function and reduced cardiac
output, while echocardiography has since provided a useful
means of non-invasive study of alcoholics both with and
without symptoms. Acute depression of cardiac function by
alcohol has been found in nomral individuals14 13 and in
patients with coronary disease,'6 while disturbed cardiac
function or hypertrophy of the left ventricle has been found
in chronic alcoholics without cardiac symptoms.1 7-1'9 In
alcoholics who had abstained for a mean of three years
function appeared normal2"-suggesting that the pathological
changes may be reversible. Matthews and colleagues2' have
recently reported echocardiographic studies on 22 chronic
alcoholics without symptoms of heart disease and 11 with
congestive cardiomyopathy, using data from 136 normal
persons as controls. They found that all patients with symp-
toms had increased left ventricular systolic and diastolic
dimensions and estimated left ventricular mass. Among the
symptomless patients two-thirds showed abnormalities in at
least one of the variables studied, the most frequent being an
increase in left ventricular mass. In the light of earlier studies
on the left ventricle22 23 Matthews et al have speculated on
the stages through which the ventricle may pass as the result
of damage by alcohol before the emergence of the typical
picture of congestive cardiomyopathy with a dilated, failing
ventricle. For example, mild initial dilatation may be ac-
companied by an increase in the thickness of the wall, so that
the ratio of thickness to internal dimension is increased and
function remains normal. Further insult results in more
dilatation but less thickening of the wall, so that the ratio
becomes slightly decreased. Finally, with further dilatation
but no change in wall thickness the stress on the wall increases,
systolic function is impaired, and decompensation becomes
apparent.
At first glance, echocardiographic studies of this kind may

seem simple, but in fact they require time, practice, and
accuracy and are not available as a prognostic tool for most
of the patients at risk. With alcoholism a growing problem in
Britain24 alcoholic heart disease may be expected to increase.
Physicians must therefore be alert to the diagnosis in any
patient who presents with cardiac failure without one of the
common underlying pathological causes, especially if atrial
fibrillation is present.6 We must accept that alcohol is a
potential myocardial poison, though the precise biochemical
means by which it exerts its toxic effects is not yet clear. For
the busy clinician the mechanism is not of paramount im-
portance. His task, so long as man brews alcoholic drinks,
must be to make known their dangers to the heart as well as
the liver-and to advise abstinence at the first indication of
disturbed cardiac function, when the damage may yet be
reversed.20 25
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Mechanical intestinal
obstruction
Intestinal obstruction is a common and dangerous surgical
emergency. About 1750 deaths from this cause are notified each
year in England and Wales, of which 750 are due to strangu-
lated external hernias. Some 80% of these affect the small
bowel.'
The causes of the common types of intestinal obstruction

have changed quite dramatically during the lifetime of today's
senior surgeons. In the first three decades of the century
strangulated hernias accounted for a high percentage of cases.
Since then the incidence has dropped considerably in the
Western world, probably because these hernias have been
repaired electively with considerable enthusiasm. By contrast,
adhesions have become more and more common owing to the
enormous increase in the frequency with which abdominal
surgery is now being performed. For example, out of nearly
7000 cases of intestinal obstruction in 21 British hospitals
during 1925-30, almost half were due to strangulated hernia
and only 7% to adhesions2; but in a series of 1252 cases
reported in 1955 and operated on during the previous decade
the incidence of adhesions had gone up to 31%, whereas
hernias accounted for only 10% of the cases.3 Recently Bizer
and his colleagues4 have reviewed 405 patients in New York
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with mechanical obstruction of the small intestine, of which
almost three-quarters were due to adhesions and 8°,o, to
strangulated hernia.

Interestingly, in less developed communities strangulated
hernia (particularly inguinal hernia) remains the most common
cause of intestinal obstruction-650% in Benin City, Nigeria,5
75% in Uganda,f and as much as 78%' in Ghana.7 In these
series the incidence of adhesions is low and they are often due
to intrapelvic sepsis rather than surgery. There are other
remarkable examples of geographical variations. For example,
volvulus is relatively unusual in Western Europe and North
America, yet it is extremely common in Eastern Europe, parts
of Eastern and Central Africa, and India. In India tuberculosis
of the intestine is relatively common and sometimes presents as
obstruction. A surprisingly high incidence of intussusception
in both children and young adults has been reported from
Ibadan.8

Large series of cases show that throughout the Western
world9 the very high death rate associated with intestinal
obstruction-around 260% of all cases-typical of the 1920s
and 1930s has now been reduced to about 10-15%/. This
improvement has undoubtedly been due to a combination of
improved anaesthesia, better knowledge of fluid and electro-
lyte replacement, efficient blood transfusion services, and the
introduction of antibiotics. The major factors adversely
influencing survival rate are strangulation of the bowel with
gangrene (or worse still perforation), delay in treatment with
severe distension and gross fluid and electrolyte disturbance,
and extremes of age-mortality being especially high in
children and the elderly. As recently as 1976, Barnett and his
colleagues reported 56 deaths out of 151 cases of intestinal
strangulation.'0
Many thousands of pages have been written by dozens of

experienced surgeons on the differential diagnosis of simple
and strangulated obstruction. Various authorities have
emphasised various factors in the history, the examination, and
the results of laboratory investigations of these patients. A
sudden onset of pain that is continuous rather than colicky, the
early appearance of shock, fever, tachycardia, appreciable
abdominal tenderness, release tenderness, guarding, a tender
abdominal mass, and a raised white blood count are all said to
point to strangulation. Yet close analysis of any series of cases
will soon show that attempts at such differential diagnosis are
little more than academic. Indeed, most experienced surgeons
will point out the very real dangers of attempting such diag-
nostic accuracy, and advocate early laparotomy as a routine in
cases of acute mechanical intestinal obstruction.9 Silen and his
colleagues," for example, found that only 17 of 112 cases of
strangulated obstruction were correctly diagnosed at the
initial admission to hospital. Shatila and colleagues'2 compared
50 patients with strangulated obstruction with 53 having
simple occlusion. The two groups had a similar incidence of
pain, vomiting, distension, raised pulse rate and temperature,
and tenderness and rebound. A mass was more common in
strangulation (including strangulated hernia); and rigidity,
shock, a depressed temperature, and rectal bleeding occurred
in a few cases of late strangulation. The white blood count
(beloved as a differential sign by many authors) was raised
above 11 000 in 24 of the 53 cases of simple strangulation and
31 ofthe 50 strangulated cases. Other reports have given similar
comparative results.'3 14

No matter how well the patient may seem and how innocent
the local and general signs may be, there are no clinical means
or any accurate laboratory or radiological tests that will show
whether a strangulated loop of intestine, with all its lethal

potential, is present within the abdominal cavity. This is
perhaps the most vitally important fact the surgeon must bear
in mind when he deals with a case of intestinal obstruction.
Once a clinical diagnosis of obstruction is made, even when
radiological appearances are normal and there is nothing to
suggest strangulation, the best treatment is still urgent surgery.
Procrastination merely puts the patient's life in further
jeopardy.
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Surgical management of
syringomyelia
Painless burns and dissociated anaesthesia in the areflexic
wasted arms of a 40-year-old form a distinctive clinical picture
of syringomyelia. The disorder is one of the most slowly
progressive degenerative diseases of the nervous system;
static periods are common, and many patients survive into late
middle age after an onset in the 30s. The average age at
diagnosis is 45; men and women are equally affected.
Symptoms have usually been present for five to 10 years at
diagnosis, but occasionally they may be traced back to early
childhood. A history of protracted labour and birth injury is
not uncommon.
The clinical signs are well known, but the stationary periods

are less well recognised. Sudden exacerbations of acute
syringomyelia may occur after a cough, a sneeze, or sudden
straining. Periodic pain in the occipital region and neck may
follow such straining and is attributed to stretching of the
upper cervical roots by the frequent associated malformation
at the foramen magnum with its related hydrodynamic
changes.

In most patients a communication, most often a dilated
central canal, exists between the fourth ventricle and the


