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in younger patients, though it must be recognized that fre-
quently this may require a bilateral block dissection, since
many of these tumours metastasize to both sides of the neck.
One of the common causes of death is recurrence in the cer-
vical region, and E. W. Strong and colleagues" have shown
that the rate can be reduced by giving low doses of irradia-
tion before operation. In a controlled trial they found re-
duction of cervical recurrence rates from 50% to 31% when
this was done.
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Gastritis and Gastric Cancer

About 15,000 people die every year in the United Kingdom
from gastric cancer,1 but little is known about the causes
of the disease. Though it shows a familial incidence, genetic
inheritance cannot account for more than a small proportion
of that, and while dietary factors are probably of considerable
and perhaps paramount importance in causing it epidemio-
logical studies designed to identify them have proved unhelp-
ful. But they have drawn attention to the possibility of causes
in the environment by disclosing geographical fluctuations
of almost ten-fold between areas of high and low incidence.2
Moreover, the risks of contracting the disease vary in migrants
to areas with different incidence rates.3
The best-known premalignant condition of the stomach is

pernicious anaemia.4 5 The risk of gastric cancer is probably
four to five times higher in such patients than in the general
population.6 It has been suggested that this association arises
by two pathways, one associated with the increased frequency
of blood group A in patients with either disease, and the
other independent,7 but it now seems probable that the associ-
ation is entirely independent of the blood groups.8 One
possibility is that autoimmune atrophic gastritis is a pre-
malignant condition. But only a minor proportion of patients
with gastric cancer prove to have circulating gastric anti-
bodies,9 and it would therefore be of considerable interest
to know whether the presence of simple chronic superficial
or atrophic gastritis increases the risk of later development of
gastric cancer.
M. Siurala and his colleagues10 found nine gastric cancers in

116 patients with atrophic gastritis diagnosed by gastric
biopsy some 10-15 years earlier, and in a recent survey
I. R. Walker and his associates"' found four gastric cancers in
40 patients found to have "simple" atrophic gastritis from
10 to 22 years earlier. Though exact mathematical com-
parisons are impossible, these figures are at least equivalent
to the risks associated with pernicious anaemia. When the
likely frequency of atrophic gastritis in the population is
taken into account-as much as 28% if figures obtained in a
normal Finnish population are generally applicable2 -then

atrophic gastritis becomes of greater importance in absolute
terms.

Predisposing factors to atrophic gastritis are poorly under-
stood, but a variety of constitutional factors have been
suggested, including tobacco smoking and alcohol consump-
tion as well as (weakly) social class.'3 But there is a far stronger
relationship between social class and gastric cancer mortality,
with a notably high death rate in the lowest social classes,14 a
risk which may be increasing rather than diminishing,'4 15
though changing bases of occupational classification make
comparisons difficult. Further investigations of the sig-
nificance of atrophic gastritis and intestinal metaplasia-also
sometimes considered to be a precursor of gastric cancer'6 17-
are clearly needed. But it has to be borne in mind that gastric
biopsy, a technique which may be simple and trouble-free in
experienced hands, is still physically unpleasant for the
patient undergoing it.
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Traumatic Displacement of
Fat

Most of the disabilities and deformities that follow injury
are becoming known and well documented, but with the
inexorable increase in road traffic accidents and with in-
creasing efficiency in accident services new syndromes are
being recognized and reported. Trauma to the hip region
in women may cause a rupture of fat tissue with displace-
ment, leaving an ugly lump with an adjacent defect. This
condition had not been reported until B. F. Meggitt and
J. N. Wilson' described the "battered buttock syndrome,"
"fat fracture," or "traumatic lipoma" in 12 women, nearly
all of whom were injured in car accidents.
The clinical features are not obvious at first because the

swelling is large and is mainly due to haematoma. As the
bruising becomes absorbed the deformity becomes apparent.
There is a large tender mass the size of which is accentu-
ated by the adjacent hollow. Three of the 12 cases reported
required operation because the deformity was accompanied
by pain and tenderness. At operation the subcutaneous fat
was found to have been sheared off the deep fascia, the
vertical fibrous septa having been ruptured. In one case an
attempt to replace the fat mass was partially successful. In
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the other two the large fibro-fatty mass had to be excised.
At all three operations an adventitious bursa was found on
the deep surface. The results of operation were satisfactory.
There was an improvement of the cosmetic disability and
relief of pain and tenderness. One of the other patients was
a 6-year-old girl, whose condition is being followed up in
the hope that the swelling may recede with growth. The
remaining eight patients were left with a lipoma and a
defect which did not warrant surgical treatment. This con-
dition is permanent in adults, because mature fat tissue
does not undergo resorption or regeneration.
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Tamponade after Acute
Myocardial Infarction
Cardiac rupture with tamponade sometimes follows acute
myocardial infarction. It has been reported in 4% of all
patients with myocardial infarction,l 2 but in acute myo-
cardial infarction the incidence rises to 9% 1-4 and may
account for 130% of deaths.2

Biorck and his colleagues from the Karolinska Institute
in Stockholm have reviewed the clinical and electrocardio-
graphic signs of rupture and tamponade after acute infarction
and discussed the results of surgical intervention.5-7 Typical
features were the absence of a history of previous myo-
cardial infarction but with electrocardiographic evidence of
infarction in all cases. The site of the infarction was usually
anterior, rarely inferolateral, never wholly inferior. These
patients had a remarkably uncomplicated course before
cardiac rupture.5 Previous studies have shown that cardiac
rupture and tamponade are rare below the age of 50,2
commoner in women than in men,2 4 associated with hyper-
tension,' and apt to follow exertion.' 3 Anticoagulants are
not considered to be an important cause of this condition.' 2
Cardiac rupture and tamponade usually occur in the first
four days after acute infarction.' 4 5 The rupture varies in
size from 5 to 30 mm and usually involves the anterior
surface of the left ventricle.5 Surprisingly, the myocardial
infarction is often small or moderate in extent and the con-
dition of the surrounding myocardium good.4 5

Diagnostic changes of heart rate and rhythm occur at the
time of rupture. The loss of consciousness associated with
circulatory collapse produces baseline electrocardiographic
disturbances. These are followed by bradycardia of sudden

onset, which is initially sinus and later nodal in origin,
ending in an agonal rhythm.4 6 These bradyarrhythmias are
probably a vagal effect, produced by distension of the peri-
cardium.4 A decrease in QRS amplitude is common but
inconsistent.4 Alterations of rate or rhythm were not observed
in the 30 minutes preceding tamponade.6

Rapid surgical intervention is the only method of treat-
ment with any hope of success. Lillehei and his colleagues
have reported repair of a large myocardial perforation, with
survival of the patient for 37 days, death being ultimately
due to a fresh cardiac rupture.8 Lofstrom and his colleagues
have attempted surgical repair in three patients with rupture
and tamponade after acute infarction.7 Immediately the
diagnosis had been made, oxygen, sodium bicarbonate,
adrenaline, low-molecular-weight dextran, and blood were
administered. A thoracotomy and pericardiotomy were
performed by the physician without asepsis; tamponade was
relieved and gross bleeding was stopped. Repair of the
rupture was then completed in the operating theatre by a
surgeon. Two patients died within hours of operation from
a fresh myocardial rupture. One patient survived for one
month but suffered severe brain damage as a consequence
of excessive bleeding during treatment. At necropsy a large
anteroseptal infarct was present, without signs of local
infection or fresh rupture.
From the results of these combined studies it is apparent

that cardiac rupture and tamponade can be diagnosed rapidly
with a high degree of accuracy and that early surgical
intervention is possible.5-7 The results of surgery in the few
reported cases are disappointing, but perhaps better results
could be achieved by the use of extracorporeal circulation
and improvement in technique. The difficulty is that the
cause of death in surgically treated patients is usually a
fresh rupture.7 8 A policy of surgical intervention in patients
with tamponade due to cardiac rupture places a heavy burden
on the nurses in coronary care units and on the hospital
medical and surgical staff. Furthermore, efficient organization
and co-operation between the specialties involved is manda-
tory if cerebral damage owing to faulty technique is to be
avoided, with all its resultant anguish for both patients and
their relatives. It is debatable whether the results of surgical
treatment will justify the adoption of such a policy.
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