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increased in certain types of women, such as those without
children and those with a family history of the disease, none
of the differences is great enough for it to be of practical
use. However, recent work' has shown that many women
with early breast cancer excrete abnormal amounts of
steroids in their urine, and a trial is in progress4 I to inves-
tigate whether this abnormality precedes the onset of the
disease. It has also been reported6 that buccal smears from
many patients with breast cancer show certain sex-
chromatin anomalies in the epithelium which are not present
in normal women or patients with other malignant tumours.
If either or both of these findings could be used to formulate
a high-risk group then we might see mammography and
clinical examination being used with advantage to detect
the early disease. Under such circumstances we might at
last look forward to an overall improvement in the results
of treatment.

Closed Abdominal Trauma
Attention was drawn recently' to the rise in the frequency of
stab wounds of the abdomen. Injuries due to blunt abdominal
trauma are also becoming increasingly common, mainly as
a result of the rising numbers of road traffic accidents.

Closed injuries of the abdomen present a challenging
problem in management, as prompt diagnosis and treatment
are essential if lives are to be saved. Not only is the patient
usually severely shocked, with damage to more than one intra-
abdominal viscus, but frequently there are also associated
injuries elsewhere. R. D. Williams and A. A. Yurko2
recently reviewed 278 consecutive patients admitted to the
Ohio State University Hospital in Columbus as a result of
blunt abdominal trauma. Almost two-thirds of the injuries
were due to road accidents. By far the commonest organs
injured were the kidney and the spleen, followed in order by
the liver, the pancreas, the bladder, and the intestines. More
than one intra-abdominal organ had been injured in 84
patients, and in addition one-third had injuries to the chest,
one-third injuries to the head, and one-quarter damage to
the arms or legs. These more obvious injuries often distract
attention away from the abdomen and cause delay in treat-
ment and an increase in mortality, either because of the delay
or because of the severity of the injuries themselves. Indeed,
H. Ellis, P. W. W. Griffiths, and A. Macintyre3 found that of
the nine deaths which occurred in 30 patients with traumatic
haemoperitoneum from ruptures of the spleen or liver or
both, eight had severe associated head injuries, and the ninth
had multiple injuries elsewhere.
The diagnosis that an intra-abdominal viscus has been torn

is largely a clinical one, and the laboratory can provide only
slight help to the surgeon. Williams and Yurko found that
x-ray examination of the abdomen was of relatively little
value, and in only 11% of their cases were the films helpful.
An x-ray film of the chest is useful, however, in excluding an

associated injury to the lungs or the diaphragm. Elevation of
the white cell count may reflect the degree of general trauma
but has no specific diagnostic value. W. V. Nick, R. W.
Zollinger, and R. D. Williams4 stress the value of estimation
of the serum amylase in the diagnosis of injuries of the
pancreas, though the level is not always raised in such cases.5
The presence of haematuria is valuable evidence of injury to
the genito-urinary tract, and the urine must be tested in every
case of abdominal trauma, no matter how trivial. When
there is doubt whether an intra-abdominal organ has been
damaged needle paracentesis may be useful. Williams and
Yurko found that this technique gave the right answer in 90%
of cases, but they stress that failure to aspirate blood does rot
exclude the existence of injury.
A further complication is the possibility of delayed rupture

of viscera which may occur after blunt injury; this applies
particularly to the spleen, as was first stressed by Sir
Archibald McIndoe.' J. S. Sizer, E. R. Wayne, and P. L.
Frederick' have reviewed 312 examples of delayed splenic
rupture. Half of these occurred between the second and
seventh days after the injury, 25% after the first week, and
10% of the cases were delayed for more than one month.
Apparently what happens is that a subcapsular splenic
haematoma ruptures, and this is often precipitated by cough-
ing or sneezing. The mortality in such cases is in the region
of 10% and correct diagnosis was made in only 20%.
Delayed rupture of the damaged liver and bowel may also
occur.

Patients with closed and isolated injuries to the kidneys
can usually be managed conservatively, though occasionally
bleeding will continue, when urgent exploration and probably
nephrectomy will be required. If there is any suspicion of
damage to the other viscera laparotomy is imperative. In
such cases a midline incision is best as it allows rapid entry,
easy extension in an upward or downward direction, and the
ready exposure of all the intra-abdominal organs. Ease of
exposure is specially important, since it is always possible that
more than one viscus will be found to be damaged-particu-
larly when the injuries result from a road accident.

Liver Necrosis from Paracetamol
Most people regard paracetamol as a useful if somewhat
expensive alternative to aspirin, especially when the latter
causes gastro-intestinal symptoms. It is a relatively mild
analgesic and in therapeutic doses appears to be free from
side-effects. No evidence of nephrotoxicity was found when
paracetamol was administered to healthy volunteers,' but the
fact that it is a breakdown product of phenacetin should
serve as a warning that prolonged administration might lead
to renal damage. Idiosyncrasy to the drug probably explains
rare cases of thrombocytopenic purpura and agranulocytosis,2
and the occasional patient who is sensitive to aspirin may also
be unable to tolerate paracetamol.

This week we publish two papers reporting the serious
consequences of overdosage with paracetamol. At page 497
Drs. D. G. D. Davidson and W. N. Eastham describe two
patients who died within four days of taking 25 g. and 75 g.
respectively of the drug. The first had clinical signs of
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cerebral irritation and peripheral circulatory failure, and in the
later stages was found to be hypoglycaemic. The second
developed jaundice and hypoglycaemia, followed by circula-
tory collapse. Both had acute yellow atrophy of the liver
at necropsy, with centrilobular necrosis and minimal cellular
reaction. There was also some damage to the renal tubules,
but it was not possible to say whether this was a direct toxic
effect of the drug or the result of circulatory failure. The
patient of Drs. Jean S. Thompson and L. F. Prescott (see
page 506) was a man who took about 35 g. of paracetamol
and subsequently developed hyperglycaemia. The glucose
tolerance test was characteristic of diabetes (there was a family
history of diabetes). He responded rapidly to carbohydrate
restriction and chlorpropamide, but on the sixth day he
complained of abdominal pain and was noted to be jaundiced.
Serum transaminase levels were considerably raised, but the
jaundice subsided after a few days, and tests of both liver
function and carbohydrate tolerance returned to normal.

It may be significant that two of the patients were in a
mental institution and had been treated with phenothiazines
and nortriptyline and the third had taken alcohol. These
substances may have potentiated the effect of paracetamol.
Thomson and Prescott, however, mention two other patients
who developed liver damage after taking large amounts of
paracetamol, and there seems little doubt that the drug is
hepatotoxic. The accompanying disturbance of carbohydrate
metabolism is probably related to the liver damage.
Phenacetin is broken down by the liver to its active ingredient
para-acetylaminophenol (paracetamol). The latter is then
conjugated with glucuronides and sulphates before being
excreted by the kidneys. There are therefore theoretical
reasons for regarding paracetamol as a potential liver poison.
While it may be unwise to give the drug to patients with
liver disease, it seems unlikely that therapeutic doses would
affect the healthy liver.

Cysts Around the Kne,-joint
The variety of cysts found around the knee-joint presents an
entertaining clinical problem for those who prefer to make
an accurate diagnosis before surgery. An operation is the
only effective cure for most troublesome cysts, for though
aspiration or local injection of hydrocortisone may occasion-
ally be of permanent benefit the relief given is usually only
temporary. Fresh interest in these cysts is raised by a recent
paper by A. P. Hall and J. T. Scott,' who discuss the
occurrence of synovial cysts in association with rheumatoid
arthritis. Their painstaking investigation of the relationship
of the cysts to the joint and the possible rupture of the cyst
into the calf following muscular activity has shed new light
on the sometimes puzzling behaviour of these cysts. Rupture
of a cyst into the calf may lead to the formation of a
permanent cyst-or to a spontaneous cure-but more
frequently results in temporary pain and swelling in the calf,
which may be mistaken for a deep venous thrombosis.
The term " Baker's cyst" is often used as a general name

for these cysts, but it is no more an accurate diagnosis than
is the use of Pott's name for a fracture of the ankle. In
Baker's day (1877)2 there were many cysts of infective origin,
and tubercular infection of the knee-joint was a leading cause.
Nowadays infective cysts are rarely found, but non-infective
cysts may arise in several ways.

Cysts may arise from the pre-existing bursae, such as the
anserine bursa and the two gastrocnemius bursae. Secretion
exceeds absorption owing to mechanical irritation from loose
bodies or other causes, or for reasons unknown. These cysts
are common in children. They often resolve after a few
weeks, but if they persist for more than six months and are
troublesome they should be excised. Most gastrocnemius
cysts communicate with the knee, but this communication
may be intermittent or only detectable in certain positions
of the joint. In spite of communication the contents of a
cyst may be of such a gelatinous consistency (the normal
consistency in traumatic cysts) that they cannot be aspirated.
Hall and Scott have shown that the gelatinous contents can
be outlined by a coating of contrast material injected into the
knee-joint. They are associated with an effusion into the
knee-joint in the majority of cases of rheumatoid origin but
less commonly when due to other causes.

Cysts may develop early in the active stages of rheumatoid
arthritis ; they are due to the action of the disease on the
synovial membrane. Rheumatoid cysts tend to be large and
are apt to rupture, giving rise to secondary cysts or temporary
distension of the calf. The weakening of the retaining joint
tissues by rheumatoid disease and a specific synovial stimula-
tion from it, together with raised intra-synovial pressure in
the joint, may lead to rupture of an effusion into the soft
tissues around the knee, producing the transitory thickening
in the calf or the development of a permanent cyst.

Traumatic cysts probably result from the traumatic trans-
plantation of synovial tissue into the deeper vascular layers
of the joint margin in a manner similar to the formation of
an implantation dermoid. While their contents are viscid,
they tend to be multilocular and localized. They may,
however, extend a considerable distance from the joint line.
If one or more of the cysts enlarges, usually owing to escape
through the ligaments of the joint, the contents become more
fluid and may rupture, though it is more common for a
traumatic cyst to rupture into the joint.3

Degenerative cysts occur in osteoarthritis and are found
at the joint margin in association with exostoses. There is not
always an effusion into the knee-joint. These cysts are
probably due to the local irritation of the synovial membrane
from the exostosis, and in a small number of cases the swelling
becomes isolated from the general synovial cavity producing
a localized cyst. Distension of other bursae around the knee-
joint and the presence of loose bodies in them are common
accompaniments.

Cysts affecting the lateral popliteal nerve4 may sometimes
be confused with cysts on the lateral aspect of the knee-joint,
where the upper tibio-fibular joint is sometimes distended or
becomes the site of loose body formation.

As synovial cells are relatively easy to culture, further
experimental study of synovial cyst formation should event-
ually determine the relative responsibility of abnormal
environment, hydrostatic pressure, and toxic stimulation. The
latter appears to be the dominant factor in rheumatoid cysts
and may form a valuable field in which the rheumatologist
can work. Local inhibition of synovial cell antigens may well
play an important part in cyst formation, and curiously enough
three papcrs` immediately following the article by Hall and
Scott refer to this possibility.
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