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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.

Hall, A. P., and Scott, J. T., Ann. rheum. Dis., 1966, 25, 32.
2 Baker, W. M., St. Bart. Hosp. Rep., 1877, 13, 245, and 1885, 21, 177.
s Bonnin, J. G., Brit. 7. Surg., 1953, 40, 558.
4Clark, K., 7. Bone Jt Surg., 1961, 43B, 778.
5McCall, J. F., nsd Fraser, J. R. E., Ann. rheum. Dis., 1966, 25, 42, 49,

and <

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.2.5512.486 on 27 A
ugust 1966. D

ow
nloaded from

 

http://www.bmj.com/

