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Diagrammatic view of inversion of cervix uteri (as seen at time of the
caesarean section).

Comment

The mechanism actually responsible for this complication, when it
occurs in any patient, is perhaps very difficult to explain. Sometimes
sheer unfamiliarity with very rare complications such as this may lead
to perplexity in diagnosis as in this case.
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Subacute cardiac rupture after
myocardial infarction
Although cardiac rupture after acute myocardial infarction is usually
considered to cause immediate death, the condition of subacute
rupture has recently been recognised.1 2 We describe the features
of this condition and its treatment by surgery.

Case report

A man of 53 was admitted on 28 January 1974 with an anterior sub-
endocardial infarct, which four days later extended to a transmural infarct.
He was not given anticoagulants. A pericardial friction rub was heard on
the sixth day. He was normotensive and his progress was uneventful until
the 10th day, when a cardiac arrest occurred with profound nodal brady-
cardia. With resuscitation he regained consciousness after 30 minutes.
His toes and fingers were cyanosed and cool, and there was gross distension
of the jugular veins. There was a sinus tachycardia, an unrecordable blood
pressure, weakly palpable femoral pulses without paradox, a gallop rhythm,
and a soft pericardial friction rub. The electrocardiogram and chest x-ray
films were essentially unchanged. Angiography 11 hours later showed a
pericardial effusion and excluded pulmonary embolism (see fig). During
attempted pericardial aspiration cardiac asystole developed, but with re-
suscitation his previous clinical state was restored.
Three hours later at left thoracotomy under partial cardiopulmonary

bypass using the left femoral vessels, 200 ml of blood clot, some of it quite
fresh, was removed from the pericardium where it had collected, especially
over the posterior and right sides of the heart, compressing the right atrium
and the great vessels. A large infarct of the whole of the anterior surface
of the left ventricle extended to the interventricular groove. Dark plum-
coloured blood was oozing from a flap-like fissure 1-5 cm long just below
and anterior to the margin of the left atrial appendage, and also from multiple
punctate sites. On the posterior surface of the infarct there was a lesion
0-5 cm long, which may have been produced surgically. As the infarct was
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Right atrial cine angiogram demonstrating pericardial effusion.

too large to be excised, the two lesions were sutured with interrupted mattress
sutures buttressed with teflon strips. On the second attempt the patient
came off bypass with isoprenaline support. The pericardial cavity was infused
with saline over the first 48 hours. Recovery was uncomplicated except
for a left pleural effusion of 770 ml of straw-coloured fluid.
The patient has returned to full-time sedentary work and has mild dys-

pnoea (grade 2A). He is receiving digoxin, frusemide 40 mg, and Slow-K
daily. He has signs of a large dyskinetic area over the previous infarct.

Comment

Cardiac rupture is usually considered to be sudden event with a
complete tear through the ventricular wall. Pathological studies,
however, often show a progressive recurrent leakage in a stepwise
manner through the myocardium.3 4 Potentially, when the blood
reaches the pericardial space it may compress the layers of the tract
and stem further leakage. When the rupture into the pericardium
occurs the patient will deteriorate suddenly and usually then proceed
to a cardiac arrest with bradyarrhythmias and asystole. If the patient
survives the initial rupture or is resuscitated from the arrest he then
presents a characteristic syndrome. There is profound hypotension
with severe right ventricular failure shown by gross jugular venous,
distension. There is, however, minimal evidence clinically or radio-
logically of left ventricular failure. Pulsus paradoxus may be absent."
Urgent angiography is needed to confirm the diagnosis and distinguish
it from massive pulmonary embolism. Pericardial aspiration may be
attempted but the definitive treatment is surgical5 where suture of
the tears, rather than infarctectomy, may be sufficient.

We thank Dr John Walker for radiological help and advice.
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