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paras), and to attend a clinic or return the questionnaire after three months.
Fifty-two patients (87 %) (15 primiparas and 37 multiparas) completed
questionnaires. They were matched with a control group of 52 vaccinated
patients who received no hormonal treatment. The mean (i SD) number of
days of postpartum bleeding was 58-5 i 18-5 in the treated patients and 20-8
1-1 in the controls. This difference was significant (P <0-001). Patients

still bleeding at three months were treated with low-dose oestrogen/
progestogen pills) which invariably stopped bleeding. Only one patient was
so treated before three months. Thirty-three treated patients, but only two
controls, had continuous bleeding for three months. In no case was the loss
heavy and no patients developed anaemia (haemoglobin less than 10-0 g/dl).
Six patients (five treated and one control) had a curettage. None had retained
placental tissue. None of the 15 treated patients who had cyclical bleeding
considered the loss heavy, compared with six controls. Three non-lactating
patients in each group had amenorrhoea. Patients with continuous bleeding
for the three months found it inconvenient and worrying. It usually made
intercourse unacceptable.

Comment

Most patients given DMPA postpartum seem to have daily vaginal
bleeding for at least three months, though treatment with oral contra-
ceptives will correct this. Such intervention was required by 61"o
of patients in one series.2 The low incidence of amenorrhoea in this
series was probably related to the short period of observation.3 The
menstrual disturbances associated with treatment with DMPA have
to be set against its effectiveness as a contraceptive, its lack of
inhibitory effect on lactation, and its freedom from the risk ofinducing
thromboembolism.4 Some patients may be prepared to tolerate the
inconvenience as a price for safe, acceptable contraception.5
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Clinically significant interaction
between digoxin and quinidine
Previous reports' 2 have drawn attention to a rise in plasma digoxin
concentration (PDC) when quinidine therapy was added to the
medication and suggested that digoxin toxicity might ensue. In a
retrospective study Leahey et al3 noted that such a rise in digoxin
concentration might be responsible for an increase in the incidence of
adverse reactions to digoxin. We report two cases in which quinidine
given to digitalised patients caused digoxin toxicity. Blood for
measuring digoxin and quinidine was drawn at least six hours after
the last dose of the drugs. Digoxin was measured by radioimmuno-
assay and quinidine by a spectrofluorometric method.

Case reports

Case 1-A 69-year-old man with a history of ischaemic heart disease and
myxoedema was admitted in left ventricular failure. He had been taking
daily frusemide 160 mg, digoxin 0-125 mg, potassium supplements, and
thyroxine 0-2 mg. The PDC was 1-1 nmol/l. His electrocardiogram (ECG)
showed controlled atrial flutter-fibrillation. He responded to an increase in
frusemide to 240 mg daily. Previous treatment was continued and on
discharge the PDC was 1-0 nmol/l. Three weeks later he again went into
left ventricular failure and his ECG showed fast atrial flutter-fibrillation.
The PDC was again 1-0 nmol/l. Quinidine sulphate 250 mg 12-hourly was
added to his regimen to control his dysrhythmia. He improved and was
discharged, but was readmitted two weeks later with a five-day history of
severe nausea and vomiting. The ECG showed atrial flutter-fibrillation with
multiple ventricular premature beats. Plasma concentrations of digoxin
and quinidine were 24 nmol/l and 10 yumol/l respectively. Both drugs
were withdrawn and his symptoms resolved. Subsequently he was maintained
on digoxin 0-125 mg daily and the PDC after one week was 0-8 nmol/l.

Case 2-A 74-year-old woman had been admitted with an exacerbation of
chronic obstructive airways disease and cor pulmonale. Her ECG showed
atrial tachycardia with variable block. She was given prednisolone 3 mg,
digoxin 0-125 mg, and frusemide 240 mg daily with potassium supplements.
She developed large-bowel obstruction. Laparotomy revealed perforation
of a sigmoid diverticulum, and a defunctioning transverse colostomy was
performed. Postoperatively it was difficult to control her atrial tachycardia
with digoxin alone although the PDC was 1 9 nmol/l on consecutive days.
Quinidine sulphate 250 mg eight-hourly was added and her ECG reverted
to sinus rhythm, but after five days multiple ventricular extrasystoles were
noted. The plasma concentration of digoxin was 3-7 nmol/I and of quinidine
13-0 ismol/l. Digoxin was withdrawn and the extrasystoles resolved. She was
eventually stabilised on digoxin 0-0625 mg daily and quinidine sulphate
250 mg 12-hourly, resulting in plasma drug concentrations of 1-2 nmol/l
and 12-3 ,umol/l respectively.

Comment

In both cases the PDC rose sharply when quinidine was started.
This caused symptoms and signs of digoxin toxicity which abated
when digoxin was stopped. The conventional doses of quinidine
used resulted in plasma drug concentrations within normal limits.
In neither case could the rise in PDC be attributed to a deterioration
in renal function, nor could other factors, such as compliance, be
implicated. A number of changes in the pharmacokinetics of digoxin,
including a reduction in its volume of distribution in the presence of
quinidine, have recently been noted,4 and it has been shown that the
most important effect of quinidine is to produce a two-fold decrease
in the clearance of digoxin.5 In our cases routine measurement of the
PDC brought this drug interaction to light, the symptoms and signs
of digoxin toxicity correlating well with the plasma drug concentra-
tion. This suggests that measurement of the PDC may be particularly
important when digoxin and quinidine are combined.
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Death after complete detachment
of a Bjork-Shiley prosthetic
mitral valve
Dehiscence of prosthetic heart valves is a recognised complication of
valve replacement,1 2 but total detachment has not been described. We
report a fatal case of complete detachment of a Bjork-Shiley prosthesis
six months after mitral valve replacement.

Case report

A 43-year-old schoolteacher underwent closed valvotomy for tight mitral
stenosis in 1971. Because of increasing exertional dyspnoea, cardiac
catheterisation was performed in October 1976 and showed severe mixed
mitral valve disease. At operation a sclerotic, stenotic, and incompetent
mitral valve was replaced with a Bjork-Shiley 31-mm prosthesis inserted
with continuous 2/0 Polydek sutures. Her recovery was uneventful, routine
bacterial cultures were sterile, and she was discharged 20 days after operation.
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