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Anticoagulants in Mitral Valve Disease

Systemic embolism, the most dangerous complication of
mitral valve disease, is largely preventable but remains far
too common. It is as common in mitral regurgitation1 as in
mitral stenosis and may be the first symptom in a patient
previously free from disability.2 3 As many as three-quarters
of symptom-producing emboli in mitral valve disease are
cerebral.45 Anticoagulant treatmenit is usually given to
patients who have survived an embolus and to those with
atrial fibrillation or appreciable mitral stenosis, but if anti-
coagulants are effective and safe their use should also be
considered in patients whose risk of embolism is less.
To try to find out the efficacy and safety of anticoagulant

treatment, H. A. Fleming and S. M. Bailey6 recently carried
out a retrospective study of 500 patients with mitral valve
disease followed up for nearly a decade in East Anglia.
Notable features of their report are that in a general in-
cidence of embolism of 35% there was an incidence of
11% among patients in sinus rhythm, and that 31 first
emboli occurred in patients who were under the age of
40. Patients whose mitral valve lesions were haemodynami-
cally mild were not exempt from risk, since 10 with recur-
rent emboli had slight or even trivial lesions. W. Somerville
and R. J. Chambers7 suggested that the risk of embolism
could be directly related to the size of the left atrial append-
age, but this observation was not verified by N. Coulshed
and colleagues' or by Fleming and Bailey.

In examining the efficacy of anticoagulants in the pre-
vention of embolism Fleming and Bailey looked at 217
patients who had been treated medically and given long-
term anticoagulant therapy. Only five had had embolism,
an incidence of 0-8% per patient treatment year. This
compares well with the 3-7% per patient year in 166 un-
treated patients with mitral stenosis quoted by Coulshed'
and of 8% in P. Szekely's8 series of 754 patients. The
complication rate for anticoagulant treatment was 2-3%
per patient treatment year, but the complications were vir-
tually confined to patients treated at one centre, and this
emphasizes the need for well organized rather than casual
anticoagulant control.
Most cardiac surgical centres now accept that closed

mitral valvotomy is better performed under anticoagulant
cover. The one exception is for mitral valvotomy in preg-
nancy, when anticoagulants may damage the fetus9 and the
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risk of embolism is minimal. Considerable protection from
both systemic and pulmonary embolism is conferred by anti-
coagulants during mitral valvotomy,'0 but it is doubtful
whether there is need to continue them afterwards. Success-
ful mitral valvotomy is said to lessen the risk of further
embolism," 12 but Szekely8 found that mitral valvotomy
did not eliminate and questionably reduced the incidence
of embolism, and D. Lillicrap and A. Piesowicz'3
suggested that embolism was not a reason in itself for
mitral valvotomy. Coulshed and his colleagues' could not
relate a reduced risk of embolism after mitral valvotomy
in their series to the adequacy of the valvotomy or to re-
moval of the atrial appendage, and they suggest that mi,tral
valvotomy may have no influence on the incidence of emboli.
W. Cleland and colleagues'4 believe systemic embolism is
an indication for valvotomy, provided the valve is suitable
for it, but they do not mention the continuation of anti-
coagulants after operation.

Clearly there is a greater role for long-term anticoagulant
treatment in mitral valve disease. Fleming and Bailey sug-
gest that young patients, those in sinus rhythm, and those
with a small left atrium should now be treated, and their
study suggests that cases with minimal signs are the only
ones in which anticoagulants may safely be omitted. We
must also conclude that patients who have had a successful
mitral valvotomy should be maintained on long-term anti-
coagulant treatment. Obviously, with uncooperative patients
or when adequate laboratory facilities are unavailable the
treatment may not only be ineffectual but dangerous.
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