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Mitral stenosis: the picture changes

Those who recall the clinical picture of mitral stenosis in the
early postwar years, with bedridden patients, mitral facies,
right ventricular failure, and mercury injections, have a double
cause for satisfaction at the course of medical history in the
past 40 years. The scene has changed for two reasons:
firstly, the striking fall in the incidence of rheumatic fever in
affluent communities (though unfortunately not in the develop-
ing ones)' and, secondly, the effectiveness of surgical relief of
the valve obstruction.
The remarkable decline in rheumatic fever has been attribu-

ted to improvement in social conditions-and perhaps in part
also to a change in the prevalence or virulence of the a haemo-
lytic streptococcus, which may have become less "rheumato-
genic."2 A study from Sweden 10 years ago remarked on the
rapid decrease of the incidence of both acute rheumatic fever
and rheumatic heart disease.3 The incidence of rheumatic
fever in 1977-81 in an urban area of Tennessee reached an
"unprecedented low," with an overall incidence of cases of
0-64/100 000 population a year.4

In Britain the astonishing decline has been charted by
Ansell by the fall in the number of cases of acute rheumatic
fever admitted to the juvenile rheumatism unit at the Canadian
Red Cross Memorial Hospital at Taplow.5 When the unit
opened in 1947 its 100 beds were full of children with first or
recurrent attacks of rheumatic fever, often with carditis, yet
in 1978 only a solitary child with non-carditic rheumatic fever
was admitted. Nowadays paediatricians, rheumatologists, and
cardiologists will seldom see the condition, and general
physicians and practitioners perhaps not at all. The differential
diagnosis, often far from simple,6 still rests on the Jones
criteria,7 which require a preceding streptococcal infection and
raised antistreptolysin 0 titre with appropriate major or minor
clinical manifestations. The standard recommendations for
treatment of the current attack and for long term prophylaxis
still hold good, but how often now do we prescribe such treat-
ment or see a patient still having long term antibiotics ?8

It is therefore no surprise that mitral stenosis, the most
common long term cardiac sequel of the acute rheumatic
process-and the lesion which, apart from a few congenital
cases, only the rheumatic process can engender-is becoming
far less prevalent. The same applies to rheumatic mitral
regurgitation, which is no longer the most common reason for
replacing a purely incompetent mitral valve,9 and to aortic
stenosis, of which rheumatic fever is now a rare cause.10
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Reviews of the clinical course of mitral stenosis 12 describe
the extended and usually inexorable course of the disease,
the dismal prognosis without surgery being shown by the
observation that out of 271 patients coming under medical
care between 1933 and 1949, over four fifths had died by 1959
and most ofthe survivors had evidence ofprogressive disease.12

Ever since the earliest attempts at valvotomy in the 1920s
the ideal has been to relieve the stenosis without causing
incompetence, in such a way that an adequate aperture is
obtained." 14 The normal circumference of the mitral ring
is 10 cm, with an aperture of 3 cm2; a tight stenosis will have
an aperture of 1 cm2 or less. The valve should be left with
mobility restored to its cusps so that refusion of the commis-
sures will not occur. The clinical course of the disease is for
progressive stenosis to develop years after the acute in-
flammatory changes and restenosis to develop after commis-
surotomy, both being due to altered patterns of flow which
cause fibrosis and ultimate calcification. The process is similar
to that which eventually causes stenosis in a congenitally
bicuspid aortic valve.
The early attempts at valvotomy in the 1920s were followed

by a long hiatus before the operation became established in the
late 1940s. The transatrial finger fracture phase was sum-
marised by Holmes Sellors and colleagues in 1953, the operative
mortality in those early years being remarkably low at 3%
in 150 patients.15 The next step was the introduction of trans-
ventricular dilatation, which has remained a standard proce-
dure since.'617 When mitral valve replacement under extra-
corporeal circulation was introduced the exposure of the
stenosed valve offered the surgeon the chance of conserving it
by a commissurotomy under direct vision.18 The choice thus
came to lie between a closed and an open operation with the
additional option of a closed operation "with the pump stand-
ing by." In 1973 Ellis and colleagues reported 1000 closed
valvotomies, which they still regarded as the correct procedure
for patients without regurgitation, calcium, or other valve
lesions'9; and in 1979 Belcher, reviewing 281 patients with
second and 53 with third closed valvotomies, affirmed that the
closed operation remained the procedure of choice even after
restenosis.20
The options continue today, though with increasing recogni-

tion that the indications for closed valvotomy are diminishing
-or in well equipped cardiac centres have become extinct.
Opinion, especially in the United States, has swung heavily in
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favour of the open operation,21- though with the admission
that in developing countries (where mitral stenosis remains
common and facilities are limited) the cheapness and simplicity
of the closed procedure still justify its use for a mobile valve in
young patients.25 26 Yet experience in Teheran on the outcome
of closed or open operation in 39 children points to improved
results with the open approach.27 There is in addition increas-
ing advocacy of earlier operation in symptomless patients with
valve areas that would not be regarded as critical to arrest the
process of progressive fibrosis and delay or possibly avoid the
need for later valve replacement.21 23 24

In Britain closed valvotomy has remained an acceptable form
of palliative treatment for stenosis with mobile cusps as indica-
ted by a loud mitral closure sound and a good opening snap.
A recent report from two London hospitals now points to the
demise ofthis method, describing the results ofopen valvotomy
performed in the years 1968 to 1980 in 157 patients with mitral
disease and dominant stenosis.28 In that series there was only
one death within one month of operation. The authors do not
state in how many patients they have employed closed valvo-
tomy but comment that when using a Tubbs dilator they have
found that only one commissure is adequately split. In com-
mon with numerous earlier reports they emphasise that open
operation permits the safe removal of left atrial thrombus,
decalcification of the valve, separation of fused chordae ten-
dineae, and functional assessment of mitral incompetence by
injecting saline into the left ventricular cavity. Some 124
patients were followed up for one to 14 years (mean 7 5) with
seven deaths and eight valve replacements. Actuarial curves
predict a 10 year survival of 900, and the estimated restenosis
rate was 16% at 10 years.29

In the next decade in Britain medical students and doctors
will see ever fewer new patients with mitral stenosis. If current
trends continue, those diagnosed will be operated on early in
the presymptomatic phase of the disease, in a way parallel to
the prophylactic closure of an atrial septal defect or patent
ductus: they will have open operations which in most cases
will preserve the valve. Closed valvotomy will vanish from the
operating list, though it will linger nostalgically in the minds of
the senior thoracic surgeons who made such fine use of it in its
heyday-and it will continue in use in Third World countries
provided that surgeons are available who are trained in the
technique.30
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Pain and diabetic
neuropathy
Neuropathies in diabetes occur either as symmetrical sensory
polyneuropathy affecting chiefly the feet and legs or as mono-
neuropathies of individual nerves or nerve roots. Pain may
develop in both forms of neuropathy, either affecting the feet
symmetrically or, in the mononeuropathies, causing pain in the
thighs from femoral neuropathy (amyotrophy) or root pains,
chiefly of the trunk.1 2 (Painful paraesthesiae in the hands are
more commonly due to the carpal tunnel syndrome, to which
diabetics are prone.) The good prognosis for the pain and
debility of femoral neuropathy has been well documented,3
but the painful neuropathy affecting the feet is not so well
understood.
We do not know the exact prevalence of painful sensations

in the feet in patients with diabetic neuropathy, but commonly
they complain of paraesthesiae and perhaps a burning sensa-
tion. The symptoms need not cause too much distress but
they may take the form of unremitting pain which persists
day and night and causes insomnia and depression. Patients
complain that their feet feel swollen, noting particularly an
intense discomfort on contact with clothing and bedclothes.
The distress is made worse by severe searing pains, which
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