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ted' 8 that the mortality rate from the IUD is between one
and ten deaths per million woman years, while with oral con-
traceptives it is 22 to 45 per million woman years. Admission
rates to hospital with IUDs are similar to those with oral
contraceptives-0-3 to 10 per hundred woman years of use.
For each potential IUD user, the risks and benefits of the
method must be balanced against those of the alternatives
and of pregnancy. As the hazards of combined oral contracep-
tives increase with advancing age'4-16 IUDs may be preferable
for older women. In contrast, the risk of subsequent infertility
indicates extra care in recommending the method for younger
women oflow or zero parity-and extra vigour in the treatment
of actual infection.
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Primary pulmonary
hypertension
Pulmonary hypertension is a common complication of diseases
of the heart or lungs, being either of postcapillary origin and
complicating mitral valve disease, left ventricular failure, or
rarely pulmonary veno-occlusive diseasel or precapillary in
origin as in hypoxic lung disease, thromboembolism, chronic
altitude hypoxia, or congenital septal defects with the Eisen-
menger reaction. In a small group of patients (who are usually
young women, though some children are affected) pulmonary
hypertension arises with no demonstrable cause. The nature
of this idiopathic or primary pulmonary hypertension remains
an enigma.2-6

Pulmonary hypertension may result from thromboem-
bolism,7 and the diagnosis of silent thromboembolism affecting
the smaller vessels can, indeed, be very difficult in life, while
assessing its causative role at necropsy can be equally perplex-
ing. Goodwin et a18 reported eight cases of pulmonary hyper-
tension with no clinical evidence of thromboembolism, but
three of the four cases examined post mortem had thrombi
in the smaller arteries. However, in 23 cases of pulmonary
hypertension reported by Walcott et a!5 only 10 showed
evidence ofthromboembolic changes, and this they considered
a complicating rather than an initiating feature. Morphological

studies in 156 cases with a clinical diagnosis of primary pul-
monary hypertension showed no evidence ofthromboembolism
in over 70%.6 The pathological changes were identical to
those found in cases of congenital heart disease complicated
by pulmonary hypertension, with medial hypertrophy and
laminar intimal arteriolar fibrosis suggesting a vasoconstrictive
aetiology. Anderson et a19 showed a reduction in the total
number ofsmall non-muscular arteries, with intimal thickening
and loss of luminal area in those that remained.
About one-third of cases ofprimary pulmonary hypertension

are associated with Raynaud's disease, scleroderma, or another
"collagen" disease, which might suggest that immunological
factors may play a part. Drugs have also been implicated as a
cause, the increase in pulmonary hypertension in Europe in
the period 1968-70 being closely related to the introduction of
the anorectic agent aminorex fumarate.10 Recently Kleiger
et all' reported six patients with severe pulmonary hyper-
tension who had taken oral contraceptives. Three of the cases
had predisposing factors: one had mild pulmonary hyper-
tension since the closure of a ductus arteriosus, one -had
systemic lupus erythematosus, and a third had a family
history of primary pulmonary hypertension. In the other
three cases there was no history of findings suggestive of a
predisposing cause. Oakley and Somer-ville'2 have previously
reported three patients with congenital heart disease and left-
to-right shunts in whom shunt reversal and severe pulmonary
hypertension developed within six months to two years of the
start of oral contraception. Walcott et al5 also noted the adverse
effect of pregnancy on pulmonary hypertension. In some cases
at least it seems that female reproductive steroids may trigger
off a progressive vascular response, particularly where there is
a predisposing lesion.
The clinical teatures are ot- ilncreasing dyspnoea, ankle

swelling, and sometimes syncopal attacks. Some patients
complain of a dull retrosternal chest pain on exercise. About
one-third of patients give a history of Raynaud's disease or of
arthritis. The most constant physical finding is of increased
intensity of the pulmonary component of the second heart
sound, which is often palpable. Systolic murmurs are common-
ly heard, and in patients with severe pulmonary hypertension
a pulmonary diastolic murmur may develop. Signs of right
heart failure may be prominent. The electrocardiogram shows
right axis deviation and right ventricular hypertrophy, while
the chest radiograph may only show prominence of the main
pulmonary artery segment. Cardiac catheterisation confirms
the presence of pulmonary hypertension, but the pulmonary
arterial wedge pressure is normal.5
The clinical course is progressive and usually fatal in two

to eight years. A few patients live longer, and Wagenvoort and
Wagenvoort6 reported four out of 110 patients in whom symp-
toms had been present and between 20-29 years before death;
but regression of the disease has not been recorded. A faint
glimmer of hope is therefore raised by the report by Bourdillon
and Oakley'3 of a 10-year-old girl who presented with fainting
attacks and was found to have primary pulmonary hyperten-
sion. There seemed to be progressive deterioration until 16
years of age, when she began to feel better and the signs of
severe pulmonary hypertension began to regress. By the age
of 19 she had become virtually asymptomatic and led a normal
active life; her mean pulmonary arterial pressure, which had
been 80 mm Hg at age 11, had by then fallen to 24 mm Hg.

Unfortunately there seems to be no ready explanation for
this regression. The girl was given anticoagulants in the belief
that they would prevent secondary pulmonary arterial throm-
bosis as a complication of the disease. However, anticoagulants
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did not appear to alter the natural history of the disease in
others,5 and their therapeutic value remains uncertain. Un-
certainty about aetiology has limited therapy to symptomatic
relief. It does seem clear, however, that oral contraceptives
are contraindicated in women in whom established risk
factors predispose them to develop primary pulmonary
hypertension.

'Thadani, U, et al, Quarterly Journal of Medicine, 1975, 173, 133.
2 Evans, W, Short, D S, and Bedford, D E, British HeartJournal, 1957, 19,

93.
3Shane, S J, et al, Canadian Medical Association Journal, 1964, 91, 145.
4 Wade, G, and Ball, J, Quarterly Journal of Medicine, 1957, 26, 83.
5 Walcott, G, Burchell, H B, and Brown, A L, Jr, American Journal of

Medicine, 1970, 49, 70.
6 Wagenvoort, C A, and Wagenvoort, N, Circulation, 1970, 42, 1163.
7 Dresdale, D T, Schultz, M, and Michtom, R J, American Journal of

Medicine, 1951, 11, 686.
8 Goodwin, J F, Harrison, C V, and Wilcken, D E L, British Medical

Journal, 1963, 1, 701.
9 Anderson, E G, Simon, G, and Reid, L, Journal of Pathology, 1973, 110,

273.
1 Follath, F, Burkart, F, and Schweizer, W, British Medical3Journal, 1971,

1,265.
1 Kleiger, R E, et al, Chest, 1976, 69, 143.
12 Oakley, C, and Somerville, J, Lancet, 1968, 1, 890.
13 Bourdillon, P D V, and Oakley, C M, British Heart_Journal, 1976, 38, 264.

Dupuytren's contracture
Since 1832 when Dupuytren1 became associated with this
"mysterious disease" and laid down the principles of surgical
management, it has been the subject of prolonged clinical
debate and interest. Yet no real progress has been made
in finding the cause of this thickening of the palmar
fascia. Marc Iselin2 pointed out that the evolution of the
disease was totally unpredictable (though the presence of
knuckle pads is constantly- associated with a poor prognosis)
and wondered why an essentially benign lesion had the capa-
city to "invade" surrounding structures, making surgical
excision all the more difficult.

Essentially Dupuytren's contracture is a European disease,
and population studies3 4 show that there is a 20-25%,o incidence
in 65-year-old men, rising to a 70%/' incidence in men of the
same age with a family history-hence the genetic influence is
strong. Other factors associated with it are epilepsy and chronic
alcoholism, but trauma probably plays little part in its
aetiology.5
When actual contracture occurs it may do so quite rapidly,

and since the process is essentially painless the patient usually
presents because the fingers are "getting in the way." From
this stage the management of Dupuytren's contracture is
largely surgical, though injecting triamcinolone into the
palmar nodules will sometimes prevent contracture, and studies
with enzyme fasciotomy are being evaluated.6
The successful surgical treatment of Dupuytren's con-

tracture demands a full knowledge of the anatomy of the
palmar fascia,7 and in particular the relation of the neuro-
vascular bundles of the fingers to the digital bands of fascia.
Dupuytren's surgical principles emphasised transverse skin
crease incisions; division of the fascial bands responsible for
the contracture; and the need to leave the wound open and to
allow it to heal by granulation with the hand splinted in
extension. All these principles have been subsequently
challenged, save for the necessity to splint the hand in ex-
tension. Sir Archibald McIndoe emphasised the need for a
radical excision of the palmar fascia,8 but postoperative com-

plications and the sheer difficulty of radical excision of the
fascia allowed the concept of limited palmar fasciectomy
(excision of the diseased fascia) to gain acceptance. Howard9
reported percutaneous tenotomy of the contracted bands of
fascia in older patients, while Gonzalez'0 argued that
Dupuytren's contracture in the finger should be treated like
any other scar contracture, advocating transverse division of
the bands and a full thickness skin graft to replace the defect
in the skin caused by extension of the finger. Rodrigo et all
compared the results of palmar fasciotomy and fascial excision
and concluded that palmar fasciotomy had a definite place in
the management of Dupuytren's contracture.

Patients should be chosen for surgical treatment on an
individual basis, but in general it seems unwise to recommend
operation for palmar nodules without contracture. The age of
the patient and other factors such as alcoholism and "fleshy
vasomotor hands" will also influence selection. Fasciotomy
(with or without skin grafting) is best reserved for severely
contracted bands in the palm or the fingers of old, debilitated
patients, given that there will be a slowly progressive recur-
rence of the contracture. Probably other patients are best
treated by limited or partial fascial excision, the details of the
technique chosen depending on the individual patient's
contracture.
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How many antibiotics?
How many antibiotics are there for treating bacterial infec-
tions ? The tally should exclude griseofulvin and the polyenes,
used only for fungal infections, and the whole range of
synthetic antibacterials. Those accustomed to prescribe tetra-
cycline or ampicillin for most purposes may be surprised to
hear that Finland and his colleagues,' restudying the suscepti-
bility ofhaemolytic streptococci to antibiotics, thought it worth
while to test 63. Even so, their list left out quite a number in
regular clinical use in some parts of the world. Of the 16
penicillins tested, most were familiar, but two were experi-
mental products denoted only by numbers and two more were
rarities in Britain-epicillin and cyclacillin. Flucloxacillin was
missing, as was the Swedish azidocillin and the esters of
ampicillin (talampicillin and two others) and of carbenicillin,
since these have no antibacterial action as such. The
original benzyl penicillin, with a median minimum
inhibitory concentration of only 0-005 ,tg/ml, remained the
most active of all; we should be thankful that the susceptibility
of these streptococci to penicillin has remained unchanged for
over 30 years. Indeed, the main conclusion from this extensive
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