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example, reflux oesophagitis with or without hiatus hernia,
Meckel's diverticulum, or enteritis due to sensitivity to cows'
milk. Recurrent iron deficiency must not be ascribed to poor
diet alone without excluding other causes even in under-
privileged children. Assessment of iron status may require
measuring iron stores (serum ferritin) and also iron transport
by means such as serum concentrations of iron and iron
binding proteins (total iron binding capacity or transferrin)
and their degree of saturation. The serum iron and trans-
ferrin saturation increase gradually throughout childhood,
while serum transferrin is higher and ferritin lower in normal
children than in adults, the change taking place in late
childhood.0
What needs to be done? Firstly, the size of the problem

should be assessed by community based surveys of children
from various racial, cultural, and social backgrounds. Little
such information seems to be available about children in
Britain in recent years. A nutritional survey of children of
Bangladeshi parents in London showed dietary deficiencies
of vitamin D, energy, and iron.2' Although the amount of
iron present in human milk is small compared with that in
fortified baby milks, its bioavailability is high, and breast
feeding does not cause iron deficiency in the first six months
of life.22 The early introduction of fresh cows' milk into the
infant diet may lead to iron deficiency, possibly because of
loss of red cells from the intestines.23 Whether a nationwide
campaign of extra iron supplementation similar to the recent
British "Stop Rickets Campaign" is desirable or feasible is a
matter for debate, but in my opinion the information which
would justify such action in Britain is not yet available,
although an American programme of dietary aid to needy
families does seem to have reduced the prevalence of iron
deficiency.24
An alternative approach-more in keeping with present

knowledge-would be to test infants aged 9 to 12 months
especially in socially underprivileged areas and to give a
course ofiron treatment to those found to be anaemic. Giving
iron in this way causes few problems25 and is less expensive
and more efficient than investigating all anaemic infants.'9
Doctors in hospital might also give more attention to
detecting and treating mild iron deficiency in children, and

all health professionals working with young children should
give appropriate dietary advice at the time of we'aning. Mild
iron deficiency in children can no longer be ignored. In some
children, it seems, happiness may indeed be iron.
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Claudication
Population studies in countries as diverse as Finland and the
United States have elicited symptoms of claudication in
around 2-2% of men and 1-8% of women.'2 In the United
States the Framingham study showed that the incidence
increased sharply with age up to 75,3 and a study in Basle
reported a prevalence of 10/o over the age of 65.4 Claudica-
tion is the most frequent manifestation of arterial disease for
which patients attend a vascular clinic, yet paradoxically it is
the condition for which they receive the least practical help.
Whether active intervention should be considered depends
on the degree of disability, the social circumstances, and the
level of arterial occlusion.
The most frequent site of occlusion is the femoral artery

beyond the origin of the profunda femoris. For as long as the
profunda, together with its inflow and outflow vessels,

remains free of substantial obstruction the patient may
merely have to moderate his or her walking pace or to pause
for two or thee minutes' rest at 300-metres. Limitations that
are intolerable for a postman or a shepherd may scarcely be
noticed by the average person in modem motorised society.
Furthermore, patients with mild or moderate claudication
due to occlusion of the femoral artery frequendy have
relatively stable symptoms for many years; and if they can
modify their lifestyles and social habits they may experience
spontaneous improvement as collaterals develop.
There are additional reasons why reconstructive surgery-is

seldom recommended for the patient with claudication:
Many patients with claudication have a history ofmyocardial
infarction and angina, which increases the risk ofanaesthesia.
A history ofcerebral ischaemia is less common, but ausculta-
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tion will often elicit a bruit over the carotid arteries. With or
without operation such patients have a five year probability
of death from myocardial infarction or stroke of around
20%.2 356 Whether or not carotid endarterectomy should be
recommended for a patient with an asymptomatic bruit is a
separate issue, but there is a certain logic to the practice
adopted in some centres in the United States of routinely
carrying out "whole body" angiography and of reconstruct-
ing stenosed coronary and carotid arteries before dealing
with the peripheral vessels.
The surgery itself is not entirely trouble free. Femoro-

popliteal bypass carries a mortality of 0-5-3 0%, and the five
year graft occlusion rate is 15-50% depending on the
availability of vein, surgical experience, and selection of
patients."7 At 10 years fewer than half of all vein grafts are
likely to be patent. Indeed, if femoropopliteal reconstruction
is being considered for claudication (and especially a graft to
the popliteal artery above the knee) synthetic material may be
the wiser choice so that the patient still has veins suitable for
later use for coronary bypass or salvage of a limb.
A more active approach may be taken for the minority of

patients with claudication who have their main lesions in the
aorta or the iliac arteries. This is the level at which dilatation
of stenoses by a percutaneous balloon catheter has its best
chance of success." (This method should not be described as
"angioplasty," since it achieves its effect by bursting the
inner layers of the vessel.) Occlusions may be treated by
endarterectomy or more commonly bypassed; the long term
patency rates of these procedures are much better than those
of smaller calibre bypasses. Indeed, in patients with aorto-
iliac occlusion the decision to recommend surgery is deter-
mined less by the degree of disability and more by the
patient's fitness for major abdominal surgery.

Decisions may be difficult when there are stenoses or
occlusions in both the aortoiliac and femorodistal segments.
Symptoms are likely to be severe, so that surgery seems more
necessary. But the patient with such widespread disease is
likely to be older, to have a greater probability of being
diabetic, and to be at greater operative risk, particularly from
coronary artery disease.'"1' The difficulty commonly lies in
deciding which lesion is the most in need of correction.
Reconstruction at one level may be doomed to failure if there
is a haemodynamically significant lesion at the other. Simul-
taneous aortoiliac and femorodistal reconstruction is a big,
time consuming operation. The pros and cons of "two tier"
reconstruction are matters of lively debate among vascular
surgeons, and fine judgment is required on behalf of each
individual patient.
What can we do to help most patients-who either are not

sufficiently disabled for surgery or are unfit for it? Vaso-
dilator drugs offer no benefits in theory or in practice.'213
Drugs with more complex actions may offer marginal
benefits. Naftidrofuryl, a vasodilator which also enhances
tissue oxygen potential, has not been shown to have any
haemodynamic effect'4 but has been reported to give sympto-
matic improvement in patients over 60.15 Oxpentifylline-a
drug which improves erythrocyte deformability, enhances
fibrinolysis, and inhibits platelet adhesiveness-has been
shown to increase treadmill walking distances.'6 Treatment
with one of these agents may, therefore, merit a limited trial
of, say, two to three months in selected patients with severe
symptoms.

Neither surgery nor drug treatment should be contem-
plated in the patient with claudication until the important
aetiological factors have been corrected-so far as possible.
Diabetes, cigarette smoking, and hypertension have been

shown in the Framingham study to be powerful risk factors,
while raised serum cholesterol concentrations and increased
packed cell volume were weak risk factors.3 Smoking is the
biggest single risk factor which influences amputation rates. 7
The benefits of stopping smoking are strikingly obvious to

those who run vascular clinics. Patients with claudication
report considerable improvement, sometimes surprisingly
quickly. Since smoking jeopardises graft patency5 18 many
surgeons offer patients an operation on condition that they
give up smoking-and commonly they find that the ensuing
improvement has made surgery unnecessary. Measurements
of ankle pressures with Doppler ultrasound and treadmill
exercise tolerance have been observed to improve in patients
who give up smoking.'9

Should we also advise our patients to take extra exercise?
The answer appears to be emphatically yes. Studies on the
effects of daily muscular exercise have shown that average
waLking distances are doubled in the first three months."024
That the benefit may be sustained some time after a formal
programme of supervised exercise is suggested by the work
of Clifford et al, who documented an 80% improvement in
walking distance in 18 out of20 patients assessed six months
after completion of their programme.25 These symptomatic
improvements occur without corresponding improvement in
haemodynamic measurements such as calf muscle blood
flow2n or ankle pressures measured by Doppler ultrasound.25

Perhaps the most important thing that the patient with
claudication needs from his doctor is reassurance. Many fear
that they are heading for an amputation. For most-and
particularly those who stop smoking-this is not true.
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