
within 24 hours after the onset of continuous chest pain are
given thrombolytic treatment. Patients with ST depression or
deep T wave inversion are at first treated for unstable angina
with heparin, aspirin, nitrates, and ri blockers. If chest pain
persists after two hours and electrocardiographic changes
show no tendency to resolve myocardial infarction is assumed
and streptokinase infusion started. Early resolution of electro-
cardiographic changes, on the other hand, is taken to indicate
reversible ischaemia requiring no additional treatment. No
patient with a normal electrocardiogram receives thrombo-
lytic treatment.
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Flat feet in children

Accurate diagnosis is the key

Problems with children's feet illustrate several important
general principles: that there is a wide range of normal in the
developing child; that variations in shape are often transient
and will correct with growth; that "flat feet" describes a
deformity and is not necessarily a diagnosis; and that symp-
toms from the feet may indicate a more proximal disorder.
The shape of the foot depends on normal tarsal bones,

normal articulation and ligamentous support between the
tarsal bones, normal neuromuscular function, and, finally, a
normal weight distribution from above-that is, a normally
aligned leg. This is a lot of normals, each of which may be late
to develop, and apparent foot abnormalities such as flat feet
may occur at any time during growth.
At birth most infants' feet are in varying degrees of

equinus, adduction, and inversion with an accentuated fat
pad. On first standing, the child will usually adopt a wide
stance and the flexible feet are forced into a pronated and
everted position- they look like flat feet.' With growth and
development all those apparently abnormal factors that
contributed to the formation of the flat foot are slowly and
relentlessly corrected. By the age of 10 or so the tarsal bones
have ossified and hardened, the ligamentous laxity of early
childhood has resolved, the neuromuscular system has
developed a fine motor control, and the normal leg alignment
now provides for a normal load distribution from above,
which leads to the feet adopting a normal shape.

Morley confirmed this natural resolution in his study of the
natural course of footprints in children aged between 2 and

10.2 He found that 97% of feet in children aged 2 were flat-
but only 4% persisted at age 10. Painless and mobile flat feet in
an otherwise normal young child do not require any treatment.
Orthoses will not alter the natural correction -though some-
times heel cups and even special shoes are required to reassure
parents. Some flat feet do persist, and usually a family history
will be obtainable. Treatment will make no difference in these
cases either.

Sometimes a child will have mobile flat feet that are painful,
either locally within the foot or more proximally in the calf.
Both types of pain are usually associated with activity, with
the cramp in the calf often appearing at night some hours after
the activity. Heel cups and moulded inserts will help to relieve
symptoms. Even if the feet are persistently painful this is
rarely severe enough to warrant surgery.

Flat feet may sometimes be secondary to a congenital or
acquired condition that affects one or more of the main
constituents of the normally functioning foot. When examin-
ing the foot, therefore, as well as looking for local abnormalities
the clinician should. be alert to changes in the shape or form of
the foot that may point to disorders elsewhere. Many of the
problems affecting the foot are difficult to diagnose at birth,
but the abnormalities become apparent when the child starts
to walk and deformity usually becomes more apparent with
growth. By contrast, skeletal dysplasias or acquired problems
such as cerebral palsy or meningomyelocoele can and should
be diagnosed at birth. In such cases the foot should be looked
at in the context of the overall management of the particular
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condition -for when treating some of these generalised
conditions the foot is often forgotten and neglected and the
opportunity to prevent deformity may be missed. Though
serious neurological disorders are usually obvious, the
development offlat feet may be the first and only manifestation
of mild cerebral palsy. Tight heel cords may lead to eversion
of the hind foot in an attempt to compensate for the contracted
tendoachilles. This can happen at any age but often occurs
during a growth spurt, and the child may be as old as 10 before
symptoms occur.

Congenital bone deformities causing flat feet are rare; the
feet are usually rigid, such that the deformity cannot be
corrected easily by gentle manipulation and may be painful.
Early diagnosis is mandatory to prevent secondary changes in
other associated tarsal joints.
When there is a recognised cause for symptomatic flat feet

the appropriate surgical procedures include lengthening the
tendoachilles, reduction of the talonavicular and talocalcaneal
subluxations in vertical talus, excision of a tarsal coalition,
and excision of the accessory navicular. These procedures can
relieve the symptoms successfully and lead to restoration of a
normal functioning foot. By contrast, when the flat foot is
painful and mobile without a recognised primary lesion
surgery has had a chequered history, and few procedures have

stood the test of time. Certain guidelines have been laid down
and help to emphasise the need for the surgeon to make a
careful assessment of both the feet and the patient.3 Firstly, do
not operate for cosmetic reasons but only when there is
considerable pain; secondly, the patient must be made aware
of the consequent loss of movement and its implications; and,
thirdly, most successful arthrodeses are of the subtalar joint
either alone or in combination. Extra-articular procedures,
such as osteotomy of the os calcis, have the advantage of
correcting the flat foot deformity while maintaining joint
function and not affecting growth in the child. These
procedures enjoy a higher success rate in the longer term.4
Numerous other procedures have been described -but in the
main they should be dismissed or even condemned.5
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Forensic pathology: a blinkered report

Britain needs medicolegal institutes along European lines

The state of forensic pathology in Britain has been a matter of
concern for some time.' 2 The fact that many of the forensic
pathologists ofEngland and Wales are about to retire, some of
them not to be replaced, prompted the Home Office to
establish a working party to review the organisation and
funding of the service. Five years later the working party has
produced 25 pages of text and recommendations,3 which may
well please the police, the government (which has accepted
the recommendations), and some forensic pathologists but
which fail to tackle the main problems.

Forensic pathology has been provided haphazardly ever
since 1944, when the Home Office started to provide coroners
and provincial police forces with a "list" of pathologists
qualified to deal with suspicious deaths. Of the 45 path-
ologists now on the list, 22 work in the NHS, 12 in London
medical schools, 10 in provincial medical schools, and one in
independent practice. The annual cost of the service has been
estimated at Elm (since acknowledged to be an under-
estimate), of which only a small part is paid by the Home
Office and police. Most of the cost is borne by the universities,
the NHS, and the pathologists themselves. The fees paid to
pathologists for Home Office work are inadequate given its
unpleasant nature and unsocial hours and compare unfavour-
ably with those paid for routine coroner's necropsies. In
London, moreover, forensic work for the police is done free,
mainly by the staff of four medical schools, much of the rest of
whose time is taken up with carrying out routine coroner's
necropsies to provide money to finance their departments-
which would otherwise close. Indeed, some pathologists,
including three professors, have been told by their univer-
sities that they will not be replaced when they retire. In short,
as the working party puts it, "The forensic pathology service
of England and Wales consists of a group of independent

medical practitioners who, pro bono publico, are willing to
put their considerable expertise at the disposal of the police
and the courts."
The time taken by the working party to produce its report

raised hopes that it would propose some radical solutions.
Instead, its proposals are based on the belief "that it would be
wrong to change the basic structure of our present service
whereby highly skilled individuals support the police . . .

but retain their professional independence . . . whether as
academics or as hospital consultants." What is proposed
therefore is a package of measures designed to shore up the
existing arrangements, even though, as the working party
correctly points out, these "cannot be relied upon to continue
to meet the needs of the police in the 1990s and beyond." A
police advisory board for forensic pathology will advise the
Home Office on all matters relating to forensic pathology and
issue guidance to the police; the Home Office "list" is to be
used for accreditation; the police in London will start to pay
for their forensic pathology; fees are to be increased; the
Home Office will fund senior lectureships in university
departments, including the full costs of training two or three
new forensic specialists each year; and some of the police's
research and development funds are to be directed towards
forensic pathology and related specialist disciplines.
The report makes no mention of the fact that Britain is

almost unique in Europe in isolating forensic pathology from
the rest of forensic science. It notes that toxicology, bio-
chemistry, and analysis of weapons material have all become
disciplines in their own right, so that "legal medicine now
depends more than ever upon the close co-operation of
experts in medicine and science." Yet it does not even
mention the European medicolegal institutes, most of which
provide a comprehensive forensic science service, including
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