
exercise must-probably for ever-remain controversial.'9
But this is a sterile debate: who would deny that stopping
smoking, taking more exercise, controlling high blood pres-
sure, and having nutritional counselling to reduce excess body
weight and needlessly high cholesterol concentrations are
reasonable strategies in pursuing a healthier lifestyle?
What of those who already have evidence of coronary heart

disease? Aspirin, thrombolysis, 3 blockers, angiotensin con-
verting enzyme inhibitors, risk stratification by cardiological
investigation, revascularisation by surgery or angioplasty,
and transplantation are some of the factors that have
generated justifiable optimism in cardiology during the past
decade.20 Yet with resources scarce and under pressure there
can be no complacency about the monumental problem of
managing coronary heart disease not just in Scotland but
world wide. The cost ofthese techniques and treatments is the
greatest stimulus to invest more modest resources in a
healthier future. Without doubt, preventive strategies must
be strengthened for those already known to have coronary
heart disease, with the aim of preventing the progression of
atheroma or even inducing regression,2 22 especially since the
results of trials of secondary prevention have been
encouraging."2-25
And primary prevention? We have to acknowledge that the

major risk factors and socioeconomic influences explain only
part of the overall prevalence of coronary heart disease; other
possible mechanisms include climate, latitude, stress, water
softness, and viruses.26 27 But even if half of all coronary heart
disease is not explicable on the basis of current knowledge the
other half leaves plenty of scope for action. Thanks to projects
such as the Scottish heart health study and the Scottish
MONICA study28 we have more information on risk factors
and the prevalence of coronary heart disease than anywhere
else in the United Kingdom. Yet Scotland is the only country
within the United Kingdom that has no national programme
aimed specifically at coronary heart disease. The priority that
coronary heart disease deserves in Scotland has already been
recognised in several local initiatives such as "Good Hearted
Glasgow" in its programme of public education and
individual counselling. In a population with high cholesterol
values nutritional change is the key,29 while the contribution of
lipid lowering drugs will become clearer as the results of
prevention studies become available.
A holistic approach, as envisaged by the Scottish Health

Education Group, has advantages over one that is disease
specific.30 Firstly, it addresses other common preventable
diseases whose risk factors or markers overlap with those for
coronary heart disease. Secondly, it does address the risk
factors, albeit indirectly; and, thirdly, it should be supported
by those who remain sceptical about the results of trials of risk
factor modification in coronary heart disease but who never-
theless accept that their control is in line with the promotion
of a healthy lifestyle.
What is required now is a much more vigorous and

committed effort in health promotion that recognises the
priority of coronary heart disease in Scotland. This popula-
tion approach should be complemented by a programme to
detect and manage people at high risk-justified by the
dramatic reduction in risk that can be achieved by simul-
taneous attention to nutritional counselling and cigarette
smoking on an individual basis.'73' The complexities of the
direct association between ill health and poor social circum-
stances should be seen as a challenge, not a deterrent, to
everyone concerned in health promotion.32

Finally, any serious commitment to the problem of
coronary heart disease in Scotland requires adequate funding.
The results of the Scottish heart health study have shown
where extra resources might be needed most. Scotland needs

the diversion of a fraction of that fervour so evident in the
sporting arenas of the world towards creating a healthier
national lifestyle. Winning the international league cham-
pionships for coronary heart disease year after year is
becoming boring; this is one title the Scots can afford to lose.

HENRY J DARGIE
Consultant Cardiologist,
Western Infirmary,
Glasgow GIl 6NT
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Osteoarthritis

Diagnosis is not as simple as it seems

Osteoarthritis costs Britain millions of pounds annually. It is
the most common of the rheumatic diseases, results in many
days lost from work, puts more on the national drug bill than
does any other arthritic disease, and is the most frequent
reason for arthroplasty. It is second only to cardiovascular

1476 BMJ VOLUME 299 16 DECEMBER 1989

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

M
J: first published as 10.1136/bm

j.299.6714.1476 on 16 D
ecem

ber 1989. D
ow

nloaded from
 

http://www.bmj.com/


disease in producing severe disability, and it affects about
10% of the population over the age of 60.'
For all these reasons it should have provoked a wealth of

research, and at long last it is doing So.2 3As a topic it is fraught
with difficulties. Even the simple question, "What do we
mean by osteoarthritis?" remains unanswered. Recently the
American Rheumatism Association published a set of criteria
for reporting osteoarthritis of the knee' and in a preliminary
way of the hip and the hand.' Features said to have the most
discriminatory power included age over 50, crepitus, bony
enlargement, morning stiffness of less than 30 minutes, and
osteophytosis-the only radiographic predictor.
The shortcomings of the study have been reviewed by

McAlindon and Dieppe.6 The controls were not matched for
age or sex, were younger than the patients with osteoarthritis,
and included many patients with rheumatoid arthritis. This
may be the reason why age and osteophytosis appeared to be
important discriminators and narrowing of the joint space was
not.

There are good reasons for believing that osteophytes are an
independent, age related variable.7 In some groups, such as
professional footballers, traction osteophytes may occur as a
physiological response rather than a degenerative process.8
The prevalence of features such as crepitus in the population
is unknown. Features that seemed to be important in the
recognition of osteoarthritis were largely subjective and have
not been validated.

In epidemiological studies based on radiology the correla-
tion between radiographic changes and symptoms is poor-
apart from in the hip.9 Moreover, the distinction between
primary osteoarthritis and conditions predisposing to secon-
dary osteoarthritis is by no means firm. There are many
clinical variants, such as primary generalised osteoarthritis,
erosive inflammatory osteoarthritis, diffuse idiopathic
skeletal hyperostosis, and chondromalacia patellae. '0 ' Nor is
it always clear which changes are primary and which are
secondary. The fat lady who implores the orthopaedic
surgeon for a hip operation assures him that inactivity due to
arthritis explains her obesity. Some evidence suggests that the
reverse is true, at least for arthritis in the knee. 2
One tempting theory is the suggestion that the deposition of

calcium pyrophosphate with chondrocalcinosis is a cause of
osteoarthritis, but studies of hypermobile patients have
suggested that it is secondary-at least in those who
developed premature osteoarthritis. 13 These issues are impor-
tant in considering the biology of osteoarthritis (a subject
reviewed in detail recently by Hamerman),'4 and they have
obvious therapeutic implications.
The clinician's first concern is to diagnose the condition.

When swelling is bony, synovitis is minimal, and acute phase
reactants are normal there is little problem. But often life is
not so simple. Osteoarthritis with deposition of calcium
pyrophosphate may mimic rheumatoid arthritis,'3 and so may
acute generalised osteoarthritis in the elderly. Helpful clinical
features that support the diagnosis of an inflammatory
polyarthritis rather than osteoarthritis are disease affecting
the ulnar styloid and synovitis of the radiohumeral, gleno-
humeral, and second, third, and fourth metatarsophalangeal
joints. A raised erythrocyte sedimentation rate or plasma
viscosity and raised concentrations of rheumatoid factors are
useful pointers to rheumatoid arthritis. Radiological signs of
erosion of the metacarpophalangeal and metatarsophalangeal
joints and the ulnar styloid would also favour this diagnosis.
The synovial fluid of osteoarthritis has characteristics of a
transudate rather than an exudate, with a high viscosity and
relatively few cells, those present being lymphocytes rather
than polymorphs.
The syndrome of osteoarthritis is often the end result of a

series of processes, and, as the American experience has

shown, definition is not easy. Yet it is vital if appropriate
treatment strategies are to be devised.

V WRIGHT
ARC Professor of Rheumatology,
University Department of Medicine,
General Infirmary,
Leeds LS1 3EX
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Patient power in mental health

Working for users?

The difference between the provider ofhealth services and the
patient has been said to "resemble that between the hen and
the pig in the preparation of eggs and bacon: the hen is
involved but the pig is committed."' One way in which
the patient's commitment is being acknowledged is "user
participation," a jargon phrase that means that patients lead
the way in planning new services. Patients want to participate
actively in health care rather than be passive recipients,2 and
there is evidence that this will improve outcomes.' But "user
participation" has also been advocated for ethical or even
political reasons.4 Here confusion begins.

Conflicting views of the patient's role in health care have
been apparent for over a decade.' Some pressure groups
envisage active "consumers" such as those described by
Nader.6 These groups talk about "empowerment," enhanced
self respect derived from having a recognised role in services.7
In contrast the consumers described in the first Griffiths
report were patients who exercised their influence obliquely
by looking at the services on offer, choosing and trying, and
then complaining if necessary.' Emphasis on "patient choice"
in Workingfor Patients still reflects this view.9
The concept ofuser participation is ofparticular importance

in mental health, where the doctor-patient relationship may
be an important part of therapy.'0 A broad range of groups
with interests in mental health already exists: charities,
support groups for patients and families, and pressure
groups. Some accept a biological view of mental disorder,
some do not, and some want no contact with formal
psychiatry.7 Yet across this diversity there is increasing
emphasis on what the patient wants. For example, over the
past year both MIND (the National Association for Mental
Health) and the National Schizophrenia Fellowship have
launched groups run by users for users. "

The consumer network of MIND lists over 70 "user
groups."12 In Chesterfield user groups are self run with
financial sponsorship from social services." In Nottingham
groups participate in planning mental health services. They
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