
also to the public and the media. One suggestion is to produce
a version of Health Technology Trends, an American journal
that resembles a Which? review of competing technologies,
which could act as a clearing house for data on health
technology assessment.
Another national initiative should be to ensure that health

technology assessment is given due prominence in the
training of doctors and managers. Eventually, however,
managers may have to introduce incentives to encourage
doctors to take health technology assessment into account
when making decisions about priorities and practice. Perhaps
new technology should be provided only if the users promise
to evaluate it. This requires the recognition that time spent on
evaluation is important.
Some fear that the emphasis on work related clinical

contracts and maximising cost efficient delivery may reduce
the time that doctors are willing to spend on research, which
may come to be associated with other paymasters such as the
Medical Research Council or the universities. It is therefore
reassuring to have such a clear acknowledgement by the NHS
of the importance of health technology assessment and the
recognition of its need for substantial funding. Also that the

NHS and MRC have once again declared the importance of
joint efforts in health service research and clinical trials.12
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Giant cell arteritis

Probably underdiagnosed and overtreated

Giant cell arteritis has a bad image because it carries the risk of
sudden blindness and stroke. The presentation of a patient
with temporal headache, scalp tenderness, and a raised
erythrocyte sedimentation rate is a medical emergency and
sufficient clinical indication for prescribing corticosteroids.
Many doctors would try to confirm the clinical diagnosis by
biopsy ofthe temporal artery, though treatment should not be
delayed while this is organised; sensitivity of temporal artery
biopsy is at best 60-70%. Beyond these basic observations on
the clinical assessment of temporal arteritis almost all else is a
combination of mystery and mystique, and difficult questions
about diagnosis and management arise. Doctors' fears that
patients may go blind inspire them to prescribe high doses of
corticosteroids, though the optimum dose is undefined and
prolonged steroid treatment at high doses may cause a greater
burden of disability in many patients than the disease
itself.
Data from epidemiological studies show that giant cell

arteritis is more common than previously thought. The
corollary of this is that in many cases the course is different
from or more benign than the classical course of the disease. A
prospective study of 74 cases of the condition proved by
biopsy found the presenting complaint to be atypical in 40%,
with fever ofunknown origin and anaemia accompanied by an
acute phase response accounting for up to another quarter of
cases. ' Bengtsson and Malmvall found an annual incidence of
giant cell arteritis of 9 3 cases per 100000 people in
Goteborg, Sweden (equivalent to 28-6 per 100000 people
over 50).2 A separate study of biopsy proved giant cell arteritis
in Goteborg found an incidence of 18-3 per 100 000 in those
over 50.3 Similar results were reported from Olmsted County,
Minnesota, where the incidence, adjusted for age and sex, in
those over 50 was 17-0 per 100 000.' Necropsy studies have
also suggested that giant cell arteritis may be underdiagnosed
or clinically inapparent during life. A prospective study of 889
necropsies and a retrospective study of 20591 necropsies

identified arteritis changes in 1-7% and 0 4% respectively.5
Giant cell arteritis is not easy to treat, and the consequences

to the patient of both undertreatment and overtreatment are
potentially serious. The optimum initial dose of cortico-
steroid, the rate of withdrawal, and the duration of treatment
are undecided.6 Concern regarding the development of per-
manent visual loss in particular has resulted in high initial
doses of corticosteroids-such as 60-80 mg or more of
prednisolone a day. Too rapidly reducing high initial doses
predisposes to complications; a lower starting dose with
slower reduction is preferable.

Polymyalgia rheumatica and giant cell arteritis are closely
related, and polymyalgia rheumatica typically responds to an
initial dose of 10-20 mg of prednisolone a day.70 In patients
with polymyalgia 15-20% have giant cell arteritis on temporal
artery biopsy.8 11 12 Despite this the clinical expression of
temporal arteritis in patients with polymyalgia rheumatica
treated with 10-20 mg of prednisolone a day is very low.'3"5
This evidence implies that lower initial doses of prednisolone,
such as 20 mg a day, may be satisfactory in giant cell arteritis,
except in those patients presenting with acute visual distur-
bance, in whom 60-80 mg of prednisolone is still indicated.
Several studies have confirmed this,'5 16 and a recent prospec-
tive study suggested that 20 mg of prednisolone was an
adequate starting dose.'7 In contrast, Kyle and Hazleman
found that an initial dose of 40 mg was required to achieve
control.'0 The difference between these findings seems to be
the rate at which symptoms were controlled by the different
doses rather than a different risk of ocular complications.

Side effects of corticosteroids are related to the initial dose,
the total cumulative dose, and maintenance doses above 5 mg
prednisolone a day. 8 Most patients with giant cell arteritis are
still taking corticosteroids after two years and up to a half of
them at four years.61416 Ayoub and coworkers found side
effects of steroids in nearly a quarter of patients; these were
related to the duration of treatment and not the initial dose or
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age of the patient.'4 A study by Kyle and Hazleman of 74
patients found side effects in one third increasing to three
quarters if sustained weight gain was included; 80% of these
patients were treated initially with 30 mg or more of
prednisolone daily.'9 Reducing the dose of steroids may be
difficult and is often associated with increasing non-specific
symptoms, which do not necessarily imply a relapse.
The lack of reliable laboratory indices complicates with-

drawal of steroids. The erythrocyte sedimentation rate is the
most frequently used marker of disease activity, although the
C reactive protein concentration may be a better index.'9 In
most cases symptoms and the laboratory markers of inflam-
matory response correlate closely. What should be done when
they do not? In patients whose symptoms persist without
raised erythrocyte sedimentation rate or C reactive protein
concentration, alternative or concurrent explanations should
be sought, such as cervical spondylosis or problems with the
shoulders or teeth. Every attempt should be made to minimise
the dose of corticosteroids.

In contrast, some patients will be encountered whose
symptoms respond but whose erythrocyte sedimentation rate
or C reactive protein concentration remains raised. There are
two common alternative explanations for this. The cor-
ticosteroid treatment may be suppressing the inflammatory
symptoms but not the abnormal blood test result associated
with another diagnosis such as multiple myeloma or other
malignancy or rheumatoid arthritis. Alternatively the cortico-
steroids may be only partially suppressing the activity of
the giant cell arteritis. Despite the possibility of incomplete
suppression of disease activity the steroid dose should be
cautiously reduced in such patients, who should be warned to
report urgently any recrudescence of symptoms.

Careful and frequent monitoring of patients' symptoms
remain the best guide to management. Once symptomatic
control has been achieved the steroid dose should be slowly
reduced to a maintenance dose of 10 mg prednisolone a day
and thereafter by 1 mg a month. There is a fine line between
too rapidly reducing the dose of steroids, which leads to

relapse, and too slowly reducing the dose, which leads to side
effects such as hypertension, osteoporosis, skin fragility, and
diabetes mellitus. Withdrawing steroids often proves diffi-
cult, and judicious use of simple analgesia and non-steroidal
anti-inflammatory drugs may be helpful. Despite this many
patients require prolonged maintenance with a few milligrams
of prednisolone daily.
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Polio eradication as 2000 approaches

Nowhere to run to, nowhere to hide?

Since 1985 an average of three cases of paralytic poliomyelitis
are reported each year in England and Wales, and this number
is falling (p 79).' Will Britain have eradicated polio by 2000
in line with the World Health Assembly's resolution?
The resolution, committing the World Health Organisa-

tion to eradicate poliomyelitis from the world by 2000, grew
out of efforts of the Americas to eradicate polio by 1990. In
this they have been largely successful: the number of
confirmed cases of poliomyelitis fell from 800 in 1985 (the
year the initiative began) to nine last year.
The global strategy for eradication depends on achieving

high coverage with oral polio vaccine in all regions. In
addition, three key elements were adopted from the
Americas.2 Firstly, the use of "immunisation days" or mass
campaigns, which aim to immunise the whole child popula-
tion with one dose over a very short time, ideally one day, and
then to repeat this two months later. (In addition to reaching
unimmunised children and boosting immunity this is thought
to leave the wild virus nowhere to go -as all the susceptible
children's guts should be full of vaccine virus.) Secondly,

"mopping up" operations, which consist of identifying parts
of the country or continent with a continuing high incidence
of disease and targeting them for intensive vaccination. For
example, in the Americas 95% of cases were found in only 5%
of districts.
The third element is high quality surveillance. Clearly

necessary for mopping up, it also allows investigation of
cases and measures to control outbreaks. For this purpose
case definitions, investigative procedures,3 and laboratory
support' have needed developing. An example of this is the
genetic fingerprinting of wild virus isolates to assist in the
tracing of the source of outbreaks.S Acute flaccid paralysis has
been chosen as the characteristic for reporting, and all such
cases are then investigated to determine if they are genuine
poliomyelitis. These strategies have led to the intensive
training in surveillance and control of outbreaks for health
workers in many countries, which should bring important
benefits to other programmes to control disease.

So how has this eradication programme progressed? Cer-
tain regions have adopted it whole heartedly. The Western
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