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Reiter's disease
As long ago as 1818 Sir Benjamin Brodie' described a series of
patients with the condition which has subsequently become
eponymously linked with Hans Reiter.2 Reiter's disease, rather
than syndrome,3 is, however, becoming the accepted name for
what is now seen as a multisystem disorder rather than a simple
triad of urethritis, arthritis, and conjunctivitis.2 Certainly
"Reiter's disease" has gained common parlance among
physicians working in departments ofgenitourinary medicine.4 5
As one ofthe seronegative arthropathies which form an over-

lapping and intermingled network of clinical features, Reiter's
disease may present diagnostic difficulties that need careful
untangling. In an attempt to overcome these difficulties the
American Rheumatism Association6 7 made a retrospective
analysis of 66 different clinical features associated with
"typical" cases of Reiter's disease and assessed the sensitivity
and specificity of these features in delineating it from
ankylosing spondylitis, psoriatic arthritis, gonococcal arthritis,
and seronegative rheumatoid arthritis. The working definition
of Reiter's disease so derived was "an episode of peripheral
arthritis of more than one month's duration occurring in
association with urethritis and/or cervicitis" (though
"cervicitis" was not defined). The study showed that 84% of
patients considered by experienced investigators to be suffering
from Reiter's disease fulfilled these criteria, while 98% of
control patients with seronegative arthropathy did not. Adding
conjunctivitis to the definition as a prerequisite for diagnosis
did not increase the sensitivity of the criteria-which is not
surprising, as several studies have shown conjunctivitis to be
present in only one-third to two-thirds of cases.7-10
Can these American Rheumatism Association criteria be

strictly applied in differentiating Reiter's disease from other
members of the group or should other features be considered,
such as the sex of the patient and lesions affecting the skin,
cardiovascular, and neurological systems? Certainly Reiter's
disease is primarily a disease of men, with a male to female
ratio of between 10 and 50:1.6 8 11 12 Painless lesions of the
mucous membranes (namely, circinate balanitis and erosions
of the mouth) occur in up to a third of patients,6-8 10 and
circinate vulvitis has also been described.'3 Keratoderma

blenorrhagica, affecting usually the soles of the feet and
palms of the hands, occurs in about 10% of patients,8-'0 but
differentiation from pustular psoriasis is often impossible.14
"Psoriatic" changes also affect the nails in patients with
Reiter's disease, with onycholysis, ridging, and nail shedding-
though when onycholysis alone is found the more likely
diagnosis is psoriasis.'5 Anterior uveitis and enthesopathic
features (namely, plantar fasciitis and calcaneal tenosynovitis)
are found in the other seronegative arthropathies and have
little differentiating value. Cardiovascular lesions may include
conduction defects,9 pericarditis,16 and very rarely aortic
regurgitation.5 Neurological manifestations occur in about 1%
of patients.7 Laboratory tests often show evidence of a
chlamydial infection,'7 18 and shigellae,19 20 salmonellae,2' or
yersiniae22 may be cultured from the stools in patients with the
dysenteric disease. Patients show an excess of HLA-B27,7 12 23
as they do in other members of the group,24 so that HLA
typing is of limited diagnostic value. Histological examination
of the synovium shows no characteristic features. Wright'5 has
succinctly summarised the difficulties of differentiation in the
words: "I feel like the man who when asked directions to a
certain town, replied, 'If I were you I wouldn't start from
here.' "
The efficacy of treatment regimens in Reiter's disease has

not yet been studied by controlled clinical trials. What
emerges from clinical impressions is that the inflamed joints
respond to non-steroidal anti-inflammatory agents and in
particular to indomethacin and phenylbutazone.5 Treatment
of non-specific urethritis with tetracycline (for example, 1 g
oxytetracycline a day) for 7-14 days is usually adequate to
produce resolution of the urethritis but does not affect the
course of the arthritis.26 Conjunctivitis is usually mild and
often does not require treatment, though antibacterial eye-
drops will control secondary infection. Uveitis, if it arises, is
best managed in consultation with an ophthalmologist. For
patients with severe and progressive skin lesions metho-
trexate27 28 has been used successfully.
The usual course of an acute attack of Reiter's disease is for

the symptoms to resolve within a few months even without
treatment.29 Nevertheless, various studies have shown that the
disease recurs in one-third to three-quarters of patients,8 30-33
and about 10% of patients become unable to work.3 3435 The
longer and more stormy the initial attack the worse seems the
long-term prognosis.19 35

Patients with Reiter's disease do not always present to
venereologists, and physicians unused to contact tracing may
overlook the importance of genitourinary medicine, where
facilities exist for co-ordinated surveillance of sexually
transmitted diseases.
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Regular Review

Computed tomography of the body: when should
it be used?

JANET E HUSBAND, STEPHEN J GOLDING

Though whole-body computed tomography was introduced
over five years ago, relatively few scanners have been installed
in Britain, so that clinicians have had limited access to the
technique. Even in the early days of computed tomography,
however, the technique seemed likely to make a major impact
on the management of patients with cancer, and as a result
funds have been raised throughout the country to provide
scanning facilities in district general hospitals as well as in
specialised centres.
The technique has been readily accepted by clinicians,

largely because the images are easily understood, which helps
considerably when decisions on management have to be
made. The cost of installing and maintaining computed
tomography units, however, remains high; and at a time of
financial restraints they need to be used to best advantage.
Patients should be scanned only when the clinical problem is
unlikely to be resolved quickly by simpler and less costly
forms of imaging.
The past two or three years have seen major advances in

scanner technology, which have increased the scope of
computed tomography and made' it more widely applicable.
The technique is particularly valuable where a mass distorts
the contour of organs-for example, a pancreatic tumour-
or a lesion has a density different from that of the surrounding

tissue-for example, a metastasis in the liver. Computed
tomography distinguishes soft tissues from cysts or fat; but
in general soft-tissue masses have similar appearances, so
that distinguishing an inflammatory mass from a malignant
process may be impossible. Scans should be interpreted,
however, in the light of the clinical findings, and a definitive
diagnosis is possible in most patients. Percutaneous biopsy
guided by computed tomography is a reliable method of
obtaining histological confirmation when necessary.1

In view of the many possible uses of the technique, in
this review we consider the indications according to
clinical specialties, but the disciplines overlap and we can
outline only the main indications for the technique and its
major drawbacks. The role of computed tomography in
oncology is described in more detail, since over half the
patients referred for computed tomography of the body have
suspected or known malignant disease.

Oncology

Patients with suspected malignancy are well suited to
examination by computed tomography. In patients with
palpable masses the site of origin of the tumour can often be

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J (C

lin R
es E

d): first published as 10.1136/bm
j.284.6308.3 on 2 January 1982. D

ow
nloaded from

 

http://www.bmj.com/

