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Pain in the
temporomandibular joint

Pain in the temporomandibular joint is rarely due to organic
disease. Patients with rheumatoid arthritis, for example, com-
monly have radiographic changes in this joint, but pain is rare
and, indeed, no more frequent than in a control population.'
Similarly, degenerative joint disease at this site is usually no
more than a chance radiological finding; severe or protracted
symptoms are unusual2 -though a few examples have been
reported in younger patients.3 4
By far the most common cause of pain in the region of the

joint is infection and acute inflammation round a partially
erupted wisdom tooth-a readily recognisable condition,
typically of late adolescence. In the elderly, by contrast, an
important cause ofperiarticular pain is ischaemia ofthe muscles
associated with giant cell arteritis. Symptoms are brought on by
mastication-a condition often called "jaw claudication," even
though the jaw cannot by any stretch of the imagination limp.

In young adults the most common cause of pain is the so
called pain dysfunction (or myofascial pain dysfunction)
syndrome. This should not be but often is confused with
Costen's syndrome. In 1934 Costen described 11 patients with
a variety ofsymptoms such as headache, tenderness around the
temporomandibular joint, pain in or around the ears, tinnitus,
and impairment ofhearing, which he ascribed to "overclosure"
of the joint.5 This in turn was postulated to irritate the chorda
tympani, auriculotemporal and other nerves in the vicinity-
and even the dura, from erosion of the glenoid fossa. Thus was
Costen's syndrome born, but, in spite ofhaving been effectively
dismissed by several groups of workers,68 it has been a long
time a-dying and still appears in the latest and most respected of
medical textbooks.
Twenty years after Costen's paper Schwartz, working with a

radiologist and a psychiatrist, investigated no fewer than 500
patients with pain in their temporomandibular joints and
described the pain dysfunction syndrome.9 10 Typically this
affects otherwise healthy women between 15 and 40 and causes
dull, aching pain, usually unilateral, in front of the ear. The
pain is made worse by mastication and associated with limited
opening of the mouth or episodes of "locking" of the jaw-.
Inflammation or radiological signs of joint disease are absent.
Movement of the jaw may also produce clicking-a sign that
is, however, also common in asymptomatic people.
The most widely held view about the mechanism underlying

the pain dysfunction syndrome is that some disturbance of
neuromuscular coordination causes spasm and fatigue of the
masticatory muscles. Disordered dental occlusion was long
believed to be the main aetiological factor, but there is little
supporting evidence for this."

Is there any other relatively common, minor disorder, essen-
tially functional and typically self limiting, which has given
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rise to so much controversy? Large multiauthor textbooks
have been published on the subject, with topics such as oral
orthopaedics, endocrine aspects, hypnosis, biofeedback,
myofunctional treatment, applied kinesiology, osteopathic
management, gnathological studies, and both surgical treat-
ment and electrical acupoint therapy. Hardly surprisingly, the
editors of these texts make little or no attempt to correlate
such diverse concepts or try to discover a few square milli-
metres of common ground. Nevertheless, one such expert
probably let the cat out of the bag when he suggested that
there might be a placebo effect in some of these measures.12
More recently, other writers have suggested that computed

tomography, nuclear magnetic resonance imaging, immuno-
assay of synovial fluid, and polycycloidal tomography might be
desirable investigations.'3 14 Computer based "jaw tracking
devices" are now available. One report has argued that uni-
versity based specialty training is needed for the proper
management of this one pair of small joints.13 One might won-
der whether this is a proper use for medical resources, but the
cynical are likely to suggest that in the United States, in partic-
ular, there are strong material incentives to overinvestigate and
overtreat any condition.
Notwithstanding this remarkable overinflation of a small

subject, the functional nature and the psychogenic components
of pain dysfunction have been well reviewed by Guralnick
et al'5 and by Harris and Davies.16 After a decade of study of
temporomandibular complaints Apfelberg et al summarised
the rational viewpoint by saying: "The best therapy of painful
temporomandibular joint problems in most cases appears to be
the least."'7

After an even longer period of study Greene and Laskin (and
it was Laskin who introduced the myofascial pain dysfunction
concept in 1960) concluded that the short and long term re-
sults oftreatment of 175 patients with this complaint by simple
conservative measures were as good as with any other form of
treatment.'8

Finally and most recently, the powerful American Dental
Association has produced guidelines for the diagnosis and
management of pain dysfunction syndrome.19 It has discarded
-as being without scientific evidence for their value or justi-
fication for their use-all ofthe exotic investigations and treat-
ments mentioned above. On the positive side it agreed that
psychological factors might play a part in the aetiology
but that dental occlusal appliances, to modify the occlusion
temporarily, were ofproved efficacy and that simple analgesics,
anxiolytics, and sometimes antidepressants were indicated.

In brief, then, most patients who complain of temporo-
mandibular joint pain are unlikely to have arthritis; if they do

it should be obvious from the symptoms in other joints and
possibly local inflammation. In those unusual circumstances
the main line of treatment is that of the underlying arthritis,
whether it be rheumatoid, psoriatic, or whatever. Patients
should have a competent dental examination to exclude dental
disease or even occasionally a tumour. Dental help will in any
case be needed for the much larger number of patienvts wk&
pain dysfunction syndrome. Above all, however, such patients'
anxieties or neuroses should not be aggravated by frightening
diagnoses or overelaborate investigation-though in elderly
patients with pain in this region, the possibility of masked
depression should be considered.

R A CAWSON
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