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The Government clearly means business, but how many
more thousands of deaths-and tens of thousands of injuries-
must occur unnecessarily before a White Paper is published,
new legislation is drafted, and- time is found for it in the
Parliamentary timetable? We hope that doctors who see the
havoc caused by drunk drivers will make their views known
both on the content and on the urgency of legislation.
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Perioral dermatitis
The fact that strong topical steroids can change trivial
dermatoses of the face into a recognisable entity, perioral
dermatitis, has been known since 1972.1 2 The eruption is a
persistent erythema composed of papules and papulopustules
which extends around the mouth, sparing a narrow zone
close to the vermilion border of the lips. In severe examples
the cheeks, eyelids, and glabella (the region between the
eyebrows) may be affected. Treatment is not easy, since any
attempt to discontinue the topical steroid or substitute one
of lower potency results in a rebound exacerbation of the
eruption. This tempts the patient to resume applications of
the strong steroid to obtain relief and so continues the vicious
circle.

Wilkinson et a13 have recently reviewed 203 patients seen
in the last 12 years, confirming the findings of others that
perioral dermatitis is predominantly a disorder of young
women.1 4 Of their 203 patients, 173 were women, 15 were
men, and 15 children under 12. The average age of patients
with rosacea, with which perioral dermatitis may be confused,
is considerably older. Wilkinson et a13 tested some of the
theories that have been put forward to explain the disorder,
but they found no pathogenic organisms or Demodex folli-
culorum; patch tests showed no evidence of contact sensitivity
to cosmetics; and hormonal factors, including the use of oral
contraceptives, showed no correlation with the eruption.
Another recent theory,5 that fluorinated toothpaste might be
the cause, was excluded, since patients recovered while still
using it. The final conclusion-as might be expected-was
that, since all but nine patients had admitted the use of topical
corticosteroids, misuse of these preparations offered the most
satisfactory explanation for the onset of the eruption. Further
support for this theory comes from the rise in the number of
cases of perioral dermatitis in 1966-70, when corticosteroids
were used extensively on the face, and the fall as the knowledge
of their possible aetiological role spread at first to the medical
profession and later, via the press, to the public.

Yet, despite all the publicity, Cotterill saw 43 patients with
perioral dermatitis between 1974 and 1978.6 All his patients
had used topical steroid preparations on the face, but 15 of
them had obtained the drugs without consulting a doctor.
The usual source of supply was a tube of ointment prescribed

for another member of the family. Cotterill made another
important point. Seven patients had used hydrocortisone
butyrate, a non-fluorinated steroid, which does not interfere
with the beneficial effect of tetracycline in perioral dermatitis.7
He listed other relatively weak steroids, including clobetasol
butyrate, which he also blamed.
The conclusion must be that any steroid preparation stronger

than 1% hydrocortisone may cause perioral dermatitis when
applied to the face. Since self-medication is so common,
Cotterill has suggested that tubes of steroid cream should
carry a warning notice about their use on the face, and this
proposal deserves serious attention from the manufacturers.
Once diagnosed, the treatment of perioral dermatitis is simple.
Almost always the condition can be resolved by a course of
oral oxytetracycline 250 mg twice daily at least 45 minutes
before a meal for four weeks, followed by another month's
treatment with one tablet daily, and the withdrawal of all
topical steroids as soon as possible. Patients should be warned
that an uncomfortable flare-up is to be expected but that this
usually subsides in two weeks. One final comment: powerful
topical steroids are sometimes indicated in the treatment of
some skin disorders of the face; but well-informed patients
may question this form of treatment, and their doubts warrant
a detailed explanation.
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The uneasy oesophagus
"Your chest pain is due to cramp in the gullet," says the
physician out to reassure his worried patient who believes
that he has heart disease. How often, however, do symptoms
really originate in the oesophageal muscle? Barium swallow
radiographs can certainly show non-propulsive ("tertiary")
contractions in many people on occasions. These are high-
pressure squeezes which are not co-ordinated as part of a
progressive peristaltic wave; they become more common with
advancing years, and the condition has been called presby-
oesophagus. The normal motility of the oesophagus may
eventually become disorganised, with diminished peristalsis
and dilatation of the lumen; the cause is thought to be
muscular atrophy rather than autonomic neuropathy.'
The difficulty of classifying disorders of oesophageal

motility stems from the considerable overlap in signs and
symptoms-and, to complicate matters further, spasm may
occur with any lesion causing oesophageal obstruction or
oesophagitis. The best-known neuromuscular motor disorder
is achalasia of the cardia.' 3 Damage to the myenteric plexus
of the entire oesophagus causes loss of the normal peristaltic
wave and failure of the lower oesophageal sphincter to relax.
Away from South America-where the picture is complicated
by a type of achalasia due to Chagas's disease-the annual
incidence is about 1 in 100 0OO.4 Dysphagia is the cardinal
symptom, but the clinical picture is eventually completed by
the effects of progressive dilatation of the oesophagus with
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