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dominantly transmissible. There is no such certainty, however,
for many other conditions such as the Sturge-Weber syndrome
(naevoid amentia), which is often put together with the
phakomatoses but has no apparent definite pattern of inheri-
tance, most cases being sporadic. This also applies to Sotos's
syndrome7 (cerebral gigantism), but Sotos and his colleagues
have now reported" three families with dominant transmission.
One problem with syndromes which depend on anatomical
features for recognition is that they may be clinically and
genetically heterogeneous. The new article by Zonana et a18 is
illustrated by photographs showing one profile of a Black
patient with true prognathism-which is not uncommon in
some parts of the world-and others showing a front view of
individuals with long jaws resembling those seen on some film
and television actors. Mildly retarded parents may have mildly
retarded children, regression to the mean notwithstanding;
children resemble their parents in anatomical features; so that
the inheritance of cerebral gigantism may be due to a coinci-
dental transmission of mild mental handicap on the one hand
and gigantism on the other.

Genetic counselling has to be based on the knowledge
currently available. In most cases children with adenoma
sebaceum will not be effectively fertile, but the genetic risk is
50' O. If, on the other hand, a child is dull and has exceptionally
accelerated growth Sotos's syndrome is a possibility, but no
definite prognosis can be given. Each such case should be
judged on its merits.
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Cigarette prices and health
Most of the cost of a packet of cigarettes is due to the tobacco
tax, but the Government has made little use of the opportunity
this gives to influence smoking habits. The 1976 budget
introduced a differential tax making pipe tobacco slightly
cheaper than that used in cigarettes, yet the cost of a packet
of 20 was still lower (in terms of average earnings) than it had
been in 1946.1 Next year, however, Britain has to come into
line with the European Economic Community's regulations on
tobacco tax, and these present a direct challenge to the DHSS's
commitment to preventive medicine.
The EEC tax is based on how many cigarettes there are in a

packet and on their cost of production.2 When applied to
British cigarettes this will make small tipped cigarettes more
expensive (by about 6 pence for a packet of 20) while large
untipped cigarettes will become correspondingly cheaper.
The present differential in cost between 20 small tipped
cigarettes and 20 large plain ones is 20p; the new tax structure
will cut this to 8p. If the Government simply accepts the EEC
regulations there is every chance that smokers may switch to
plain cigarettes.

Evidence on the relative safety of plain and filter cigarettes
is scanty, but it all points in the same direction. Tipped

cigarettes are safer. In Britain about 85" 0 of cigarettes sold are
tipped, and the Royal College of Physicians' calculated that in
the 10 years 1965-75 the change to filter cigarettes of low tar
yield was substantial enough to reduce the average smoker's
tar intake by 43' ,* Smokers of filter cigarettes may have their
risk of lung cancer cut by as much as half or as little as a fifth
in comparison with those smoking plain cigarettes3; but we
need further studies to measure the benefit more exactly.
These observations are relevant to Government policy, for

the connection between the price of cigarettes and their
consumption is now firmly proved.4 Differential taxing
could affect smokers' preferences for filter or plain cigarettes.
Furthermore, Atkinson and Townsend4 have calculated that a
determined Government could cut total cigarette consumption
by 40",,, half the cut coming from a 56°o rise in their real
price, 10° from restricting advertising, and a further 10()
from a sustained health-education campaign. If the whole
price structure of cigarettes has to be revised in 1978, the
Government is being given the chance to start a long-term
campaign of this kind-as well as making sure that smokers
are given no financial incentive to switch to more dangerous
brands.
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Diagnosing allergic
bronchopulmonary
aspergillosis
Allergic bronchopulmonary aspergillosis is a hypersensitivity
reaction to Aspergillus fumigatus. Affecting the bronchial walls
and the peripheral parts of the lung, it causes an acute transient
infiltration of the lung and then a variety of chronic irreversible
changes.'
The disease is a potentially serious complication in some

patients with extrinsic asthma, who tend to have airways
obstruction which is more than usually severe and less reversible
and shows more reduction in the gas transfer factor.2 The chest
radiograph often shows permanent abnormal shadowing,
including evidence of bronchiectasis with tubular and ring
shadows. Bronchiectasis is usually proximal, with relatively
normal peripheral filling, and mostly affects the upper lobes.
Loss of vascular shadows and lobar shrinkage are both
common. The episodes of transient infiltration leave permanent
radiographic changes in about half the cases.3 These episodes
may be unassociated with symptoms, but they ultimately
result in severe pulmonary damage. Continuous oral corti-
costeroid treatment diminishes the frequency of the acute
episodes and reduces the likelihood of permanent and severe
lung damage. The early diagnosis of aspergillosis is therefore
important, since it enables the doctor to start mandatory
treatment with corticosteroids before advanced irreversible
lung damage has occurred.

Allergic bronchopulmonary aspergillosis is relatively fre-
quent among asthmatics in Britain: it has been reported in
220/0 of asthmatics admitted to hospital.4 In 1971 a series of
111 British patients was described from the Brompton
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Hospital5 at a time when very few patients had been diagnosed
or reported in the United States. One explanation for the
apparent rarity of the disease in the USA might have been a
lower incidence of aspergillus allergy among American
asthmatics, but in fact a comparison of skin sensitivity to
aspergillus among asthmatic patients in London and Cleveland
showed no differences.6 An alternative explanation might have
been differences in diagnostic criteria on the two sides of the
Atlantic, so that it is interesting to compare recently published
reviews from the two countries.7 8 In the British series the
three essential diagnostic criteria were asthma, previous
episodes of transient shadows on the chest radiograph with
blood eosinophilia, and immediate positive prick tests with an
extract of A fumigatus. By contrast, the American workers not
only required the presence of all these diagnostic features, but
also insisted on two or more of three additional features:
precipitating antibodies against aspergillus antigen, raised
serum immunoglobulin E concentrations, and central bron-
chiectasis.
Thus the more complicated diagnostic criteria used in the

United States may explain some of the apparent rarity of the
disease there. But more important-as has been suggested
previously by American workers-may be a failure to recognise
the disease and undertake the appropriate tests.9
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Preventing recurrence of
ulcers
The traditional aims of treatment of peptic ulcer are in the
short term to relieve symptoms, in the middle term to induce
healing, and in the long term to prevent recurrence. Antacids
normally relieve the symptoms, but until 15 years ago bed
rest and stopping smoking were the only measures which had
been shown to promote healing.' Since then controlled clinical
trials have proved several drugs to enhance healing-namely,
carbenoxolone,2 colloidal bismuth (De-Nol),3 the H2 antago-
nists metiamide and cimetidine,4 and prostaglandin E2
methyl ester.5 The major problem facing the physician today
is how to prevent recurrence ofulcers healed by drug treatment.
During a two-year follow-up of 377 patients with healed

gastric ulcer Hanscom and Buchman6 found that over 40%
recurred, more than half within the first six months. In a
longer-term follow-up of gastric ulcers that had healed with
medical treatment Kraus et al7 found that half recurred,
though in most cases not until after two years. Since the
likelihood of recurrence is not related to the size or location of
the ulcer or to the time taken for initial healing,9 it is impossible
to predict which patients are at greatest risk. Duodenal ulcers
are apparently just as likely to recur: Thompson and his
colleagues'0 found that only two of 14 patients whose ulcer
had healed with metiamide treatment remained free from
symptoms for a year; even more disconcerting are the
recurrences of symptoms in 41%// of patients within a month of
cimetidine-induced healing."

Can the clinician do anything to prevent ulcer recurrence ?
Patients with gastric and duodenal ulcer smoke more cigarettes
than do matched controls, and those with duodenal ulcer start
smoking at an earlier age.'2 Moreover, smokers develop half
as many ulcers again and have a higher mortality rate,
particularly from gastric ulcer.'3 14 Perhaps, therefore, the
incidence of recurrence of peptic ulcer would be reduced if
patients did not start to smoke again after their ulcers had
healed; but there is no convincing evidence of this.
Once an ulcer has healed, the established practice of reserv-

ing medication until symptoms return has something to
commend it: recurrences generally respond as well to treatment
as do the initial ulcers, and the rate for subsequent recurrences
is no greater than the rate for first recurrences.') If this is
accepted, the cumulative total of ulcers remained healed
should increase as subsequent recurrences are treated. Pro-
vided, then, that findings on endoscopy and biopsy do not
suggest carcinoma a case can be made for treating three or
even more recurrences medically, particularly in elderly
patients, who often do not withstand surgery well. Against this
must be set the risk of death from haemorrhage or perforation
that undoubtedly accompanies active ulceration.

Faced with the problem of recurrence, many clinicians opt
for surgery, but in recent years clinicians have explored an
alternative to the problem of recurrence-namely, maintenance
treatment after healing has occurred. Carbenoxolone, given
continuously in small dosage over several years, has been
reported to prevent recurrence of gastric ulcer,'6 although this
report has not been confirmed.1 The aldosterone-like side
effects of the drug are a hazard that has precluded its more
widespread use for gastric ulcer. Early hopes that a single
course of an H2 antagonist would provide lasting relief were
ill founded, for, though three months' treatment with cimeti-
dine reduces maximal acid output in response to histamine,'8
and by implication parietal cell mass, these effects are probably
short lived. In a pilot study Thompson and his colleagues"'
have shown that a single dose of metiamide each night for up
to a year reduced the relapse rate of duodenal ulcer, assessed
both symptomatically and endoscopically, and also diminished
duodenitis. The results of comparable trials using the safer
drug cimetidine are awaited. In the elderly at least such
prophylactic medication may help solve the difficult problem
of ulcer recurrence. But would younger people be justified in
taking drugs perhaps for the rest of their life when surgical
treatment of peptic ulcer gives such excellent long-term
results ?
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