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thinking, distinguishes it from psychoses of later onset,5 which
seem to be more closely related to adult psychotic illness. In
contrast to most child psychiatric disorders the families tend
to be of higher social class.

Early attempts to understand the nature of the disorder
equated social withdrawal and poor social contact with the
coldness and aloofness of some upper class parents; and it was
thought that language developed poorly as a consequence.6
This critical and simplistic model of the "refrigerator parent"
has not been confirmed,7 8 and current research indicates
that infantile autism may be the behavioural expression of a
wide variety of biological, developmental, and psychosocial
influences.1 2 For instance, it occurs more often than might be
expected by chance in the rubella syndrome,9 epilepsy,10
histidinaemia,11 and congenital blindness.12 The blind child
successfully uses the earliest sensory modalities of touch,
movement, rocking, and smell (the normal "autistic" phase),
but after six months-when vision becomes more necessary
for development-the blind child tends to remain fixed at a
primitive level of bodily function, isolating himself, taking
pleasure in sameness, and seeming to find the outside world to
be threatening and to be avoided. Without adequate stimulation
he can develop mannerisms and repetitive activities, clearly
using an autistic mode of functioning.

Looking at the autistic child's range of difficulties in under-
standing, thinking, and speech, we see larger problems in the
use oflanguage, withrestrictionofgesture, body language, mime,
andsymbolic play of a far greater degree than occurs incompar-
able children with receptive language disorders (dysphasia).13
The earliest language signs-early babbling-are deficient.14 In
a sense autistic children have a language communication
problem equivalent to the blind child's lack of sight, with not
dissimilar consequences. Only very recently have the earliest
stages of pre-speech development and communication been
identified, with recognizable body language being differentiated
as early as two months.15 The complexity of these earliest
mother-infant relationships and the role of the infant and
mother are also only just beginning to be elucidated.16 The
basic cause of the major communication and emotional
difficulties still remains unknown in many cases, but a basis
for further understanding may be to hand.

Psychoanalytic work'7 has indicated that autistic children
seem to keep painful, primitive emotional feelings in control
by their intense compulsive, obsessional behaviour, maintaining
control of a threatening environment as they experience it
and feel it. In conjunction with language difficulties such an
attitude may distress and discourage parents whose "appro-
priate" approaches are ignored and not understood. The
parent may respond understandably with anger and rejection
or with helplessness and withdrawal. Accordingly, early inter-
vention is needed to help the parent communicate with
and maintain contact with her autistic child. This calls for an
early index of concern for the child who is self-isolated and
whose speech is delayed, even when this does not amount to
an autistic syndrome. Treatment'819 can be based on the
child's home, with several techniques to help the parent
foster development in all directions; these may include be-
haviour therapy and counselling for the parents about their
feelings toward the child. Such work can also be carried out
in a preschool day centre,20 while inpatient management of
mother and young child may be helpful both diagnostically
and to cope with symptoms such as severe feeding difficulties,
supporting the mother in facing the autistic child's controls
and distancing techniques, and helping her to come closer to
him.
As for school-age children, a structured approach emphasiz-

ing skills appears to lead to the greatest benefit educationally,22
but the atmosphere must be empathic and therapeutic, and
there should be small numbers of children with one-to-one
contact of teacher and child if possible. Autistic children
benefit greatly in a unit designed for their needs, but such units
ideally need the services of a full team-psychiatrist, psycholo-
gist, child-psychotherapist, and social worker. In fact school
provisions throughout the country are highly uneven and
inadequately developed.
As befits a condition 30 years old, there is current concern

with the needs of young persons who may need sheltered
work and hostel accommodation. One of the more important
prognostic factors seems to be the basic intellectual ability
of the child and the schooling he has received. In later adoles-
cence social withdrawal often lessens, but language remains
impaired, though it can develop at a surprisingly late stage.
Late speech development occurs, however, only in a few cases
where the child is without speech by school age.23
The unknown features of infantile autism are lessening,

but early intervention and planned long-term care are neces-
sary,24 with access to a wide variety of preschool school-age,
and adolescent settings, both on a day and residential basis,
if the child and his family are to be helped as they should be.
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Chest Radiographs in
Asthma
Two recent reports by G. Simon and his colleagues have
drawn attention to the radiological abnormalities that can
occur in children' and adults2 with uncomplicated asthma. In
73% of 218 children the radiograph was normal. Some 15%
showed a pattern of simple overinflation, with long narrow
lungs and a thin vertical heart, while 12% showed the same
pattern but in addition had enlarged hilar vessels. Those with
the most marked radiological abnormalities had the most
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severe constant asthma, while many patients with fairly severe
intermittent attacks had normal chest radiographs even dur-
ing them. Out of 117 patients over 15 years old 22 showed
similar overinflation, and two of these had the abnormal vas-
cular pattern in addition. It should be pointed out that this
pattern consists of hilar vessels large in comparison with the
lung vessels and that the films were taken under carefully
controlled conditions.

Overinflation was regarded as being present if two or more
of the following criteria were present: (1) Diaphragm below
the anterior rib level of 61; (2) Lung length the same or greater
than lung width; (3) Heart diameter less than 11-5 cm; (4)
Retrosternal transradiancy greater than 3-5 cm. The radio-
logical signs of pulmonary overinflation in emphysema are
well known. Perhaps closer scrutiny of chest films from
asthmatic patients may lead to changes being distinguished
with increasing frequency. Such changes may mimic those
seen in emphysema, as Simon3 has pointed out.
But in most of the cases in the two series described the

films were normal, so how important is chest radiography in
asthma? There may be several reasons why it should be per-
formed. An important group of patients have asthma associ-
ated with eosinophilia in blood and sputum. The terms"pul-
monary eosinophilia"4 or "pulmonary infiltrations with
eosinophilia"5 are used in referring to such cases. In Great
Britain bronchpulmonary aspergillosis is the cause in about
80% of cases. This condition has been characterized and the
radiological abnormalities described.6 They include patchy
shadowing, lobar consolidation, irregularly shaped shadows
of all types, proximal bronchiectasis, major atelectasis, and
lobar shrinkage. A smaller proportion of patients with pul-
monary eosinophilia have polyarteritis nodosa7 or crypto-
genic pulmonary eosinophilia.8 The last condition differs
from aspergillosis in a number of ways, the most important
being the absence ofany evidence ofaspergillus allergy, the pre-
ponderance of cases in women, and the infrequency of bron-
chiectasis. The radiological changes in all these pulmonary
eosinophilias may be greater than suspected from the clinical
findings.

Radiological examination of the chest in asthmatic patients
may also be important for other reasons. A very wheezy chest
may mask the signs of a pneumothorax, which may be con-
tributing to the dyspnoea. Conversely, silent lung bases may
simply be due to severe airways obstruction with mucus
plugging, but sometimes a lobar or segmental collapse may
be spotted only on x-ray. Wheezy dyspnoea can increase in
asthmatics in the presence of chest infection and can even
mask the signs of pneumonia. Asthmatics on long-term
steroids are prone to infections, including pulmonary tuber-
culosis, which may be clinically silent though radiologically
obvious. Any patient previously known to have had tuber-
culosis should certainly be x-rayed regularly if he is receiving
steroids. Though the wheeze following inhalation of a foreign
body is said to be localized, such inhalation can provoke
generalized asthma, and this cause of it may be disclosed
only by a chest radiograph. Finally, should an asthmatic need
intermittent positive pressure ventilation regular radio-
logical examination of the chest is essential. On the ven-
tilator it can be easy to miss an early pneumothorax or col-
lapse on clinical examination, while even if that is sus-
pected its extent as shown on radiography may be greater
than supposed.
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Sarcoidosis and Tuberculosis

Patients in whom clinical and histopathological features
characteristic of sarcoidosis are accompanied by unequivocal
evidence of Mycobacterium tuberculosis infection, with or
without overt signs of caseating tuberculosis, have fre-
quently been reported.1-6 They often present difficult diag-
nostic problems. In discussing them it is essential to dis-
tinguish between logical and factual elements.

Hopkins7 has recently reported two patients in whom the
diagnosis of sarcoidosis had been made and who developed
tuberculous meningitis, confirmed by detecting M. tuber-
culosis. They responded to antimycobacterial chemotherapy.
The first was especially striking. A woman who had had
B.C.G. vaccination at the age of 15 was found at the age
of 23 to have bilateral hilar lymph-node enlargement. At this
time free of symptoms, she started to feel ill six months later
and developed erythema nodosum. A tuberculin test was
negative, and a supraclavicular lymph-node biopsy showed
non-caseating granulomas; a Kveim test was interpreted as
positive. Over the next two years the spleen progressively
enlarged. It was removed and found to be full of non-caseat-
ing tubercles, with no demonstrable mycobacteria. A wide-
spread lung infiltration and anterior uveitis appeared. After a
transient attack of fever, headache, and sensory disturbance
in the face and left arm, she became febrile with what ap-
pears to have been a staphylococcal pneumonia, followed by
confusion and left hemiparesis. The diagnosis of cerebral
abscess, which appeared probable, was excluded by appro-
priate investigations. Pleocytosis, a high protein and a low
glucose level in the cerebrospinal fluid (C.S.F.) suggested the
diagnosis of sarcoid meningitis. But the finding of acid-fast
bacilli led to revision of this diagnosis to tuberculous men-
ingitis. Treatment led to rapid improvement, though there
was a residual communicating hydrocephalus. At this time
her skin was found to react to 10 T.U. of tuberculin. Eighteen
months later she was found to have hypercalcaemia, and
uveitis was again noted.
The second case is less striking in that there was no histo-

logical confirmation of the diagnosis of sarcoidosis, and the
tuberculous meningitis developed several years after re-
gression of most of the evidence of sarcoidosis.

Hopkins comments on the dificulty in differential diag-
nosis when a patient with established sarcoidosis develops a
non-purulent meningitis. A low glucose level in the C.S.F.
does not discriminate between tuberculous meningitis and
meningeal sarcoidosis, since Gaines et al.8 found in a review
of published reports of sarcoidosis of the nervous system
that the glucose content was reduced, in a few cases below
20 mg/100 ml. The diagnosis of tuberculous meningitis is
made clinically inescapable by finding acid-fast bacilli in the
C.S.F. and certain if M. tuberculosis is grown on culture. It
must be remembered that in the acute stage of tuberculous
meningitis the tuberculin test may be negative. Illingworth9
found that in 14% of 184 children with tuberculous menin-
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