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present with such symptoms, including croup (N-I M
Kjellman, 1981, unpublished data), before any specific
symptoms of atopic allergy.3

Preventive measures should be instituted if a high risk
of atopic allergy is present.5 I suggest that levels of IgE
should be determined and a family history be taken in
any infant or child with recurrent croup so as to choose
the children who would benefit the most from such
preventive measures-for example, children coming
from families that do not smoke.6
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Transient tachypnoea of the newborn
Sir,
The interesting paper by Halliday et al.1 illustrated the
problems of nomenclature in neonatal cardiorespiratory
disorders. The authors described a subgroup of babies in
whom we would diagnose persistent fetal circulation, even
without resort to echocardiography. They chose to label
the disorder 'transient tachypnoea of the newborn (TTN)',
but observed that it differed in many ways from 'classical
TTN', and postulated that there were two types of TTN,
so lo and behold a disease variant was born!

It is clear that there is a group of babies who suffer
from respiratory distress soon after birth but in whom
there seems to be no major identifiable cause-such as
hyaline membrane disease, congenital pneumonia,
meconium aspiration syndrome, or structural mal-
formation of the cardiorespiratory system-and it is
difficult to put a diagnostic label on such babies. In
terms of aetiology some have a delay in the clearance of
lung fluid, some are suffering from post-asphyxial
pulmonary oedema, some have persistent fetal circulation
with pulmonary hypertension and right-to-left shunt;
others have transient and patchy atelectasis possibly
caused by minor aspiration and airways obstruction.
Often a combination of causes operate. We suggest that
the term 'maladaptation syndrome' describes these babies,

qualified by a statement about the probable major
aetiological factor. This is of more than academic
interest because delayed clearance of lung fluid is benign
and self-limiting, pulmonary oedema may respond to
frusemide and continuous positive airways pressure,
persistent fetal circulation may be controlled by tolazoline,
and patchy atelectasis is helped by chest physiotherapy.
We are concerned that someone will label the so-called

more severe form of TTN of Halliday et al. as 'type II
TTN'; bearing in mind that TTN is sometimes referred to
as 'type II respiratory distress syndrome',2 3 we shall then
all be talking at cross-purposes.
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Dr Halliday and co-workers comment:

Our aim in writing the paper was not to suggest changes
in nomenclature of neonatal respiratory disorders but
rather to stress to non-specialist physicians who care for
the newborn that some babies with fairly clear chest
radiographs do have severe illness.
The diagnosis of transient tachypnoea of the newborn

(TTN) can only be made with certainty retrospectively.
That is, an infant with tachypnoea, mild distress, and a
characteristic chest radiograph' who recovers in 3 or 4
days.2 We attempted to make the diagnosis prospectively
on the basis of clinical presentation and x-ray films in our
25 babies. Six of our infants had profound hypoxaemia
and 3 needed mechanical ventilation though their initial
clinical and radiological findings were similar to those of
babies with Avery's classical TTN.2 These 6 babies
probably had pulmonary hypertension (raised RPEP/
RVET ratios) and right-to-left shunting, but initial
clinical findings would not have distinguished them from
the other 19 babies.
We are concerned that some nurseries who only

rarely care for ill newborn infants may decide on the basis
of fairly clear chest x-ray films (absence of signs of
respiratory distress syndrome) not to transfer a potentially
hypoxaemic infant. Blood gas analysis may not be
routinely practised in such nurseries, and it is only when
the baby later collapses that transfer to the regional centre
is arranged. Perhaps, worse still, some of these babies
may be transferred as cases of cyanotic congenital heart
disease and even undergo cardiac catheterisation3
without resort to echocardiographic assessment.
Although echocardiography suggests disordered left
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