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Outcome for congenital
hypothyroidism
Sir,
The study by Hulse' on children with congenital hypothy-
roidism provides useful retrospective data and prompts us
to compare his findings with our own study in the northern
region.2 In a subgroup of 43 children we found a similar
intelligence quotient (IQ) distribution (mean (SD) Wes-
chler intelligence scales for children-revised (WISC-R)
82-4 (17-7)) and an association between IQ and social
class. There was a trend to delayed diagnosis, however, in
the lower social classes and lower IQ scores in those with
severe bone age delay. The lower mean IQ scores in this
and in Hulse's study compared with that of Macfaul3 could
be the result of a difference in the social class distribution
and in the degree of thyroid deficiency but it could also be
due to the different tests used: WISC-R can give values
about six points lower than those of the WISC test.4 We
have also studied 43 adults with congenital hypothyroid-
ism. Their IQ score was mean (SD) 92-2 (15-1) (Weschler
adult intelligence scales test), but we found an 10 gain of
mean 10-6 (5.4) in 16 of these adults who had been tested
10 years apart. This confirms that the IQ score of some
patients may continue to increase with age even allowing
for IQ test differences.

Coordination problems identified by using standardised
motor assessment were common both in adults and
children. We used the Bruinink's-Oseretsky test battery2 in
the children and we recommend this test for prospective
studies of children diagnosed by screening.

Hulse' showed inappropriate treatment in some
patients. In our study, 50% of the children were on doses
of thyroxine higher and 20% on doses lower than
recommended. Interestingly, although many had abnormal
serum thyroxine and thyroid stimulating hormone values,
few had any symptoms. presumably as a result of the
protective effects of reverse triiodothyronine and
triiodothyronine.5 Some of those with high serum thyrox-
ine values, however, had bone ages advanced by two years
or more. This emphasises the need to observe treatment
recommendations in patients diagnosed early in order to
avoid complications such as craniostenosis, and to ensure
optimal subsequent clinical progress.
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Clinical significance of
gastro-oesophageal reflux
Sir,
In his annotation on gastro-oesophageal refluxt Professor
Carre states that radiologic studies are the most important
and reliable means of distinguishing physiologic from
pathologic reflux. In support of this statement he cites a 35
year experience together with his own publications. What
he omitted to mention was that during this time the
children studied were nursed upright. We now know that
the prone position is the treatment of choice and further-
more the 'propped up' position may even be harmful.2 4
Because posture is the mainstay of antireflux treatment,
his conclusion can only be regarded as suspect. I submit
that the only way to distinguish physiologic from patho-
logic reflux is by careful clinical observation.

I BLUMENTHAL
Oldham and District General Hospital,

Oldham OLI 2JH

Professor Carre comments:

The one comment in Dr Blumenthal's letter with which I
can wholeheartedly agree is his reference to the import-
ance of careful clinical assessment when evaluating the
importance of gastro-oesophageal reflux and its treatment.
He will, therefore, be pleased to know that my emphasis
on the importance of a radiologically defined coexistent
partial thoracic stomach (hiatal hernia) as a determinant of
pathological reflux has been derived from long term
detailed personal clinical observation of both treated and
untreated infants with gastro-oesophageal reflux. In sup-
port of his contention that nursing infants with reflux in a
sitting position may in fact be harmful Dr Blumenthal
quotes the pH monitoring studies of Orenstein et al.3 He
omits to mention that the validity of these particular studies
has been questioned' and makes no reference to the fact
that conflicting results have been reported by other
workers using a similar method of investigation." The
value or otherwise of any treatment must ultimately be
measured not by pH monitoring or other investigatory
techniques but by careful clinical evaluation. Such studies
have shown conclusively that the sitting position is
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clinically beneficial for infants with reflux due to a partial
thoracic stomach.7 x I would therefore require much more
clinical evidence than is at present available to change my
opinion regarding the value of this form of treatment for
infants with gastro-oesophageal reflux due to a partial
thoracic stomach. On the other hand, infants with gastro-
oesophageal reflux but no partial thoracic stomach do not,
in general, require to be treated by posture; thickening of
the feeds is usually the only treatment needed.
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Factors predisposing to abnormal
pulmonary function after adenovirus
type 7 pneumonia
Sir,
I appreciate that Sly and coauthors could label the
morbilliform rash before adenovirus type 7 pneumonia
only as a 'measles-like' illness.' It would be of interest,
however, to review the data that stopped them making the
diagnosis of measles. The four patients which the late W C
Marshall and I described in 19762 had measles preceding
crippling bronchiolitis and pneumonia due to adenovirus.
Two eventually died from respiratory failure after pro-
longed illness, one now has a unilateral small hyperlucent
lung (McLeod syndrome), and one has severe bronchiecta-
sis and cor pulmonale. The diagnosis of measles was based
on a typical illness, occurring at the same time as siblings
and other contacts had measles. In fact, in one of our
patients, and subsequently in a similar child under my care,
the measles antibody response in the siblings was entirely
normal. Yet the immunological responses to measles in
these patients were abnormal, with low or undetectable
concentrations of measles HI antibody in three. Early
measles complement fixation titres were normal, however,
though in one child they fell to undetectable values in nine
months, which is unusual. Kipps and Kaschula3 have
described six cases of fatal adenovirus pneumonia after
measles in underprivileged non-white children less than 4
years of age. They described an additional four patients

whose fatal post-measles pneumonia was due to herpes
virus. They postulated, like Warner and Marshall, that
measles rendered the child immunodeficient, and suscep-
tible to overwhelming secondary viral infection. Thus it is
not surprising that among Sly's patients those with a
'measles-like' illness before adenovirus pneumonia had
more severe sequelae.
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Dr Sly comments:

I thank Dr Warner for his interest in our paper.' We
described a worse prognosis for children with a previous
'measles-like' illness and this diagnosis was based on
historical evidence provided by parents and local medical
practitioners. No measles serology was available.

I agree with Dr Warner that it is likely that these
children suffered from measles before contracting adeno-
virus infection but as this could not be proved, it was
thought prudent not to claim that the illness was measles. I
do not believe that this lack of proof weakens the message
of the paper, that is that adenovirus type 7 pneumonia is
associated with long term pulmonary sequelae and that
young children or those with a history of a prior 'measles-
like' illness are at increased risk.

Neck radiographs in croup syndrome
Sir,
I read Dr Goel's letter' with interest and a little surprise.
The main concern with croup syndrome in Britain, where
most cases have acute laryngotracheobronchitis, is to avoid
missing cases of acute epiglottitis, because they are more
dangerous and require more vigorous mangement. On top
of the clinical pointers (for example shorter history, more
severe obstruction, toxic child, high fever), may I suggest
that the radiograph and the laryngoscope are alternative
ways of doing this. Which is chosen will depend on
circumstances. Direct laryngoscopy in acute epiglottitis
carries a risk of precipitating complete obstruction with
cardiorespiratory arrest.2 It must only be done by a doctor
skilled in intubation, with correct equipment and staff at
hand;3 otherwise catastrophe may ensue.4 Because of the
risk, some take lateral soft tissue radiographs of the neck
to show the size of the epiglottis5 instead. Evidently the
former is practised in Glasgow. The latter was routine in
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