
LETTERS TO
THE EDITOR

Neonatal hypoglycaemia after diabetic
pregnancy

EDITOR,—The study by Stenninger and col-
leagues showed that a blood glucose concen-
tration of less than 1.5 mmol/l is associated
with long term neurological dysfunction.1 I am
interested to know why the authors chose to
define hypoglycaemia thus. They cited our
1988 study,2 saying “that many neonatal units
diagnose neonatal hypoglycaemia at concen-
trations exceeding (my italics) 1.5 mmol/l.”
Shouldn’t the word have been less than rather
than exceeding?

The authors may not be aware of our 1996
study,3 showing a significant change in the
definition of hypoglycaemia among paediatri-
cians and in neonatal textbooks published
between 1986 and 1992, compared with that
used between 1965 and 1986. In 1992 among
the 420 neonatologists in the UK who would
maintain blood glucose concentrations of >2
mmol/l, 78% said they would do so for term
babies and 87% for preterm babies, compared
with 34% and 22%, respectively, cited in our
1988 study.2 Furthermore, in 1992 the
percentage of paediatricians who preferred to
maintain blood glucose concentrations of 2.6
mmol/l or more was three times as high as that
cited in 1986.

In view of the epidemiological4 and neuro-
physiological data5 showing adverse eVects
associated with a blood glucose concentration
of less than 2.6 mmol/l, it would have been
useful to know what results would have been
obtained had the authors compared the babies
with blood glucose at this level with those
babies with a blood glucose of > 2.6 mmol/l,
and whether any of the babies had recurrent
hypoglycaemia.

Would the authors care to recommend what
they would consider a safe blood glucose con-
centration for neonates born to diabetic
mothers?
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Hypoglycaemia in neonates

EDITOR,—The study by Stenninger and col-
leagues is another unacceptable contribution
to the already confused scientific literature on
hypoglycaemia in neonates.1

Leaving aside the obvious problems of
selecting a matched socioeconomic control
population for a group of babies known to
have complex developmental problems, and

who were exposed to insulin in utero, the
authors do not provide us with adequate data
on their patients.

They refer us to their original study,2 but
neither there nor in the current study do they
give us any idea of the severity or duration of
the hypoglycaemia to which these babies were
exposed, nor is it acceptable, nowadays, to
discuss the likely eVects of hypoglycaemia
without providing data on plasma concentra-
tions of other alternative brain fuels. It is per-
fectly possible, from the data supplied, that
some of their hypoglycaemic babies had a
blood glucose concentration no lower than 1.2
mmol/l for less than an hour. Surely not even
the most fervent apologist for the deleterious
eVects of neonatal hypoglycaemia believes that
this is likely to cause neurological sequelae, no
matter how soft and uncontrolled the data?

The implication of the last paragraph of
their paper is that transient asymptomatic
postnatal hypoglycaemia of infants born to
gestationally diabetic mothers should be
treated with intravenous glucose. That must
be wrong. The iatrogenic damage caused by
this, rebound hypoglycaemia, and mother–
child separation are likely to be considerably
greater than the trivial, non-specific abnor-
malities they report. I believe, therefore, that
this study is not only unsound, but potentially
dangerous.
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Dr Stenninger responds:

We used the definition of neonatal hypoglycae-
mia as a blood glucose concentration of < 1.5
mmol/l according to criteria from the Swedish
Paediatric Association (1978). This definition
was in use when we started our 1988 study for
neonatal hypoglycaemia in full term babies.
We agree with Dr Koh that it would have been
interesting to have set the level of hypoglycae-
mia at <2.6 mmol/l.

As the primary purpose of our investigation
was not to determine a safe limit for neonates
born to diabetic mothers, we cannot give a
recommendation for such a limit in these cir-
cumstances. In Sweden we now use the lower
limit of 2.2 mmol/l for the diagnosis of neona-
tal hypoglycaemia in term babies (Swedish
Paediatric Association, 1997), and we have
found no evidence to suggest that neonates
born to diabetic mothers would tolerate lower
blood glucose concentrations than healthy
mothers.

Vascular ring: an important cause of
severe upper airway obstruction

EDITOR,—We report three neonates with
upper airway obstruction (UAO), who were
exposed to acute life threatening events due to
a delay in making a correct diagnosis. Chest
x-ray, echocardiogram, bronchoscopy and
barium swallow were normal or inconclusive.
Magnetic resonance imaging (MRI) revealed

vascular ring in these cases.

Case 1
A girl, born at term by caesarean section (3.9
kg birthweight) developed grunting immedi-
ately after birth. She was admitted to the spe-
cial care baby unit with a diagnosis of UAO.
Chest x-ray, barium swallow, echocardiogram
and bronchoscopy were normal. She was
discharged at 10 days of life with persistent
stridor without airway compromise or feeding
diYculties. She was readmitted eight days
later, and was intubated and ventilated for
worsening stridor. A chest x-ray revealed
bilateral pulmonary oedema. She developed
frequent hypoxic episodes and had two
cardiopulmonary arrests, both of which were
managed successfully. She had seizures and
was then referred to intensive care unit. On
arrival she was shocked, had biphasic wheeze,
and a combined respiratory and metabolic
acidosis (capillary blood gas pH 6.75, pCO2

27.5 kPa, pO2 28.7 kPa and a base deficit of
15). A chest x-ray showed bilateral diVuse
shadowing with extensive air bronchogram.
The echocardiogram was normal and bron-
choscopy showed a slight swelling into the
lumen on the right side 2 cm above the carina
with some tracheomalacia. Attempts to wean
her from respiratory support were unsuccess-
ful. MRI showed a double aortic arch verified
by preoperative angiography. She was success-
fully extubated after surgery.

Case 2
A boy born at term (3.3 kg birthweight)
developed stridor from day 2 of life. He was
discharged with a diagnosis of laryngomalacia.
The stridor persisted and he was readmitted at
5 weeks of age for broncholitis requiring ven-
tilation. Extubation attempts over two weeks
were unsuccessful. Chest x-ray, echocardio-
gram, and laryngoscopy were normal. He was
referred to intensive care; on arrival he was
shocked, with the arterial blood gas showing
mixed respiratory and metabolic acidosis (pH
7.07, pCO2 11 kPa, pO2 9.6 kPa and a base
deficit of 15). Chest x-ray was normal and an
echocardiogram showed a right sided aortic
arch with a possibility of a smaller left aortic
arch. MRI confirmed the diagnosis ofvascular
ring, which was verified by preoperative
aortogram. He was extubated successfully
four days later.

Case 3
A girl born at 34 weeks of gestation (2.5 kg
birthweight) remained well intil 6 days of life
when she developed apnoea and cardiac arrest
requiring prolonged cardiopulmonary resusci-
tation. She was intubated and ventilated. She
developed seizures. Chest x-ray was normal
and computed tomography scan of the head
showed features suggestive of global ischae-
mia. She failed four extubation attempts
because of stridor and recessions. Direct
laryngoscopy showed that the cords were
slightly oedomateous. At 3 weeks of age, she
was transferred to intensive care. Broncho-
scopy was normal and she was extubated the
following day but reintubated two days later
for respiratory distress. MRI showed a double
aortic arch confirmed by preoperative aorto-
gram. She made an uneventful recovery after
surgery.

Double aortic arch (DAA) is the most com-
mon cause of symptomatic vascular ring and
usually presents in the neonatal period with
wheezing,persistent stridor, tachypnoea,dysp-
noea, and dysphagia.1 A high index of
suspicion is necessary as inappropriate investi-
gations and management may delay the

Arch Dis Child Fetal Neonatal Ed 1999;80:F252–F253F252

 group.bmj.com on February 10, 2012 - Published by fn.bmj.comDownloaded from 

http://fn.bmj.com/
http://group.bmj.com/


correct diagnosis being made, thereby expos-
ing the patient to life threatening events. A
chest x-ray may show abnormal indentation or
a deviated trachea due to a prominent right
aortic arch, but all our patients had normal
chest x-rays. A barium swallow may show the
abnormal indentations on the trachea and the
oesophagus. Only case 1 had a barium swallow
study and this yielded normal results. Echo-
cardiography was reported as normal in case 1
and suggestive of the diagnosis in case 2, while
bronchoscopy was normal in cases 1 and 2.
MRI is an accurate and non-invasive tool for
the assessment of vascular ring2 and facilitated
a correct diagnosis in all cases. Angiography is
also accurate but invasive and associated with
a small but significant morbidity and mor-
tality. Angiography was done preoperatively
due to the surgeon’s preference.

We recommend that in a neonate with per-
sistent UAO, a firm diagnosis must be
established before hospital discharge and an
MRI scan should now be part of the routine
investigation of infants with serious and
persistent airway obstruction.
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International replications, anyone?

EDITOR,—Chowrimooto et al recently pointed
out that: “fetal copper metabolism is diVerent
from that of the adult,...with apparent similar-
ity to Wilson’s disease.”1 It is well known that
the copper chelating agent D-penicillamine
(DPA) leads to a clinical improvement in
hepato-lenticular degeneration without com-
mon toxic eVects. Why, then, we wonder, has
the demonstration of an eVective mode of pre-
vention of retinopathy of prematurity (ROP)
in two randomised trials conducted more than
10 years ago in Hungary,2 failed to encourage
others to undertake the independent replica-
tions needed to verify or refute such a promis-
ing approach?

We were surprised by the following state-
ment in a recently published English language
text: “there are no data on D-penicillamine
administration to neonates.”3 This assertion
was particularly vexing because one of us

reported on the successful use of DPA for
neonatal hyperbilirubinaemia as far back as
the 1970s.4 DPA has been used extensively in
Hungary for treating neonates after pre-
clinical laboratory research and data from
controlled clinical trials. Frustratingly, no
eVorts seem to have been made by others to
repeat this work.

The Cochrane Collaboration is working
hard to break down the language barriers that
have left so many non-English speaking medi-
cal scientists apparently unheard. Further-
more, we would like to draw attention to a
recent Cochrane review which we conducted
on the existing evidence from controlled trials
on the use of DPA in premature infants with
ROP and survival as the outcome measure.
The consensus reached was that: “DPA is
unlikely to aVect survival and may reduce
acute ROP among the survivors.” Studies to
date, it was concluded, “justify further investi-
gation of this drug in a broader population.”5

English speaking doubters, we suggest,
should now take up this challenge.
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Role of cisapride in preterm infants

EDITOR,—Enriquez et al provided evidence
that cisapride given to preterm infants was
beneficial and free of side eVects.1 A study of
similar design, based in our unit, was halted by
the Medicines Control Agency (MCA) be-
cause of the possible risks of prolonged QT
intervals.2 It is therefore interesting to note
that the publication of Enriquez’s study coin-
cides with an update from the MCA. This
states that cisapride is contraindicated in pre-
term infants up to the age of 3 months.3

We recently undertook a survey of 367
neonatologists in the UK and Ireland to
ascertain the prevalence of cisapride prescrip-
tions in preterm infants and the indications for
its use.4 Almost 70% of those surveyed
responded to the questionnaire. The results
showed that 85% of respondents continue to
actively prescribe cisapride in their units while
only 5% have stopped using it because of the
risk of QT interval prolongation. The pre-
dominant indication for use was for gastro-
intestinal reflux (87%), but around 50% of
respondents also used it for feed intolerance,
gastric stasis, and intestinal dysmotility.

Our survey shows that cisapride is still
widely prescribed for preterm babies in the
UK and Ireland. We urgently need clear risk:
benefit data from randomised controlled
trials. We suggest that the best way to clarify
the role of cisapride in the care of preterm
infants is by a large multicentre randomised
controlled trial which investigates gut motility
and oesophageal reflux, and includes serial
ECG monitoring and pharmokinetic studies.
We are concerned that without such a trial
cisapride will continue to be widely used, per-
haps placing infants at unnecessary risk.
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Correction

In the correspondence section of the January issue, the letter by Dr Skelton et al contained an error. The abbreviation LVH
had inadvertently been printed as left ventricular haemorrhage. This should have read left ventricular hypertrophy. We
apologise for this error. (Arch Dis Child 1999;80:80).
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