
Epidemic of bronchiolitis in
infants
SIR,-Our experience this winter in a paediatric
referral centre supports the comments made
by Tracey Gibbs and J R Harper concerning
the current epidemic of bronchiolitis.' During
December 1991 and January 1992, 23 infants with
bronchiolitis were admitted to the intensive care
unit of this hospital. All but three of these children
were less than 6 months old. Fourteen children
suffered from a pre-existing medical condition
(atrioventricular canal defect, 3; hypoplastic left
heart, 2; tetralogy of Fallot, 1; ventricular septal
defect, 1; bronchopulmonary dysplasia, 4; cystic
fibrosis, 1; congenital nephrotic syndrome, 1;
undiagnosed neuromuscular disease, 1).
Ofthese 23 children, 18 had respiratory syncytial

virus in nasopharyngeal aspirates. Seventeen
children required intubation and intermittent
positive pressure ventilation for varying periods,
and the remaining six were managed with con-
tinuous positive airway pressure applied by means
of a nasal prong. Five of the children with severe
congenital heart disease died. The duration of stay
in the intensive care unit ranged from one to 41
(mean 11 1) days.

During the winter of 1989-90, 33 infants were
admitted to the intensive care unit with bronchio-
litis. Twenty two of these children required
intubation and ventilation, two died, and the
duration of stay in the intensive care unit ranged
from one to 26 (mean 6 3) days.
We agree that ifthis pattern ofinfection afflicting

a subgroup of vulnerable infants is repeated
in future winters there will be serious implications
for the provision of appropriate and adequate
paediatric intensive care facilities.
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Fetal growth and ratio of
placental weight to birth weight
SIR,-D J P Barker and colleagues' hypothesis that
cardiovascular disease in middle aged men is
linked to intrauterine and infant life is plausible
and exciting.' If correct it could provide important
clues for clinicians and public health physicians.

Barker and colleagues conclude that the haemo-
static factors fibrinogen and factor VII are strongly
related to reduced growth of the fetus and in
infancy. We argue that any relation to fetal growth

has not been proved. No relation was found
between the two haemostatic factors and birth
weight, placental weight, or ponderal index.
The paper also incorrectly suggests that low
birth weight is equivalent to intrauterine growth
retardation. Weight for gestational age (be it below
the 10th, fifth, or third centile) is the best available
indicator of poor fetal growth: the information for
this was available for 108 of the 148 men from
Preston but was not used.
The ratio of placental weight to birth weight is

described as a marker of fetal growth and was
found to be associated with increased fibrinogen'
and raised blood pressure2 in adult life. The
pathophysiological basis for this ratio is not clearly
discussed. The previous paper suggested an
association between a raised ratio of placental
weight to birth weight and a decreased ratio ofhead
circumference to length, and it was therefore
inferred that the increased ratio of placental weight
to birth weight was a marker of intrauterine growth
retardation.2

Data from one month's deliveries at St Thomas's
Hospital show that placental weight and birth
weight are indeed correlated, albeit poorly (r=
0 385; figure) but should not be presented as a ratio
because the line does not pass through the origin.
Other papers do not support the association of an
increased ratio of placental weight to birth weight
with intrauterine growth retardation.34

It remains to be seen whether extrapolation from
data such as these is valid in a clinical setting.
Cohort studies on newborn babies in several
parts of the United Kingdom may answer these
questions.
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Early growth and clotting
factors in adult life
SIR, -D J P Barker and colleagues are dismissive
of the possibility that confounding could account
for the relation that they found between weight at
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1 year and fibrinogen and factor VII concentrations
in late middle age.' Their data, however, suggest
that this could be a more serious problem than
they suggest. From the data in table II smoking
behaviour in adulthood can be related to weight at
1 year. There is a clear trend of increasing smoking
with decreasing weight at 1 year, with 21% of
participants who weighed more than 26 pounds at
1 year being smokers at the time of examination,
increasing to 34% of participants who weighed
s220 pounds at 1 year (X2 for trend=4-48, p=003
for categories as presented and with nine men with
smoking behaviour apparently unclassified rather
than three as stated in the text).
Though the association between weight at 1 year

and fibrinogen concentration is not abolished
by adjustment for smoking, participants in the
different categories of weight at 1 year would
probably differ in relation to other factors that
influence fibrinogen concentrations, including
recent symptoms of ill health, medical history,
leisure time, physical activity, and psychosocial
characteristics. All of these factors are likely to be
associated with smoking behaviour, and thus a
difference would be expected between groups with
different smoking patterns. Statistical adjustments
for smoking will, of course, not account for
confounding introduced by these apparently
unmeasured factors. Further, data on smoking
behaviour cannot in any sense be considered to be a
proxy for such factors in the statistical analysis.'

In the case of factor VII, Barker and colleagues
have previously shown that smokers and non-
smokers have different diets: smokers consume
more saturated fat.34 Cross sectional studies and
controlled trials have shown that consumption of
saturated fat increases factor VII concentrations.5
Thus the men who had lower weights at 1 year
smoke more and probably eat more saturated fat
than the men who were heavier at 1 year. Could
this account for the association between weight at
1 year and factor VII concentrations in adulthood?
The fact that this is difficult to test-the notorious
inaccuracy of dietary survey methods means that
the ability to control for confounding would be
low67-does not mean that the possibility should
be dismissed.
The rebirth of interest in the possibility that

factors in early life influence risk of disease in
adulthood occurred after strong ecological cor-
relations were found between current mortality
and infant mortality earlier this century.8 We have
shown that these associations could be entirely due
to confounding by current socioeconomic status.9
The possibility that confounding is involved
should be considered when analysing prospective
studies of individuals.'" There is a long time course
over which confounding could be introduced and a
wide range of factors involved. Confounding
cannot be ignored simply because the confounding
factors are difficult to measure.
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