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Junior staffing cuts in paediatrics-
American style
If you've had a surfeit of JPAC, career or visit-
ing registrars, and working hours, and think
these are purely NHS problems, you should
read the article by Honigfeld et al (Pediatrics
1990;85:%9-76) about strategies used by
American hospitals faced with coping without
paediatric residents. Apparently some hospi-
tals there are finding it difficult to comply
with training requirements, some are cutting
back for financial reasons, and some are in dif-
ficulty because of reductions in the hours resi-
dents are permitted to work. Strategies to plug
the gaps have included getting other people to
do more (nurses, medical students, family
practice residents, the remaining paediatric
residents, and paediatricians), hiring more
staff, and hiring locums. Some of the options
were restricted in practice-if there's a shor-
tage of nurses it's unrealistic to think they can
take over many of the doctors' duties.
None of the solutions seemed entirely satis-

factory and the authors comment that 'physi-
cians generally agreed that residents are the
optimal hospital staff provider'. The authors
do not address the question of the quality of
care provided by the 'gap pluggers' and the
work offers no solutions to staffing problems
in British hospitals, but at least we are not
alone.

Risk to SIDS siblings
Good news is uncommon enough for us to
want to cling to it. What a relief it was when
Peterson et al reported (J Pediatr 1986;108:
911-4) that first in Norway and then in
Washington State they had found no signifi-
cant increase of SIDS in the siblings of vic-
tims. How disappointing, then, to read a
recent report, again from Washington State
(Guntheroth et al, J Pediair 1990;116:520-4)
giving a 1-3% risk of SIDS in siblings, six
times that in the general population. Estimates
of relative risk quoted in the literature vary
between 3-4 and 10 so that despite some varia-
tions in the populations compared it seems
that we will have to accept that the siblings are
at increased risk. This study also showed a six-
fold increase in risk of death in infancy in the
siblings of infants who died from causes other
than SIDS. When a baby died a non-SIDS
death there was an increased risk of non-SIDS
death but not of SIDS in subsequent siblings,
but when a baby died of SIDS subsequent
siblings were at increased risk of both SIDS
and non-SIDS deaths and the overall risk of
death in those siblings was 2%.

Racial differences in SIDS
The low incidence of SIDS in Hong Kong was
pointed out by Davies' and it has been sug-
gested that nursing babies supine, as is the tra-
dition there, may be protective.' 2
A paper from California in the same edition

of the Jrournal of Pediatrics (Grether et al,
J Pediatr 1990;116:525-8) looks at Americans
of Japanese, Chinese, Filipino, Korean, and

Vietnamese origin. The incidence of SIDS
varied from 09 to 1-5 per 1000 and was signi-
ficantly higher in the groups which had been
longer in the United States. The same authors
had previously reported an incidence of SIDS
among Chinese babies in California that was
38 times that found by Davies in Hong Kong.
Whether these differences are environmen-

tally or culturally determined, or whether
there is something about people who emigrate
which makes them more prone to SIDS than
those who stay put, is not known. Do the
Chinese in California lie their babies prone?

I Davies DP. Cot death in Hong Kong: a rare
problem. Lancet 1985;ii:1346-8.

2 Engelberts AC, de Jonge GA. Choice of sleeping
position for infants: possible association with
cot death. Arch Dis Child 1990;65:462-7.

Severe neonatal respiratory failure
Extracorporeal membrane oxygenation and
carbon dioxide removal for the management of
severe acute respiratory failure has been on the
horizon for some years now but its application
to the newborn has been slow. A report from
Paris (Chevalier J-Y et al, Lancet 1990;335:
1364-6) describes the use of this technique in
20 newborn babies, 17 ofwhom survived with
no apparent deficit in lung or brain function.
The babies were all of more than 35 weeks'
gestation and weighed more than 2000 g and
the causes of their respiratory failure were:
persistent pulmonary hypertension of the
newborn (n=7), meconium aspiration (n=5),
sepsis (n=5), respiratory distress syndrome
(n=2), and diaphragmatic hernia (n= 1). None
had been expected to survive with conventio-
nal management.
Are we about to witness another revolution

in neonatal intensive care?

Phenobarbitone is a depressing drug
Do we need any more nails to hammer into the
coffin of phenobarbitone as a treatment for
childhood epilepsy? If so, what about depress-
ion? Brent and colleagues in Pittsburgh report
on the follow up of 28 patients aged 6 to 16
years treated with a single drug for epilepsy
(Pediatrics 1990;85:1086-91). Major depress-
ion was diagnosed in 38% of phenobarbitone
treated patients and none of those treated with
carbamazepine. Discontinuation of phenobar-
bitone treatment led to recovery from depress-
ion. Strangely the frequency of suicide
attempts was the same (phenobarbitone 13%,
carbamazepine 12%) in the two groups. The
authors do not say whether any of these
attempts were successful and do not disting-
uish between determined attempts at suicide
and 'cries for help'. They point out that the
small study numbers and the non-random
assignment to the two drugs precludes firm
causal conclusions.

Latent coeliac disease
There are those who have coeliac disease and
there are those who don't. At least that's the
way its been looked at until recently, but now
the concept of latent coeliac disease needs to
be incorporated into thinking about basic
mechanisms of the disease. O'Mahony and
colleagues in Edinburgh (Lancet 1990;335:
1487-90) studied eight adult patients with der-
matitis herpetiformis and normal jejunal
histology (most patients with dermatitis her-
petiformis show the histological changes of
coeliac disease). Measuring immunoglobulins
and antibodies in jejunal fluid they found

changes similar to those found in untreated
coeliac disease, that is, raised IgA, IgM, and
IgG and high concentrations of IgA and IgM
antibodies to gliadin, 0 lactoglobulin and oval-
bumin. Serum concentrations of IgA gliadin
antibodies were the same as in controls but
those of IgG antibodies were intermediate
between those found in controls and in
patients with coeliac disease.

Latent coeliac disease may be found in
apparently healthy people, first degree rela-
tives of patients with coeliac disease, people
with recurrent aphthous ulceration, and in
gluten sensitive diarrhoea without overt
enteropathy. The changes in antibody secre-
tion into the gut are probably a marker of sus-
ceptibility but a further insult seems necessary
if the latent disease is to progress to entero-
pathy with characteristic histological changes.
The elucidation of the nature of that insult will
be an important part of future research into
adult coeliac disease and the relevance of the
findings for the disease in children will need to
be considered.

ELISA's baby and the diagnosis of
tuberculous meningitis
We all know ELISA (enzyme linked immuno-
sorbent assay), of course, and a very good
friend she's been. In the diagnosis of tubercu-
lous meningitis, however, detection by ELISA
of antimycobacterial antibodies in cerebrospi-
nal fluid gives inadequate accuracy. Now
workers at the Karolinska Institute in Stock-
holm have developed a method for counting
cells in blood or cerebrospinal fluid that are
secreting antigen specific IgG or IgA
antibodies-a nitrocellulose enzyme linked
immunospot assay-and the method has been
used at the Shanghai Medical University to
examine cerebrospinal fluid and blood from
patients with tuberculous meningitis (Lu et al,
Lancet 1990;336:10-3). In previously reported
studies the Swedish team has shown the tech-
nique to be useful in the diagnosis of Lyme
disease and they have demonstrated cells in
the cerebrospinal fluid secreting myelin anti-
bodies in people with multiple sclerosis.
Twenty five patients, adults and children,

had a clinical diagnosis of tuberculous
meningitis. Cerebrospinal fluid was examined
from all of them and cells secreting anti-BCG
IgG antibodies were found in 24. Doing the
test on blood was less reliable. Five patients
with a positive cerebrospinal fluid IgG test had
blood examined. Two had IgG antibody sec-
reting cells and four had IgM antibody secret-
ing cells in blood. Six patients had cerebrospi-
nal fluid examined within a week of the onset
of symptoms and five had anti-IgG antibody
secreting cells. Maximum numbers of the cells
were found in the second and third weeks of
the disease. Cerebrospinal fluid was also
examined in 12 patients with bacterial, crypto-
coccal, or viral meningitis and one sample,
from a patient with cryptococcal meningitis,
contained anti-BCG IgG secreting cells.

Nineteen of the 25 patients had raised cere-
brospinal fluid concentrations of anti-BCG
IgG antibody measured by ELISA, five of the
six negative tests occurring in the first week of
the disease and the other in the second.
As a parting shot the authors mention the

possibility ofTusing the polymerase chain reac-
tion (PCR) to detect mycobacteria in the cere-
brospinal fluid and call for comparative
studies of PCR and the immunospot assay.
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