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Breast-milk Jaundice
When a newborn baby is jaundiced a knowledge of the time
when the jaundice appeared and its subsequent course is
helpful in diagnosis. If it is evident before 36 hours of age,
it is likely to be due to haemolysis and must be taken very
seriously. Jaundice appearing a little later, but reaching its
peak during the first week and then fading rapidly, is usually
"physiological," though other diagnoses such as systemic in-
fection and some less common causes of haemolysis should be
considered if the baby is unwell or the jaundice is marked.
Jaundice which appears after the first week, or which persists
after the age of 10 days in a full-term baby, is much less
common. Its differential diagnosis includes neonatal hepatitis,
chronic infections, biliary atresia, galactosaemia, hypo-
thyroidism, and certain rare inborn errors of bilirubin metabo-
lism such as Crigler-Najjar syndrome.

In 1963 a hitherto undescribed condition was added to this
liStl 2-namely, prolonged jaundice due to unconjugated
hyperbilirubinaemia occurring in some breast-fed infants, and
believed to be due to inhibition of bilirubin conjugation by a
substance present in breast milk.'' The jaundice remitted
rapidly on changing the baby to cow's milk, and it sometimes
recurred, but to a lesser extent, if breast feeding was reintro-
duced. The milk ofthese infants' mothers inhibited conjugation
of bilirubin in vitro. And the breast-fed, but not the bottle-fed,
siblings of affected infants frequently had severe and prolonged
jaundice.4
The inhibitory substance was at first thought to be 3a, 20f3

pregnanediol,2 4 and when this substance was fed to two
newborn infants (but not to two older ones) moderate jaundice
resulted. A. Ramos and colleagues6 could not confirm that milk
with high inhibitory activity contained pregnanediol nor that
infants fed with pregnanediol became jaundiced, and a recent
paper by B. P. F. Adlard and G. H. Lathe7 casts further
doubt on the suggested pathogenesis of breast-milk jaundice.
They found that pregnanediol does not inhibit bilirubin
conjugation in (adult) human liver slices or microsomes.

Another possible explanation is that these babies may have a
relatively low intake of milk. A. J. Newman and S. Gross'
gave data on weight gain in seven of their infants, and in four
the gain was distinctly inadequate. It is commonly held that a
low intake of fluid tends to cause neonatal hyperbilirubin-
aemia and a higher intake to prevent it, though there is some
conflict of evidence on this point. Some studies have shown
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that babies with a low birth weight 8-12 and infants of diabetic
mothers13 become less jaundiced if they are given a relatively
liberal fluid intake from the start, but other workers have not
found this effect.14-17 The rapid clearing of breast-milk
jaundice when bottle feeding is started1 3 4 5might be accounted
for at least in some cases simply by an increased fluid intake.
(In none of the papers quoted has fluid intake before and after
starting bottle feeding been compared.) However, this ex-
planation would not account for L. M. GartnVr and I. M.
Arias's finding that the milk of mothers whost babies had
breast-milk jaundice consistently showed far greater inhibition
of conjugation in vitro than milk from mothers of unjaundiced
infants.4 Whatever the reservations about the applicability of
these in vitro results to the human infant7 this observation
obviously requires an explanation. Breast-milk jaundice may
be a more complex problem than was at first thought.18
Possibly some cases are due to so far unidentified inhibitors in
milk and some to inadequate fluid intake.
Though neonatal jaundice from any cause may be dangerous

if the serum bilirubin level exceeds 20 mg. per 100 ml., it
seems to be generally agreed that breast-milk jaundice is
relatively harmless and will gradually fade, so there is no need
to stop breast feeding if the mother wishes to continue with
it.3 4 5 But when this diagnosis is suspected the clinician would
probably do well to check that the baby's weight gain suggests
an adequate intake of milk.

M.R.C. and the Universities
The relationship between the Medical Research Council and
the universities is both intimate and delicate, requiring some
tact on both sides if it is to prosper. Financing as it does many
investigations carried out in universities, the M.R.C. is, if not
a rich, at least a fairly affluent uncle to academic staffs. Its
funds are welcome and its good judgement in allocating them
acknowledged. But in drawing into research many of the
brightest sparks of their generation it does also to a certain
extent remove them from the opportunity of teaching. And
though in public declarations the twin virtues of research
and education are invariably firmly linked, presented as
mutually enhancing, and accepted as the dual responsibility
of academic staffs, to the individuals undertaking them they
more often seem to pull in opposite directions.

It is worth noting, therefore, that the M.R.C. reiterates in
its latest annual report' that it seeks to complement and not
to rival research in the universities or the National Health
Service. And it emphasizes that "the closest possible liaison
and co-operation between the Council and the universities
are thus imperative." For some years before, and for the 50
years since, it was granted its royal charter in 1920, the M.R.C.
has been notably successful in fostering research, much of it
through the universities, so that its record bears witness to
the happy relationship it has established with them. Through
short- and long-term grants it has enabled many individual
members of academic staffs to survive the financial crises to
which research is especially prone, and its separate research
units-whose members have collected a surprising number of
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