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inhibited by maternal antibody, and in some children from
9 to 12 months old similar inhibition may also occur.

Vaccination in Britain is to be carried out with live
attenuated measles virus vaccine. This is a wise choice,
for it entails only one injection, and the reactions which
follow, though some may be of a febrile nature, are generally
mild. It is true that reactions from live vaccine can be
reduced to some extent by giving four weeks previously a
single dose of inactivated (killed) measles vaccine, but such
a procedure is now considered inadvisable. Killed measles
vaccine has not proved to be satisfactory, for it gives, even
after repeated doses, only a transient immunity, and more-
over may cause unusual local and systemic reactions when
the child is exposed to measles or given live vaccine a number
of years later.' The experiences of these reactions have so
far been entirely confined to the U.S.A., and have been in
children who have received repeated doses of killed vaccine;
they have never been associated with live measles vaccine.
In Britain no such reactions have been observed, and this
may be because those children who received killed vaccine
had only one dose which was followed up within a month
by a dose of live vaccine. But until more is known about
the mechanism of such reactions and how they can be avoided
it is imperative that killed measles vaccine should not be
used.
No doubt the Ministry, when the immunization campaign

is launched, will give adequate guidance on the precautions
which should be taken in using the vaccine. It is important
that parents should be told that live vaccine sometimes induces
a febrile disturbance or a mild, non-infectious measles-like

illness. It is also important that guidance should be given
on those children who should not be given vaccine. Included
in this group would be children with acute illness, a history
or family history of convulsions, a history of allergic disease
especially to egg proteins (since the vaccine is produced in
chick embryo cell cultures), children suffering from leukaemia
and other malignant disease and hypogammaglobulinaemia, as
well as those who are undergoing corticosteroid or immuno-
suppressive treatment. Of particular importance is guidance
on giving the vaccine to children with chronic illnesses, such
as heart disease and chronic pulmonary diseases, and also to
children who may be undernourished. With these children
protection against measles is most desirable, for it is with
them that the disease is most dangerous. It may be necessary
when vaccinating them to give simultaneously along with the
live vaccine, but at a separate site, a suitable dose of human
gammaglobulin so as to reduce the reactivity of the vaccine
without eliminating its immunizing capacity.

Finally, the Ministry of Health should ensure that when the
immunization campaign gets under way it should include a
thorough surveillance programme. This is essential when any
new prophylactic measure is embarked upon, for it is only by
continuous and careful records that a true evaluation of the
procedure can eventually be achieved.
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Medicines Commission
Last autumn the Government published a White Paper" on its
proposals for new legislation to control the safety, quality, and
description of drugs.2 The B.M.A. Council' had widespread
support when it pointed out that the controlling body should
be truly independent and that the right of appeal against its
decisions should be secured. The Sainsbury Committee
also recommended an independent controlling body." Now
the Medicines Bill5 published on 2 February sets out the
legislative proposals in detail, and it is summarized at p. 456.
It is disappointing that the Government has ignored both
the constructive criticisms of the medical profession and the
recommendations of the expert committee that it set up to
inquire into the drug industry.

Fundamental for the Government's proposals is the creation
of a Medicines Commission appointed by and responsible to
the Health Ministers. It will in effect take over the functions
of the Dunlop Committee on Safety of Drugs, the Macgregor
Committee on the Classification of Proprietary Preparations,
and the preparation of the British Pharmacopoeia, and in
addition will grant licences for both old and new drugs to
manufacturers and importers and exercise control over the
content and format of all advertisements for drugs. These
proposals are virtually identical with those published in the
autumn. Two weeks later the Sainsbury Committee
Report came out strongly in favour of an independent com-
mission. "It should have an independent constitution,"

stated the Sainsbury Report, "and be plainly seen to be
independent. It is our aim that except for its necessary
dependence upon the Government for the allocation of funds,
it should be free from direct control by the Ministry of the
day." There is no division within the medical profession on
this issue ; if there has to be a medicines commission it should
be free of direct control by the Health Ministers.

Such extensive control of the drugs industry by the Govern-
ment might perhaps be justifiable if less drastic measures had
been shown to have failed. The Food and Drugs Administra-
tion in the U.S.A. can justify its close scrutiny of the efficacy
and advertising of drugs by reference to the findings of com-
mittees such as Senator Kefauver's.6 In Britain, however,
there is no comparable record of abuse. The system of
voluntary control by the Dunlop Committee has worked well.
The Sainsbury Committee found that the drug industry had
served the public interest." admirably."
The recent decision to reintroduce prescription charges was

a timely reminder that decisions on medical matters may
sometimes be taken for purely political reasons. Real advan-
tages could be gained from a commission's being free to
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take a line which is in conflict with the political views of the
party in power. The Government should be open-minded in
its approach to the issues raised by this Bill. There is no
justification for its apparent wish directly to control the drug
industry.

Pulmonary Haemorrhage in the
Newborn

A number of necropsy studies have been done in an attempt
to establish the factors that are responsible for deaths of new-
born babies from haemorrhage into the lungs.'14 A recent
investigation by D. R. Shanklin and S. L. Wolfson seems to
incriminate the use of oxygen as a possible cause of this con-
dition.5 It is very difficult to assess the true incidence of
pulmonary haemorrhage in the newborn, as it occurs in two
main forms. The first is associated with anoxia around the
time of delivery. The haemorrhage is mainly subpleural and
interstitial in distribution and there is, as a rule, less marked
bleeding into the air spaces. The infants so affected are
usually stillborn or die soon after delivery. The second form
is seen in the infant who survives the immediate hazards of
delivery only to die within a few days. The haemorrhage in
this group of infants is predominantly intra-alveolar and the
interstitial tissue may be unchanged or merely oedematous.
The haemorrhage is commonly classified as "massive " or
" severe." This type of haemorrhage is apparently not
associated with any inherent bleeding diathesis, but it occurs
as a terminal event in such a wide variety of conditions that
it is difficult to assess it as an entity, and it is perhaps better
regarded as a mode of death. Conditions which are known
to terminate with pulmonary haemorrhage in the neonatal
period include kernicterus, cerebral oedema, subdural haemor-
rhage, and pneumonia. Further confusion arises from the
fact that some workers regard pulmonary haemorrhage as a
component, together with pulmonary oedema and hyaline
membrane formation, of the respiratory distress syndrome.67
Recently, however, A. J. McAdams4 was unable to confirm
any common pathogenesis for pulmonary haemorrhage and
hyaline membrane disease. There were two reasons for this
lack of correlation. Firstly, the infants with pulmonary
haemorrhage were not mainly premature-as is the case with
infants suffering from the respiratory distress syndrome-
and secondly the age of death is greater in the former. If
known associated conditions such as kernicterus, other cere-
bral lesions, and infection are eliminated, together with those
infants known to have hyaline membrane, the remaining
infants with " idiopathic " pulmonary haemorrhage account
for 7% of deaths in the first week, an incidence of 0.9 per
1,000 live births.8
So the incidence of this condition is not negligible, and

these infants appear to drown in their own blood. The
haemorrhage may occur at any time after delivery, but it is
rare within the first six hours of life and the majority of these
infants die between the third and fourth day. Though the
grosser intracranial lesions such as kernicterus and subdural
haemorrhage, which have known associations with pulmonary
haemorrhage, should be excluded from the "idiopathic"
group, nevertheless cerebral damage as a result of anoxia or
cerebral oedema may be predisposing factors.4
The interesting feature of the report by Shanklin and

Wolfson is their suggestion that therapeutic oxygen is a pos-
sible cause of this form of pulmonary haemorrhage. A total

of 83 infants were studied at necropsy. Only eight of these
weighed over 2,500 g. at birth. Twelve infants were treated
in air only, 11 were given oxygen at least six hours after
delivery, 21 were given oxygen soon after delivery, and 39
were given oxygen continuously from birth. No pulmonary
haemorrhage was seen in the lungs of infants kept in air or
in those given oxygen after the first six hours of life. Four-
teen of the 21 infants given oxygen soon after birth and 35
of the 39 infants given oxygen continuously had haemorrhagic
lungs. These authors suggest that oxygen therapy for the first
two hours of life only or when administered after the sixth
hour of life does not cause pulmonary haemorrhage. Between
two and six hours after delivery some change appeared to
occur which led to bleeding into the lung. During the same
period an infant maintained in air seems to be protected
from this change. Their results in respect of hyaline mem-
brane formation are also of some interest. Fifty-seven
(68.7%) of the 83 infants had hyaline membrane in their
lungs, but the incidence was 87.2% in those given oxygen
continuously. These findings reinforce those of other recent
studies.9 10 W. H. Northway, R. C. Rosan, and D. Y.
Porter9 describe a condition of " bronchopulmonary
dysplasia " occurring as a result of treatment of infants with
hyaline membrane by a respirator. Humidified oxygen at a
concentration of 80-100% was administered in a positive
pressure respirator. This seemed to result in a prolongation of
the resolution of hyaline membrane and provoked squamous
metaplasia of the bronchiolar epithelium and interstitial
oedema and fibrosis. This could result in the continuation
of respiratory symptoms well beyond the neonatal period.
The diffuse pulmonary change did, however, seem to be rever-
sible. That pulmonary lesions associated with oxygen therapy
and artificial ventilation are not confined to the newborn has
been shown by G. Nash, J. B. Blennerhassett, and H.
Pontoppidan.10 The pathological changes seen in the lungs
of their adult patients included oedema, thickening of the
interlobular septa, and hyaline membrane formation. More-
over, these changes were related to the use of high concen-
trations of oxygen rather than just to the length of time the
respirator was used.
The implications of these studies for the clinical manage-

ment of patients are not yet entirely clear, and it must be
noted that they are based mainly on necropsies. Changes
seen in the lungs post mortem may or may not reflect
accurately alterations in vascular permeability during life.
Probably, however, the administration of high concentrations
of oxygen over a prolonged period affects not only the retinal
vessels, leading to retrolental fibroplasia, but also the pul-
monary vessels.

It has been known for many years that it is possible to
produce pulmonary lesions in mice by giving oxygen at a
concentration of more than 40%, and about half the mice die
if the concentration is raised to 80%.11 These changes in
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