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improved standards and might well lead to lowering of costs
as well. Examination ofprescribing patterns in terms ofefficacy
and need is more likely to be acceptable to the profession than
the current emphasis on cost of prescriptions, and much the
same is true of laboratory investigations.

But much of the essential data is not available. The clinicians
at the conference were forced time and again to admit that
apparently vital questions still remained unanswered-
outstanding among them being the best management of a
patient who has survived the first two hours after a coronary
thrombosis. Does the physical and psychological trauma of
transfer to a coronary care unit provoke more cardiac arrests
than the unit saves ? Clearly answers to basic questions like
this should be sought urgently so that rational treatment can
replace instinctive faith in expensive technological gadgetry.

Inevitably any discussion of audit and trials of treatment
presents some challenge to the traditional concept of clinical
freedom-particularly to the dinosaur argument that clinical
medicine is an art whose effects therefore cannot be measured.
Perhaps there is some truth in that claim; but even so inertia
and ignorance masquerading as art is something we can no
longer afford in clinical medicine. Mr. Rudolph Klein reminded
the conference of Isaiah Berlin's crucial distinction between
positive and negative freedom. We may have to be willing to
give up some of the negative freedom from interference if we
are to retain the positive freedom to be able to get things done
that comes from having adequate resources. The politicians'
claim that the N.H.S. offered all available treatments to every
patient was always something of a fraud: but now it is no
longer possible even to go on pretending it. Choices will have
to be made, and some of these will be discussed in coming
weeks.

Placental Infarction
Studies of alterations in blood coagulability in hypertension
in pregnancy have renewed interest in true placental infarction'
as a cause of fetal morbidity and mortality. As many as a quarter
of all stillbirths may be attributable to placental lesions,2
though this includes an unspecified number of deaths "from
unknown cause." When Little3 examined 1,000 placentae he
found that in all four cases in which more than 30% of the
placenta was infarcted the fetus had died in utero. The severity
of fetal hypoxia and growth retardation was also related to the
degree of infarction.

In the placenta a single spiral artery supplies one cotyledon:
occlusion of the artery causes necrosis of the cotyledon and its
associated villi,4 5 thus forming a true infarct. Such lesions are
seen in 25% of normal pregnancies.1 Occlusion may result
from thrombosis,' atherosclerosis, vasospasm, or any combina-
tion of the three. Fibrin deposits have been found in the
placenta as early as the tenth week of gestation.6 In normal
pregnancy there is fibrin deposited in the media of uterine
arteries, mural thrombus is formed in spiral arteries,4 and there
is an enhanced capacity to form fibrin and a diminished
ability to lyse it. While these changes ensure the integrity of
the fetal and maternal circulations and provide rapid, effective
haemostasis during the third stage of labour, they also tend
to establish a vulnerable state for intravascular fibrin deposi-
tion which may be harmful to mother and fetus. In pre-
eclampsia, the even more definite tendency to intravascular
coagulation,8'0 vasospasm, and atherosclerosis11 might be the

cause of the increased infarction rate.3 Smoking may also
increase the risk of thrombosis by transient, nicotine-induced
vasoconstriction of uterine vessels.12 13 Considerable changes
in procoagulant factors have been found in fetal growth re-
tardation,6 and though Howie et al.8 found only minor changes
in the peripheral circulation, histological evidence did suggest
increased local fibrin deposition.14

Unfortunately the diagnosis can be retrospective only,
because no means are as yet available for detecting placental
infarction as soon as it occurs. In addition to clinical acumen
all that is available are the well-established methods for
monitoring the fetoplacental unit15 16 applied to all high risk
cases. Theoretically treatment should aim to improve uterine
blood flow, and to be effective it must begin early in the disease
process. Bed rest should form part of the management,
though its benefit will be marginal. Hypertension should be
controlled. Smoking must stop, so that the amount of oxygen
available to the fetus at tissue level can be increased.13
Abdominal decompression is said to increase blood flow
through the intervillous space,'7 improving fetal oxygenation
and growth,18 but there is no evidence that it is of value in
placental infarction. Equally, in theory, a beta-mimetic agent
such as ritodrine hydrochloride should improve inadequate
placental blood flow.' 9

Another approach is to attempt to reverse the tendency to
thrombosis by anticoagulant therapy, though objective assess-
ment of the value of such treatment may be difficult because
of the small numbers of patients available for study. Bonnar20
treated one case for five weeks with heparin and dipyridamole
(a coronary vasodilator which also decreases platelet stickiness).
During treatment placental function, platelet counts, and the
tendency to intravascular coagulation improved, and a live
child was delivered. A few women persistently bear growth-
retarded babies associated with placental infarction, and Buyse
et al.2' have recently described three patients with extensive
ischaemic necrosis of the placenta in two or three successive
pregnancies leading to fetal death or growth retardation. They
were treated in their latest pregnancies with phenprocoumon
from the beginning of the second trimester to 36 weeks'
gestation, when heparin was substituted. All were delivered of
healthy infants of normal weight for their dates.

Because in the absence of treatment the prognosis is so poor
cases of recurrent stillbirth associated with placental infarction
are particularly distressing to patient and obstetrician. Buyse's
results, though uncontrolled and anecdotal, are nonetheless
encouraging. Anticoagulants, particularly those given orally,
may, however, be dangerous if not carefully supervized. Until
more evidence becomes available, anticoagulants should not
be given to women who develop pre-eclampsia in the vague
hope of protecting placental function. This is likely to do more
harm than good. It does seem reasonable, however, on the
basis of what is already known, to propose that a strictly con-
trolled study of anticoagulant therapy should be carried out on
patients having had recurrent placental infarction resulting in
the delivery of two or more babies with severe growth retarda-
tion, dead or alive. Only after such a trial will it be possible to
be certain whether anticoagulants can halt the process of
placental infarction.
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Sickness Absence
Medically certified absence in Britain accounted for a loss of
324 million days of work in the year ending in June 1971.
The direct cost to the taxpayer was about £555 million, but
when other costs such as lost earnings and output were added
to the bill the total was not much less than the cost of running
the whole of the N.H.S. Age-adjusted rates for days lost and
for spells of absence due to all causes except influenza have
been rising steadily in both men and women since 1962; and
recently Taylor' has examined the trends in sickness absence
and some of the reasons for its increasing popularity.
The absolute values of absence rates must be treated with

some caution, as they are affected by the way the data are
collected. On the one hand they may be seen as overestimates:
they include all permanently disabled individuals below pen-
sionable age (equivalent to one third of the days of absence),
the calculations are based on a six-day week, and no account
is taken of annual holidays. On the other hand the figures may
be seen as underestimated, because spells of less than three days
are not recorded, the armed Forces, civil servants, and post
office workers are not included, and most working women are
not within the insurance scheme. These factors may well
balance each other out, but this cannot easily be verified.

However, even ifthe absolute values are imprecise the general
increase in sickness absence cannot be ignored. Certificate
diagnoses have altered over the past 20 years, with definite
declines in the frequency of respiratory tuberculosis and peptic
ulcer contrasting with large increases in those diagnoses for
which objective clinical evidence is difficult to obtain. There
has been, for example, an increase of two and a half times in
"sprains and strains" and "nerves, debility, and headaches."
What may have caused the upward trend in absence rates

and the move towards ill-defined diagnoses ? There have been
changes in social security benefits and company sick-pay
arrangements over the period. Since 1966 benefits have been
earnings-related, and many companies now make up the
deficit between a man's normal wage and the payment. This
might logically lead to greater absenteeism, but there is very
little evidence to suggest that it does. About 5% ofthe working
population earn less than their social security entitlements,2
and some of these do tend to prolong their absence, but they
are too few to account for the large rise in absenteeism. Studies
ofgroups receiving supplements to their social security benefits
indicate that many take less time off for a given diagnosis
than those without a supplement.3 4

Are the rising trends iatrogenic? Certification is an un-
enviable job borne principally by the general practitioner. He
must decide whether an individual is capable or incapable of
work, even when he is ignorant of the exact demands of his
patient's job. Few patients requiring a certificate can be pre-
cisely labelled as unfit for work. Most lie in an indeterminate
grey zone, and in these cases usually the patient decides and
the doctor acquiesces. There is little to encourage the doctor to
resist even when he feels the certificate is wrongly issued, as
this is likely to cause embarrassment and the loss to his list of
the patient and his family.
Are alternative schemes likely to improve the situation? In

Holland there is a separate cadre of insurance doctors who
have no clinical responsibility. In Sweden self-declaration is
used in the first week ofabsence under the watchful eye of sick
fund officials, and thereafter general practitioners are respons-
ible for certification. In both these countries absence rates are
higher than in the United Kingdom. Elsewhere certification is
the responsibility of factory doctors, and the rise in rates have
been somewhat less than here; but, while the Dutch and Swedish
methods are unacceptable because of the likely result of an
increase in sickness absence, the use of factory doctors is
impractical here because too few of them exist.
So the problem remains unsolved. If we hope to reverse the

rising trend of sickness absence we should turn from examining
the direct effects of benefits and ofthe doctors' part in certifica-
tion to defining the changes in our society which provoke
temporary escapes from work.
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Men, Women, and Obesity
Most of us don't trust our mirrors at home, only occasionally
glance at our reflections in shop windows, and quickly look
away when descending a hotel staircase we suddenly, un-
comfortably, see Qurselves full-length in a huge plate of glass.
Are we really so fat, or round-shouldered and stooping, or
ungainly, or plethoric ? A few beautiful young people presum-
ably enjoy their looks and may indeed be narcissistic. The
remaining 99% of us are unsure of our physical appearance,
even to ourselves, and have little perception of our impact
on other people, even our friends. There should be some
impartial computer which can produce a dispassionate printout
detailing just exactly what we look like to others. One common
response would be that our appearance has no effect on anyone.

However, that conclusion would virtually demolish at a
stroke the very lucrative slimming trade, which depends
largely on the custom of women, most of whom think they
are unfashionably fat. Ashwell and Etchell' have recently
studied the psychological attitudes of obese and normal
individuals. It is quite extraordinary how ignorant we are
about the (apparently) most widespread predisposing factor to
ill-health and mortality at the present day. How prevalent is
obesity? Is it increasing? How important is it medically?
Is its importance the same for men and for women, for middle-
aged as opposed to older (or younger) people, for sedentary
as against active people ? What psychological effects does it
have? Do they vary with men and women, with social class?
To none ofthese questions can anything other than the vaguest
and most uncorroborated answers be given.
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