
17 June 1967 Leading Articles BRITISH 715.

rate of development of the female pelvis after puberty is so
rapid that the reproductive canal may be adequate for the
passage of a mature baby within a year. He affirmed the
finding of W. W. Greulich and H. Thoms10 that the change
to an adult shape is quickest in those girls maturing early and
that after puberty there is little change in size and none in
shape of the pelvis. It is therefore not surprising that no
investigators have reported any increased incidence of
cephalopelvic disproportion.

Several investigators have commented that the foetal head
is often engaged late in these young patients. For instance,
R. H. Stearnm found that in more than 50% of his patients
the head was not engaged before the onset of labour. Dr.
Utian this week also notes late engagement in 50% of his
teenagers, but found too that in 48% of his control group of
22-year-old primigravidae the head was not engaged either.
This interesting observation should make us think again about
the traditional teaching that early engagement is to be
expected in the primigravid patient.

Uterine function, in the absence of any disproportion, is
almost invariably good in the adolescent, and all observers
agree that there is no increase in the average length of labour.
When cephalopelvic disproportion does occur the general
tendency is to allow the " trial of labour " to go on much
longer in a very young patient. In some communities the
securing of a vaginal delivery is undoubtedly of greater value
than it is in Britain today, and now that caesarean section is
so much safer than it used to be, both in itself and in its
consequences for future pregnancies, the psychological effect
of an unduly protracted labour may do more harm than
operative delivery.

All authors are agreed that the major hazards to the
adolescent patient are hypertension and pre-eclamptic
toxaemia. The incidence of these complications is difficult
to assess because the diagnostic criteria vary so much. S. R.
Poliakoff"l and Stearn,8 using similar criteria, found the
incidence of toxaemia to be 17% and 22% respectively,
figures supported by the present studies. Most of those who
have written on the subject comment on the beneficial effects
of hospital admission and mild sedation on hypertension in
these patients. All are agreed that a fulminating pre-
eclampsia can develop very rapidly indeed. It seems clear,
therefore, that these young people should be seen and have
their blood pressure checked at weekly intervals after the
twenty-eighth week.
The incidence of prematurity varies widely in the different

reports. Stearn' found no increased incidence, but R. Aznar
and A. E. Bennett"2 reported an incidence of 18.7%. Where
prematurity rates are high there is also a high perinatal
mortality rate. In all series the number of patients is
necessarily small, and it is likely that the source of apparent
disagreement is here. This underlines the need for a cautious
interpretation of all of the figures quoted in such small series.
The picture of the adolescent primigravida is, from the

obstetrician's point of view, a healthy one in general.

J. Harris'3 stated that the ideal age, obstetrically, for a woman
to have her first pregnancy was 16 years. But social con-
siderations in Great Britain usually dictate a different view.
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Arrhythmias after Myocardial
Infarction

Recent work has shown that some kind of cardiac arrhythmia
affects between 80 and 90% of patients after myocardial
infarction.' 2 And the development of arrhythmias is known
to be associated with a high mortality.

G. E. Honey and S. C. Truelove3 showed that death is
most likely to occur during the first 24 hours after infarction,
that the risk of death falls steeply after the first 48 hours,
and that if the patient gets through the first week safely his
chances of survival are high. The usual mortality for patients
admitted to hospital after acute myocardial infarction lies
between 30 and 40%, yet many, perhaps most, do not reach
a hospital bed until the most critical 24 hours have already
passed. The recent experimental provision in Belfast of a
coronary flying squad at least promises to admit more patients
to hospital alive. Immediatcly a call is received a fully
equipped and expertly manned ambulance goes out, so that
any necessary resuscitative measures can be instituted either
in the home or in the ambulance en route to hospital.4
The earlier the average time of admission to a coronary

unit, and the more continuous the electrocardiographic
monitoring, the higher will be the recorded incidence of
arrhythmias and consequently the less any increase in mor-
tality which may seem to be associated with them. Most
previous writers in assessing prognosis have not attempted to
separate the specific effect of any complicating arrhythmias
from the effect of the severity of infarction. Now in the
B.M.J. this week (page 719) Dr. E. Stock and his colleagues
have analysed their experience in the coronary care unit at
the Royal Melbourne Hospital, to try to elucidate the
influence of particular arrhythmias on mortality.
The development of an ectopic rhythm or disturbance in

conduction may itself lead to grave deterioration in cardiac
function after myocardial infarction. Supraventricular tachy-
cardia, flutter, or fibrillation leads to reduction of ventricular
filling in diastole and to further impairment of blood flow in
the coronary arteries. Sinus or nodal bradycardia occurs at
some time in about 20% of such patients,5 6 and since the
maximal stroke volume is usually depressed adequate per-
fusion of the body's tissues can be expected only if the heart
rate is maintained above 80 or 90 beats per minute. The
development of atrioventricular block results in an even more
profound fall in output. Moreover, the loss of atrial function
in nodal rhythms or heart block leads to a fall in stroke
volume, which further adds to the fall in output resulting
from the slow rate. In addition, a slow heart rate is often a
harbinger of arrhythmias. The slow heart is intrinsically an
unstable heart and ectopic beats are far more likely to occur
when the rate is 50 than when it is 90. Ectopic beats, un-
important in themselves, frequently presage major arrhythmias,
particularly when they fall on the T wave of the preceding
beat. Ventricular tachycardia is often heralded by this " R
on T" phenomenon. With the onset of ventricular fibrilla-
tion, which often occurs without such warning, effective
cardiac action ceases. There is still little chance of this
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arrhythmia, formerly regarded as a terminal event, being
successfully treated in the home, yet the application of
external cardiac massage and electrical countershock has saved
the lives of many patients in hospital.
The incidence of major arrhythmias and defects in con-

duction is high even in cases of clinically mild infarction,
defined by Dr. Stock and his colleagues as infarction un-
accompanied by hypotension or left ventricular failure. Their
finding that in a coronary care unit even multiple major
infranodal arrhythmias did not adversely affect the low
mortality rate of this group of patients is of fundamental
significance, because it emphasizes the need to admit all
patients with a recent infarct to such a unit, however well
they may appear initially.
The conclusion that mortality is largely determined by the

severity of the infarct rather than by the development of
arrhythmias depends on the availability of such specialized
care. Nevertheless, among the patients 'at Melbourne with
severe infarction 27 out of 47 patients with major or multiple
arrhythmias died, compared with only 14 out of -46 patients
who had minor arrhythmias or none at all. Moreover, the
icidence of major and of multiple arrhythmias rose in pro-
portion to the severity of infarction.
Major and recurrent arrhythmias are commoner when the

infarct is complicated by left ventricular failure or a low
output and hypotension. This is related to the resulting
derangement in the milieu int6rieur of the heart. A falling
cardiac output is associated with an increased release of
adrenaline and noradrenaline,7'which tend to maintain the
blood pressure by causing vasoconstriction but which also
increase cardiac irritability. Regional failure of perfusion
leads to release of anaerobic metabolites, acidosis, and further
myocardial depression. A low arterial P02 is common even
without overt left ventricular failure, and when pulmonary
congestion occurs hypoxaemia may be profound.8

After infarction it is therefore vital to ensure maximal
oxygenation by continuous oxygen inhalation and to correct
acidosis and electrolyte abnormalities early. Hypotension
should rarely if ever be treated by peripherally acting vaso-
pressor drugs, for by increasing the work of the left ventricle
they tend merely to worsen existing left ventricular failure.
Indeed, there may be a place for vasodilator drugs, as
suggested by R. C. Lillehei.' The blood pressure is in any
case a rather poor guide to cardiac output after myocardial
infarction, because in association with a slow heart rate or
vasoconstriction it may be "c normal,"" though the patient's
cold, blue extremities, restlessness, and wandering mind make
it clear that M1l is far from well.

Arrhythmias occurring in patients with minor infarcts cana
not be related to hypoxaemia or acidosis. It is in these that
the judicious use of an adrenergic-blocking drug such as
propranolol is sometimes helpful, though the routine prescrip-
don of propranolot after myocardial infarction has been
shown to result in an increased incidence of hypotension and
myocardial depression.10 B. Mittral' has revived the use of a

"s polarizing>'" solution of insulin and: potassium to stabilize
the heart after infarction, but its efficacy has yet to be proved.

Faith in so-called anti-arrhythmic drugs has waned. They
all tend to reduce the contractile force of the heart, and direct-
current electric counter-shock is usually safer and more
effective. Lignocaine, however, has a definite though limited
use in preventing ventricular ectopic beats and the recurrence
of ventricular tachycardia or fibrillation after successful
electrical reversion. Digitalis is indicated when there is left
ventricular failure and is the drug of choice for the treatment
of recurrent supraventricular arrhythmias. Sinus or nodal
bradycardia usually respond dramatically to atropine, but the
development of atrioventricular block calls for the immediate
insertion of an endocardial pacing catheter. Early pacing
combats the fall in output and prevents the emergence of
serious ectopic escape rhythms.
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Haematomas of the Abdominal
Wall

Rupture of the inferior epigastric artery or a tear of the rectus
abdominis muscle, with consequent development of a haema-
toma within the recius sheath, is a. relatively unusual
emergency. The importance of its recognition lies in its
differential diagnosis from more serious, acute intraperitoneal
conditions so that on many occasions laparotomy may be
avoided.
The causes of haemorrhage within the rectus sheath are

numerous indeed, but fall conveniently into a number of
groups. Trauma may tear the epigastric vessels or the rectus
muscle, and direct violence usually produces this when the
rectus is tightly contracted. It is known that intra-
abdominal viscera are prone to rupture when the abdominal
wall is lax, so that a haematoma in the abdominal wall may
represent the price paid for the defensive action of the abdo-
minal musculature. The inferior epigastric vessels may also
rupture owing to tetanic contraction or in persons who are
undergoing unaccustomed strenuous exercise. Rupture may
even follow a violent fit of coughing, sneezing, or vomiting,
especially in elderly arteriosclerotic patients. Certain
infective diseases may weaken mcles, allowing rupture to
occur as a result of minor strain. This notably occurs in
Zenker's muscle degeneration in typhoid fever.

Susceptibility to bleeding-for example, in haemophilia,
leukaemia, and scurvy, and what is probably in these days
the commonest circumstance of all, anticoagulant therapy-
may be associated with haemorrhages into the abdominal
wall as well as haematoma formation elsewhere. Such bleed-
ing is also known at agll stages of pregnancy, as well as in
labour and the puerperium. Finally, accidental trauma during
the performance of a paramedian incision, either directly by
the surgeon's knife or by damage from a firmly held retractor,
or during abdominal paracentesis, peritoneal dialysis, or per-
cutaneous cholangiography, may result in laceration of the.
epigastric vessels.

In an interesting review of this condition J. H. Henzel and
his colleagues1 in the U.S.A. list the many confusing differen-
tial diagnoses. They include tumours of the abdominal wall,
ventral hernia, ovarian cyst, ectopic pregnancy, appendix
abscess, and pelvic tumours or abscesses. Diagnosis is often
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