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incidence of postoperative pulmonary
embolism has also remained much the same.
Is it possible that the radioactive fibrinogen
test is too sensitive, and can any statement
be made at present concerning the likeli-
hood of pulmonary embolism from a series
of localized "hot spots" on a patient's leg
after surgery? Are Mr. Browse and Mr.
Negus and the other investigators who have
used this diagnostic method currently
administering anticoagulants to all patients
who have radioactive-fibrinogen-proved deep
vein thrombosis? Should prophylactic intra-
and postoperative anticoagulants be consid-
ered as a routine for all surgical patients, as
the incidence of postoperative venous throm-
bosis is indeed approximately 25-30%, and
even higher in patients of older age groups?
-I am, etc.,

ADOLF SINGER.
Mount Sinai School of Medicine
New York, U.S.A.
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Retirement
SIR,-I am surprised Dr. Clifford Allen

takes such a dismal view of his retirement (10
October, p. 112). Surely his approach is the
exact antithesis of that which is being
widely suggested nowadays by such organi-
zations as the Pre-retirement Association or
the Heart and Chest Association.

Surely, Dr. Allen should be very consid-
erably gratified by his not inconsiderable
literary achievements in both medical and fic-
tional fields. I personally feel that his philo-
sophical and practical approach to his future
years needs reappraisal.-I am, etc.,

H. M. WHITE.
Bromsgrove, Worcs.

Driving and Epilepsy
SIR,-Dr. K. T. Farn's letter (12 Sep.tember, p. 646) shows too much concern fox

man-made classifications and too little for ahumanistic approach to the epileptic. Thereport on new regulations for issue of driv-ing licences to epileptics (15 August, p. 362)represented progress. How long does the
epileptic have to be treated with fear and
restraint? The number of patients who have
accidents as a result of a "heart attack" ora "black out" must certainly be more signifi-cant than those caused by an occasionalepileptic having a seizure. Add to that theaccidents caused by sedated or tranquillizedpatients and alcoholics and the rare accidentcaused by an epileptic becomes insignifi-cant. The restrictions imposed on epilepticsshould be extended to include other condi-tions which are more prevalent and take alarger toil of life. Let us keep things intheir proper prospective. I am not surewhom Dr. Farn is really trying to "pro-tect."-I am, etc.,

NAOMI BAUMSLAG.
Department of Environmental Health,University of Cincinnati,

Cincinnati, Ohio,
U.S.A.

Fibrin Degradation Products

SIR,-Pre-eclampsia is a syndrome
comprising three manifestations with a
single aetiology. Further, the clinical signs
disappear promptly on delivery, and
therefore the single aetiological factor could
not have produced an organic change. Dr.
E. N. Wardle's attempt to separate and deal
with a single item of this triad and ascribe
to it an underlying organic change in the
tissues (24 October, p. 245) is completely
indefensible and should be so recognized by
all obstetricians.
He has posed two questions. Does placen-

tal degeneration with fibrin deposition in
the glomeruli cause renal hypertension? Or
does hypertension provoke vascular damage
by producing a low grade intravascular co-
agulation especially in the kidney? He
proceeds to suggest that both possibilities
stem from placental ischaemia, completely
oblivious of the fact that the "ischaemic
placenta" has long been shed when postpar-
tum eclampsia supervenes, completely deny-
ing any responsibility it may have in the
toxaemic aetiology. Further, the continuing
presence of such a placenta in a uniovular
twin pregnancy carried to term when one of
the fetuses supplied had perished' denies
it aetiological significance, for the fetal
death of this twin caused a complete sub-
sidence of severe pre-eclampsia, which did
not recur during that pregnancy, which
continued for several months thereafter with
the placenta retained.

Dr. Wardle reports results based on
fibrinogen experiments in pregnant rabbits2
in which toxaemia had been induced by
placental ischaemia. Experimental attempts
on these lines have evoked unwittingly the
utero-rpnal stimulus for they have com-
pressed the area so included, dammed back
its blood supply, distended the blood vessel
supplying it, and in so doing stretched their
sympathetic investments thereby provoking
a stimulus to the kidney and ensuring a
utero-renal reflex with all its consequential
effects -insrluidi, attn .^n ohr
Franklin and Sophian's experiments3 had
produced by equivalent experiments of
faradic stimulation of the renal nerve. More
recent investigation of these sections has
revealed fibrin depositions in the glomeruli
in which haemolysis has been shown to
occur. Herein therefore lies the answer to
the findings that Dr. Wardle seeks to
explain. He has unwittingly proved that this
occult stimulus of the utero-renal reflex
"placental ischaemia" has caused hyperten-
sion-a stimulus that is known to evoke renin
from the kidney. Qnce again, it should be
emphasized that postpartum eclampsia
completely excludes placental intrusion in
the aetiology of pre-eclampsia.
Mention is made by him of placental

abruption, but here again reference is
incomplete, for it is the distension of the
uterus by blood that accounts for both the
shock and the anuric syndrome, which has
been shown to be overcome by rupture of
the membranes and conduction anaesthesia
reaching the eleventh dorsal nerve, proving
that a renal nervous vasopastic state-more
recently confirmed in a parallel condition by
Luke et al.4-existed. They proved this
association to depend on oxytocic drugs and
to be transitory. These later findings
explain both the cause and the rapid disap-

pearance of the signs of the syndrome on
delivery.-I am, etc.,

JOHN SOPHIAN.
Worthing,

Sussex.
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Myocardial Infarction and the G.P.

SIR,-I read with interest the letter of
Dr. L. C. Bousfield and others (3 October,
p. 54). Working in a coronary care unit, I
realize that there may be a lack of specific
treatment during the prehospital phase of
acute myocardial infarction. The fact that in
a recent symposium' on the prehospital
phase of myocardial infarction no emphasis
was placed on the general practitioner's
contribution in reducing the early deaths
following this condition on the one hand,
and on the other, the lack of information
regarding the general practitioner's treat-
ment of myocardial infarction before the
patient's admission to hospital, made me
study the following:

(1) The visit delay-that is, the delay
between the onset of symptoms (the time
of patient's call for the general practitioner)
and the time of the visit of the general prac-
titioner.

(2) The diagnosis offered by the general
practitioner.

(3) The treatment given by the general
practitioner in the patient's home, and

(4) The information given, in the accom-
panying letter, about the patient's past and
present history.
In a six-month period, 113 patients were

admitted to the coronary care unit with
the diagnosis of acute myocardial infarction.
ji inese, +i were rirst visited by the gen-
eral practitioner. The visit delay ranged
from 5 minutes to 2 days; the mean visit
delay was 3 hours and 48 minutes. The
general practitioner made the diagnosis in
27 out of the 41 patients, and treatment
was given to 20 patients, and in nearly all
consisted of intramuscular pethidine or
morphine. The general practitioner's accom-
panying letter contained useful information
in only 5 out of the 41 visited patients.
The condition of the 41 patients on

admission to the hospital is summarized in
Table I. Complications of myocardial
infarction may develop within a matter of
minutes, and therefore the findings on
admission might not be present at the time
of the examination by the general practi-
tioner in the patient's home.

TABLE I.-Condition on Admission

Condition No.

In pain 34
Dysrhythmias and heart block 14
Left Ventricular Failure 13
Hypotensive (Systolic B.P.<90) 4
Hypertensive (Diastolic B.P.> 100) 8
Known Diabetics 3
Ventricular Fibrillation on Arrival I

Most patients develooed more than one complication.
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