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Vasovagal Faint in the Supine Position
British MedicalJournal, 1970, 4, 348

Vasovagal syncope (Weissler and Warren, 1959) is common in
the dental surgery, and it is now recognized that a patient may
faint during the induction of general anaesthesia (Bourne,
1967). The reflex is rare in the supine position except in late
pregnancy. This report describes a severe vasovagal faint in a
patient lying flat and supine.

CASE REPORT

The patient, a youth aged 17, suffered from asthma and had
received steroid therapy for 11 years; he was currently having cor-
ticotrophin 20 units twice daily. He needed extensive conservative
dentistry. Attempts at treatment under local anaesthesia alone had
been unsuccessful, so it was decided to combine this with intra-
venous diazepam sedation. Neither premedication nor additional
steroid therapy' was given. He was positioned flat and supine and
the heart rate was recorded by means of a beat-to-beat rate meter
connected with an E.C.G. machine.
He looked pale and anxious, the pulse rate ranged between 60

and 80 beats per minute, and the systolic blood pressure was 120
mm. Hg. Diazepam 7.5 mg. was injected intravenously at the rate
of 2.5 mg. every 30 seconds. During the injection he became
extremely pale and unconscious. About 30 seconds after venepunc-
ture the heart rate fell to about 30 beats per minute. Four beats
after this the P waves disappeared from he E.C.G. During the
next five minutes the heart rate fluctuated between 35 and 60
beats and P waves reappeared intermittently. Systolic blood pres-
sure by auscultation was 70 mm. Hg. He was tilted head down,
oxygen was administered, and atropine 0-5 mg. was given intra-
venously. Over the next two minutes the heart rate rose to 50 to
60 beats and P waves became regularly re-established. The systolic
blood pressure was then 80 mm. Hg. with the pulse rate
unchanged. Intavenous injection of 0-5 mg. of atropine was
repeated and the heart rate rose to 70 to 80 beats with no change
in blood pressure. His colour improved and he regained conscious-
ness. Dental treatment was not started and he was admitted to
hospital for observation; he was discharged after 24 hours.

Six months later he was readmitted to complete dental treat-
ment. To investigate adrenal function Synacthen (tetracosactrin)
0.25 mg. was given intravenously; this produced a rise in plasma
cortisol from a resting level of 17.4 ,ug./100 ml. to 24.9 gtg./100
ml. after 30 minutes, indicating a satisfactory response. It was
decided to carry out dental treatment under general anaesthesia,
but to administer 7.5 mg. of diazepam beforehand.
The patient seemed calm and relaxed and was brought to the

theatre without premedication. Electrocardiographic and heart rate
monitoring were initiated. The resting heart rate was 60 to 70
beats per minute, and this fell to 50 to 60 beats after venepunc-
ture before injection of 2 ml. of physiological saline. This was
followed by 7.5 mg. of diazepam, which affected neither heart
rate nor electrocardiogram. Atropine 0-5 mg. was then given with
no effect on heart rate. Anaesthesia was induced with 50 mg. of
methohexitone and 50 mg. of suxamethonium. Nasotracheal intuba-
tion was carried out and anaesthesia was then maintained with
nitrous oxide: oxygen (5L.: 3L.) and halothane 1.5 °' and continued
uneventfully.

COMMENT

There seemed to be three possible explanations of the
patient's collapse: acute adrenal insufficiency, an unfavourable
reaction to diazepam, or a vasovagal faint.
Acute adrenal insufficiency seemed unlikely, since this

syndrome usually develops in the postoperative period and
then hypotension is accompanied by a rise in heart rate
(Salassa et al., 1953).
Diazepam has been used extensively intravenously for seda-

tion and induction of anaesthesia in doses up to 50 mg. with
remarkable freedom from cardiovascular effects (Brown,
1968). In the present case the fall in heart rate occurred
about 30 seconds after the insertion of the needle, by which
time not more than 2.5 mg. of the drug could have entered

the circulation; furthermore, little cardiovascular reaction was
observed during the administration of 7.5 mg. of diazepam on
the second occasion. The heart rate always decreases in faint-
ing (Edholm, 1952). The electrocardiogram showed suppres-
sion of the sinus node with ventricular escape, and this sug-
gests powerful vagal overactivity. During the attack atropine
0.5 mg. intravenously was followed by a small rise in heart
rate and blood pressure. When the dose was repeated the
heart rate rose by about 20 beats, but the systolic blood pres-
sure remained unchanged. Barcroft et al. (1944) found in a
study of post-haemorrhagic fainting that atropine adminis-
tered after fainting produced an increase in cardiac output
and rate, but the reduction in total peripheral resistance
persisted owing to vasodilatation in the muscle arterioles
which are not affected by atropine.
A vasovagal faint therefore seems to be the most likely ex-

planation of the syndrome which developed in this fearful
and apprehensive patient. Weissler and Warren (1959) stated
that when fainting reactions occur in recumbent subjects they
are particularly severe, often protracted, and associated with
pronounced degrees of bradycardia.

We thank Dr. P. J. D. Heaf for permission to report details of
this case, and Mr. B. R. Graham for technical help.
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"Idiopathic" Lactic and I&Hydroxybutyric
Acidosis

British Medical Journal, 1970, 4, 348-349

In 1961 Huckabee reported the cases of nine patients suffering
from a variety of disorders in whom an acute and rapidly
progressive acidosis developed. This acidosis was due to the
accumulation of lactic acid and was characterized by a rise in
the blood lactate/pyruvate ratio, such as is seen in severe
hypoxia or ischaemia, but without either of these conditions
being present. Since then about 40 further cases have been
recorded, most of which ended fatally. In many instances the
acidosis was accounted for by the rise in blood lactate but
not in others; the unknown acids were not identified.
We report here the case of an apparently non-diabetic

patient with Gram-positive septicaemia in whom the level of
blood /8-hydroxybutyrate was nearly as high as that of lactate.

CASE HISTORY
A 41-year-old man was admitted to hospital with a 72-hour his-

tory of malaise and fever. Twenty-four hours previously he had
become unsteady on his feet and dysarthric. On admission he was
febrile (102'F.; 38-9'C), stuporous, and breathing rapidly
(40/min.) and deeply. There was no cyanosis, the peripheral
circulation was excellent, and the jugular venous pressure was not
raised. There was -a; partial right hemiparesis which progressed
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