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Infirmary, Glasgow, comparing sequelae of
spinal and general anaesthesia. Unselected
patients requiring surgical repair of fractured
neck of femur were randomly allocated to
receive either spinal anaesthesia with 13-15
ml ofheavy cinchocaine hydrochloride (Nuper-
caine), with minimal sedation with diazepam
if necessary, or general anaesthesia induced
with Althesin (alphaxalone and alphadolone)
and maintained with spontaneous ventilation
with halothane in nitrous oxide and oxygen.
In the first 140 patients studied we found a
significantly lower mortality in the spinal
anaesthetic group-6% compared with 180)
of the general anaesthetic group-in the first
three weeks after operation. A cluster of deaths
occurred between the sixth and the 18th post-
operative days in the general anaesthetic group
only. The deaths which occurred in the spinal
anaesthetic group were evenly spread over the
three-week period. The timing of deaths
would suggest a thromboembolic aetiology. A
study including venography is now under way
and full results of these studies will be
published in due course.

It is interesting that changes in blood
viscosity and red cell deformability examined
in our patients3 were in keeping with the
hypothesis of a thrombotic or thromboembolic
aetiology. Spinal anaesthesia produced a fall in
viscosity and made red cells more flexible;
general anaesthesia had approximnately the
opposite effect.
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Transient cardiac arrhythmias and
fractures of the femur

SIR,-We are surprised at the comments made
by Drs Michael Lye and Rodrigues Dos
Santos on the incidence of transient cardiac
arrhythmias in elderly patients with fractures
of the femur (3 January, p 73).

Considerable confusion exists about what
constitutes a "significant" arrhythmia in the
elderly. According to Lown's criteria,' with
which we would agree, major ventricular
arrhythmias include frequent ventricular
premature contractions (VPCs) greater than
30/hour, multiform VPCs, paired VPCs,
ventricular bigeminy, salvoes of VPCs, and
ventricular tachycardia. Sinus arrest, sino-
atrial block, second and third degree atrio-
ventricular block, and sustained supraventricu-
lar tachycardias, including paroxysmal and
established atrial fibrillation, should also be
classified as major arrhythmias.

In our own study of 106 healthy people aged
75 years and over, which is the largest sample of
this population age group yet reported, we
found that 30%, had major ventricular
arrhythmias and a further 1 %/ had intermittent
complete heart block.2 We found no instances
of sinus arrest and sinoatrial block, although
other features of sinus node disease were seen
more frequently, such as a fixed sinus rate
(30%), severe sinus bradycardia (10%'), and

atrial fibrillation (11o1)* It is true, however,
that arrhythmias detected by 24-hour ambu-
latory electrocardiographic (ECG) monitoring
are very frequent in this elderly age group and
we found that only 23°O, had completely normal
24-hour tapes.
With regard to falls, the usual cause of

femoral neck fractures, our recent investiga-
tions suggest that it is severe bradycardic
states, including sinus arrest and sinoatrial
block, that are found in ECG monitoring
rather than tachycardias. Since the resting
12-lead electrocardiogram will rarely identify
intermittent episodes of conduction system
block, 24-hour ambulatory ECG monitoring
and "events" monitoring are the only satis-
factory methods at present available for
detecting these.

Thus, despite the poor correlation between
symptoms and abnormalities found in ambu-
latory monitoring in the elderly,2 we believe
that there is a place for long-term ECG
monitoring in patients with femoral fractures.
This is the only way to identify the small, but
significant, incidence of treatable intermittent
conduction system block that occurs in these
patients and which is not found in the healthy
elderly population.
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Early discharge after acute myocardial
infarction

SIR,-We were greatly encouraged by the paper
of Dr Y K Lau and others (21 June 1980, p
1489) on early hospital discharge for low-risk
myocardial infarction patients. This report
should have a profound effect on stimulating
further research into ways to halt soaring
medical costs.
From 31 May 1978 to 31 October 1980, we

saw 37 patients who had no recurrent chest
pain, arrhythmia, pericardial rub, or congestive
heart failure and who were transferred to an
intermediate coronary care unit 48 hours after
their heart attack, where they were allowed to
walk 25 m three times a day between meals.
If no symptoms of chest pain or signs of undue
tachycardia occurred they were allowed to walk
on the regular medical floor, which is about
120 m in length. They were monitored by
frequent pulse rate and blood pressure checks,
electrocardiography, or heart monitor. If they
continued to do well they were discharged on
the seventh or eighth day. Eight to 10 weeks
later all 37 patients were returned for treadmill
tests and 26 of them were in class I (Bruce
protocol). They were then allowed to return
to full-time employment.
We have seen many patients who were

depressed because they were hospitalised too
long with too little to do, and had no super-
vised rehabilitation. Speeding up the hospital
stay and employing close observation by
trained nurses, physiotherapists, and cardiac
monitoring better occupies the patient's time
and removes their in-hospital anxiety. This
step-by-step approach has restored patients'

faith in themselves, and, in uncomplicated
conditions, they can return to being productive
members of society in a short period of time.'
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Calcium antagonists and the heart

SIR,-Your leading article on calcium antag-
onists and the heart (10 January, p 89) in a
laudable attempt to simplify the issues makes
one or two errors of fact. You state, "Drugs
which antagonise the ingress of calcium
through the channels in cell membranes may
therefore have two actions: they may alter
cardiac rhythm or they may act as vasodilators."
The whole of your previous paragraph is
concerned with the way in which calcium is
involved in contractility, and this surely con-
stitutes a third, quite separate action-namely,
negative inotropism.
The four drugs which you list as calcium

antagonists express their three actions in
varying degrees as their principal effect on the
cardiovascular system. Lidoflazine, surprisingly
absent from the list, clearly exhibits a fourth
action by inhibiting excessive ingress of
calcium into cells deprived of oxygen without,
however, affecting calcium homoeostasis in the
well-oxygenated cells.' 2 This mechanism may
well be the basis for the undoubted clinical
efficacy of lidoflazine in angina pectoris.
The phrase calcium antagonist now clearly

encompasses several compounds with distinctly
different clinical effects. It is not appropriate
to take words in common usage and, like
Humpty Dumpty in Alice through the Looking
Glass, use them to mean whatever we want
them to mean. Since calcium can enter and
leave cells by routes other than the so-called
"slow channel"4 the term calcium antagonist
should include any agent whose predominant
action is to block or modify calcium fluxes
across the cell membrane. Subdivision of the
term calcium antagonist into four or more
classes based on their principal therapeutic
effects might enable us to define the individual
role of each of these interesting compounds in
the treatment of cardiovascular disease more
clearly.
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Percutaneous subclavian vein
catheterisation and tunnelling procedures

SIR,-We read with interest the "Lesson of the
Week" concerning the late appearance of a
pneumothorax after infraclavicular subclavian
vein catheterisation reported by Mr A Mitchell
and Mr H W Steer (15 November, p 1339) and
also the comments of Mr J Bancewicz and
others (27 September, p 871) on our technique
of using a Sonicaid Doppler probe to detect
the subclavian vein and artery prior to the
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procedure (30 August, p 618). We fully
endorse the recommendation concerning x-ray
checks after insertion of the central catheter
and also acknowledge that some may prefer to
use the internal jugular vein. We note that in
the case described where a pneumothorax
developed "four passes of the needle" were
made to place the line. The use of the Sonicaid
probe has proved very effective in localising
the vein and more than one attempt is now
unusual.
We should also like to point out other safeguards

which we have found helpful in addition to the
careful selection of patients for the technique we
described. A chest x-ray should be performed
before any catheterisation attempt is made, because
there may be unsuspected apical pulmonary
pathology (Pa), an old clavicular fracture, or
thoracoplasty, which will distort the vein (figure).
Whenever possible, premedication should be
provided in addition to local anaesthesia; we use
an appropriate dosage of pethidine and diazepam.
During the actual insertion procedure, the angle at
which the introducing cannula and needle approach
the vein is critical to performing a safe procedure.
The relationships of the first rib, vessels, and
apical pleura are illustrated in the accompanying
computed tomography (CT) scan of the thoracic
inlet. On the right side of the scan the dangerous
angle of approach (DA) is highlighted, and on the
left side the safe angle of approach is shown (SA).
The introducing needle and cannula assembly
should be parallel to the coronal plane (CP) and
advanced slowly and carefully along an imaginary
line extending from the surgical neck of the
humerus, through the junction of the medial and
middle thirds of the clavicle, to the top of the
ipsilateral sternoclavicular joint. The needle should
travel in a plane 0 5-1 cm posterior to the clavicle
with the needle bevel anterior, and the vein will be
entered at the outer border of the first rib. The
doppler probe accurately locates the point at which
the vein passes between the clavicle and the first
rib. The introducing cannula and needle should
then be simultaneously rotated through 180° and
advanced a further half centimetre. Blood should
be able to be freely aspirated into the syringe
before the needle and syringe are withdrawn and
the definitive central catheter passed into the
subclavian vein by a non-touch technique.
We have reservations, however, concerning the

use of catheters with hubs which can be dis-
connected (Nutricath, Vygon). Moghissi has
recently shown how catheter hubs can be tunnelled,'
and in the United States, where this concept
evolved,2 3 the resilient Broviac-Scribner or
Hickman4-6 catheters with integral hubs are used
for prolonged parenteral nutrition and cytotoxic
and supportive haematological therapy. We feel
that the introduction of a catheter in which the hub
can be dismembered is a retrograde step. The hub-

shaft junction of these catheters is unable to with-
stand a 2 5 kg weight pull-that is, the British
Standard test applied to peripheral single-use
cannulae several years ago because of the recognised
incidence of catheter embolism. It is obviously
illogical to deplore the use of a through-needle
catheter device because of the hazard of catheter
embolism and substitute another device which
carries the same risk. Occult separation can occur
in the hub mechanism and the hydraulic systems
in current central venous infusion lines are
precarious enough without the introduction of
devices which can accidentally separate in mid-
therapy, providing major hazards for the patient of
bacterial infection, catheter embolism, or air
entrainment in the circulation.

In a lecture concerning supportive intra-
venous nutritional therapy Professor H A Lee,
of Southampton University, has pointed out
that "angio-access obsession leads to perfection
and not infection." We agree with these
sentiments, especially from our experience in
providing venous access for patients under-
going intensive therapy for leukaemia and
allied disorders. Accordingly, we shall not use
this new device in its present form despite the
apparent simplicity of insertion and placement.
In our opinion, this "French Connection" is
not secure enough for use in patients.
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M KURZER
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***We sent this letter to Vygon, whose reply
appears below.-ED, BM7.

SIR,-I must object to the statement in Mr
Peters's letter that "the hub shaft assembly
of these catheters is unable to withstand a
2-5 kg weight pull" since this is not so.

If an increasing pull force is applied to the
assembled catheter and hub, the catheter
stretches until it breaks at some point along its
length. It does not separate from the hub
assembly. This is because silicone elastomer,
unlike other catheter materials, is elastic as
opposed to plastic. When elastic material is
stretched it eventually breaks. This elasticity is
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A computed tomography scan of the thoracic inlet illustrating occult apical pulmonary
pathology (Pa) and the dangerous angle (DA) and the safe angle (SA) of approach to the
subclavian vein (V) in relation to the coronal plane (CP); A=artery.

believed to be one of the properties responsible
for the low incidence of thrombophlebitis asso-
ciated with silicone catheters.1-4

Since the introduction of the detachable hub
with the Nutricath S, we have received many
complimentary comments on the way in which
it has facilitated and reduced the patient
trauma involved in skin tunnelling procedures
(with no disrespect to Mr Moghissi). I do not
believe that Mr Peters would disagree that
skin tunnelling an indwelling intravascular
catheter confers benefits on the patient.5-7

I am sorry that Mr Peters will not be using
our catheter, but can assure him and your
readers that the security of the hub is more
than satisfactory when properly assembled. I
would be happy to demonstrate this personally
if Mr Peters so desires.
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Transient hemiparetic attacks due to
unrecognised nocturnal hypoglycaemia

SIR,-Dr J H Silas and colleagues (10 January,
p 132) present a case of nocturnal hypogly-
caemia causing transient hemiparesis. In
discussion of the causes of hypoglycaemia they
omit any reference to insulin antibodies.
Harwood' described a case of hypogly-

caemia caused by a release of antibody-bound
insulin in an insulin-dependent diabetic with
insulin-binding antibody titres, who suffered
repeated hypoglycaemic episodes. This bore
out the earlier prediction of Berson et al,2 who
suggested that unpredictable release of insulin
bound to antibody might cause hypoglycaemia.

Since Dr Silas's patient was originally on a
conventional insulin and was subsequently
controlled on a purified brand, antibody levels
or binding capacities of antibodies may well be
relevant to his clinical condition.

L S GERLIS
Walton on Thames, Surrey
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SIR,-I read with great interest the article (10
January, p 132) on transient hemiparetic
attacks associated with hypoglycaemia by Dr
J H Silas and others in "Lesson of the Week."
I would like to report a similar experience in a
76-year-old female patient occurring in late
December 1980.

I was called to see my patient by her husband,
who was concerned by her apparent sudden loss of
coherent speech, unresponsiveness, and left-sided
weakness. This woman was a known diabetic with
hypertensive cardiovascular disease. Her medication
at that time was as follows: chlorpropamide 250 mg
with metformin hydrochloride 0 5 g in the mornings
and metformin hydrochloride 0 5 g in the evenings.
She was also on frusemide and Slow-K (potassium
chloride) and two-monthly injections of hydroxo-
cobalamin for pernicious anaemia. The onset of her
symptoms occurred at about 4.00 pm, and it trans-
pired later that because she had been showing
increased glycosuria she had been given one and a
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