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LETTERS TO
THE EDITOR

* The British Heart J7ournal welcomes letters
commenting on papers that it has published
within the past six months.

* All letters must be typed with double
spacing and signed by all authors.

* No letter should be more than 600 words.

* In general, no letter should contain more

than six references (also typed with double
spacing).

Assessment by general practitioners of
suitability for thrombolysis in patients
with suspected acute myocardial
infarction

SIR-The paper by Gemmill et al raises
three issues.' (a) A general practitioner may
refer a patient with chest pain to a coronary

care unit because he thinks the patient has
had an acute myocardial infarction or

because he thinks he has not-but, to be on

the safe side, he would like acute myocar-
dial infarction ruled out. To expedite
admission a general practitioner will plead
either case with similar conviction. The

admitting medical officer therefore has a

biased perception of the general practi-
tioner's diagnostic skills. If, at the time of
request for admission, the general practi-
tioner is questioned about his diagnosis and
the patient's suitability for thrombolysis, he
will exaggerate the severity of the illness and
the patient's need for treatment in order to
justify his request. What the general practi-
tioner says he believes and will do and what
he really believes and will do are different.

Similarly with recording and interpreting
the electrocardiogram (ECG): the general
practitioner's skills in this area cannot be
reliably assessed under simulated condi-
tions. He will take much more care if a ther-
apeutic decision of his own is contingent on

the result than if he is recording and report-
ing an ECG as part of someone else's
research project. Moreover, by producing
interpretable ECGs in only 60% of cases,

the urban doctors who took part in this
study were conveniently able to prove to
everyone's satisfaction their own unsuitabil-
ity to undertake the unwanted, onerous

responsibility of domiciliary thrombolysis.
Thus the method of this study is seriously

flawed; though the general conclusion, that
general practitioners need more knowledge
and experience of recording and interpret-
ing the ECG before they use thrombolysis,
is probably correct.
The study seems to vindicate the reluc-

tance of cardiologists to let general practi-
tioners use thrombolytic therapy. But the
real message is that you can take a horse to
water but you cannot make it drink.

(b) Gemmill et al should not equate the
transit time of 35 minutes with the time
that would have been saved by domiciliary
thrombolysis. Was their door-to-needle
time really zero?

(c) A thrombolysis policy that restricts
treatment to 51% of those with acute
myocardial infarction must be questioned.
The figure shows that patients with sus-
pected acute myocardial infarction with or
without ST segment elevation on the pre-
senting ECG benefit from streptokinase.
The data are from ISIS-2.2

JOHN RAWLES
Medicines Assessment Research Unit,

University ofAberdeen,
Medical School,
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Aberdeen AB9 2ZD
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elevation (9.2%) (13.2%)

NoST 278/3163 324/3073

elevation (8-8%) (10.5%)

All ^ 651/7238 862/7164
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Data from ISIS-II: streptokinase compared
with placebo. 95% confidence intervals are
shown (the size of the box is proportional to the
number ofpatients).
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This letter was shown to the authors, who
replied asfolows:

SIR,-We are grateful for being given the
opportunity to respond to the points raised
by Dr Rawles, who of course has extensive
experience in administration of thrombo-
lytic therapy in a rural setting.

His first point relates to the fact that the
general practitioners did not actually
administer thrombolytic therapy. We con-

sidered this point very carefully before
embarking on the study, and ideally, if at
the time it had been possible, it would have
been preferable for the general practitioners
to administer the agent. This, however, was

not an option open to us when the study
was designed. We were fortunate to have a

back door admission policy to the coronary
care unit with which the GPs had been
familiar for several years. Analysis of the
data indicates that they did not respond dif-
ferently in terms of the type of patients they
sent to the back door during the study.
Therefore there is no evidence that the GP
exaggerated the severity of the patient's ill-
ness. Furthermore the actual recording and
interpretation of the ECG was the basis of a
real life admission to hospital, with inherent
audit.

Only GPs who carried out their own

evening on call system were included in this
study. They were all interested and commit-
ted GPs who showed their willingness to
volunteer for participation in the study.
This makes Dr Rawles' comments about
these GPs singularly inappropriate. It is dis-
appointing that only 60% of ECGs were

interpretable, but important information
such as this must be faced before wide-
spread prescription of domiciliary throm-
bolysis can be considered.

Secondly, Dr Rawles thinks that we
should not have equated the transit time of
35 minutes with the time that would have
been saved by domiciliary thrombolysis. Of
course we are not suggesting that our door
to needle time was zero. What we are say-
ing, however, is that door to needle time at
home and in hospital is the same if you have
a back door policy such as we have and
therefore the time saved is 35 minutes.

Thirdly, Dr Rawles expresses concern
that only 51% of the patients with acute
myocardial infarction were given throm-
bolytic therapy. He attempts to support this
statement by quoting some retrospective
subgroup analysis from ISIS-2. A more bal-
anced view is given in a recent editorial in
the British Medical Journal' indicating that
the only situation in addition to ST
elevation where the benefit of thrombolytic
therapy is clear-cut is in patients with
bundle branch block. We concur with this
view and therefore do not believe that there
is anything questionable about 51% of the
patients with discharge diagnosis of myo-
cardial infarction receiving thrombolytic
therapy at the time of our study.
We would like to emphasise again that

though domiciliary administration of
thrombolytic therapy does have some bene-
fits in the rural setting,2 this information
cannot be extrapolated to the urban setting
where with a fast track admission policy
there is likely to be little if any advantage to
the patient.

JOHN D GEMMILL
ALAN P RAE
WS HILLIS
FG DUNN

Cardiac Department,
Stobhill General Hospital,

Glasgow G21 3UW
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Streptokinase antibodies are of clinical
importance and they can be measured
in half an hour by a simple enzyme-
linked inmunosorbent assay

SIR,-Buchalter and Patel et al implied that
the relation between anti-streptokinase anti-
bodies and the lytic efficacy of streptokinase
or its derivative, anistreplase, in patients
with acute myocardial infarction is
unknown.'2 Furthermore, they seemed to
be unaware that there is a rapid assay for
streptokinase antibodies.
We and others reported a strong relation

between a systemic non-lytic state and
angiographic non-patency of the infarct
related vessel in patients with myocardial
infarction.34 In addition when titres of
streptokinase antibodies were high before
thrombolytic therapy with anistreplase a
systemic lytic state and subsequent patency
of the infarct related vessel were less likely
to be achieved.5 Finally, there is a simple
enzyme-linked immunosorbent assay that
can measure these antibodies in half an
hour.6 Because this method is quick and
easy to perform, its use may lead to addi-
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tional or alternative thrombolytic therapy
being given and so to early coronary artery
reperfusion.

Sigwart et al recommended that strepto-
kinase antibodies should be assayed rou-
tinely in patients being given thrombolytic
therapy after myocardial infarction.7 The
commonly used radioimmunoassay, how-
ever, is time consuming and inconvenient
and therefore not suitable as a guide to clin-
ical strategies in critically ill patients. Some
clinicians routinely measure serum fibrino-
gen immediately after administration of
streptokinase to identify patients in whom
delayed or failed reperfusion is likely
because streptokinase antibodies are pre-
sented.8 This method is still useful, but
there is a quick and easy assay for streptoki-
nase antibodies that can be used for screen-
ing and to guide clinical treatment.

J BRUGEMANN
J VAN DER MEER

VJJ BOM
KI LIE

Department of Cardiology,
University Hospital Groningen,

The Netherlands
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Traumatic rupture of the thoracic
aorta diagnosed by transoesophageal
echocardiography

SIR,-The case reported by de Belder et al
confirms the diagnostic value of trans-
oesophageal echocardiography (TOE) in
traumatic aortic rupture.' They say that the
echocardiographic appearances were "previ-
ously undescribed". However, I and others
first reported the role of TOE in traumatic
aortic rupture in 1991,2 with echocardio-
graphic images similar to their case. Others
subsequently confirmed our findings.3 4
I hope that the interesting report of de
Belder et al will further promote this rapid,
accurate bedside technique to diagnose a
frequently fatal condition.

_IAN W BLACK
Cleveland Clinic Foundation,

Cardiology F-15,
9500 Euclid Avenue,

Cleveland OH 44195, USA
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Maldevelopment of conotruncal and
aorto-pulmonary septum with absent
left central pulmonary artery: anatomi-
cal and clinical implications.

SIR,-We were most interested in the excel-
lent report by Schulze-Neick et al in which
they described a case of atresia of the pul-
monary valve associated with absence of the
central component of the left pulmonary
artery.' We would like to suggest an alterna-
tive interpretation of the underlying mor-
phological malformation.
We are confused by their assertion that

there was no arterial ligament or duct. As

the left pulmonary artery had no central
connection with the pulmonary trunk, from
where did it receive its blood flow before
the establishment of the modified Blalock-
Taussig shunt? If, as we suspect, there was a
connection with the concavity of the aortic
arch, surely this vessel should be regarded
as representing the arterial duct?

Failure of incorporation of the orifice of
the right sixth aortic arch into the conflu-
ence of the pulmonary arteries, caused by
deviation of this orifice or of the aorto-pul-
monary septum, results in a single (right)
anomalous pulmonary artery arising from
the ascending aorta (a condition sometimes
erroneously called a "hemitruncus"), in
which case the anomalous pulmonary artery
remains entirely separated from the pul-
monary trunk and the left pulmonary artery.
It is difficult to see how the right sixth arch
could have two proximal ends with one
opening into the aorta and the other joining
the pulmonary trunk. The distal end of this
arch cannot be involved because had it per-
sisted, it would be connected with the right
subclavian artery, and because the non-
arcuate portion of the right pulmonary
artery terminates in the right lung. We con-
sider that this anomaly was more likely to

Figure 1 Diagrams of our interpretation of the state of the great arteries in the case described by
Schulze Neick, et at' and in our case (fig 2), and of the underlying embryological arrangement. Ao,
aorta; AD, arterial duct; LPA, left pulmonary artery; PT, central pulmonary trunk; RPA, right
pulmonary artery; 1-6, embryological aortic arches.

Figure 2 Photograph and key diagram of the specimen in the Brompton collection. The anomalous
origin of the right pulmonary artery is indicated by the large arrow head. Ao, aorta; AD, arterial
duct; LPA, left pulmonary artery; PT, central pulmonary trunk; RPA, right pulmonary artery; 1-6,
embryological aortic arches.
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