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This letter was shown to the authors, who reply
as follows:

We read with interest the letter from Drs
Blann and Lip regarding the advantages and
limitations of plasma markers of endothelial
cell function. We share their interest in this
area of research and its potential clinical
application. We feel, however, that evaluation of nitric oxide mediated arterial physiology in large conduit arteries using the
non-invasive techniques described' may
provide insight into the pathophysiology
of vascular disease, be an early marker of
endothelial injury, and a means of evaluating
interventions early in the natural history of
atherogenesis.
The value of these measures in predicting
disease development and outcome is not
known and is central to current research
efforts. Our published data, however, indicate that this technique can be used to study

endothelial function in large groups of subjects from early in childhood, to provide
epidemiological data, compare groups of
subjects with risk factors, and demonstrate
beneficial response to interventions.2-5
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CORRECTION
Pregnancy and congenital heart disease
C M Oakley Heart 1997;78:12-14.
The first sentence of the section Atrial septal defects should have read:
"The only frailty of patients with unrepaired
atrial septal defects is intolerance of blood
loss that can force left to right shunting, to
the sudden detriment of left ventricular and
coronary flow."
And not as published. The error is regretted.
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vascular disease, risk factors, interventions,
and prognosis, fulfilling criteria for a suitable
non-invasive assessment of endothelial function. Furthermore, several groups have targeted this molecule as a means of
intervening in the thrombotic process.'6 The
next five years will tell if this approach is
successful.
The non-invasive approach outlined by
Mullen and colleagues has provided invaluable opportunities to dissect the pharmacology of the endothelium. However, by its
very nature such an approach is unlikely to
provide epidemiological data or even data to
compare groups with large numbers of subjects. We submit that plasma markers such
as von Willebrand factor and soluble thrombomodulin are likely candidates for providing data of this nature.

