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drug efficacy, and that our study was designed so as not
to uncover differences between montelukast and
beclomethasone. However, the situation is quite the
opposite. Meta-analyses can serve as secondary sources
of information when clinical trials of adequate size are
lacking. They are clearly inferior to prospective, well-
designed studies of adequate size. Our study was rigor-
ously designed, randomized, placebo controlled, and
conducted to compare the treatment effects of mon-
telukast and beclomethasone on control of asthma using
previously validated end points.2 In addition, our study
included a placebo group to verify that the trial had assay
sensitivity (ie, the ability to detect a difference between
treatments if it was present). Both drugs were superior to
placebo in all end points measured. What this study adds
to the literature is an approach that allows data from
individual patients to be reflected in the treatment com-
parisons. This approach provides physicians far more
information about the effects of a drug than can be
gleaned from a mean value alone. By comparing the dis-
tribution of responses in the 2 treatment groups, we were
able to provide assurance that the similarity in treatment
effect is indeed present in the entire population.

The writers suggest that the study was of short dura-
tion. They note that the onset of action of inhaled steroids
is slower than that of montelukast and are concerned that
this might have influenced the result. It did not. As they
suspect, there was an advantage of montelukast initially;
however, the similarity in treatment response was present
from week 1 onward (see Figure 2 in our original article).
In addition, both drugs improved the proportion of days
that patients were rescue free (increase of 17.6% for both
montelukast and beclomethasone), a measure also report-
ed in previous studies of asthma.3

Finally, Stemple and Stoloff note that our patients had
moderate asthma and would have benefited from combi-
nation asthma therapy. We agree. However, the purpose
of this study was to compare the effects of montelukast
and beclomethasone on daily asthma control in patients
not on controller therapy. It is clear from our results that
montelukast and beclomethasone each provide improved
asthma control in such patients. We refer the correspon-
dents to other studies that have demonstrated the additive
effects of montelukast and inhaled corticosteroids4,5 and
agree that combination therapy is a reasonable strategy
for such patients.
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Clinical laboratory assessment of IgE

To the Editor:
We would like to comment on 2 recent articles entitled

“Clinical and laboratory-based methods in the diagnosis
of natural rubber latex”1 and “Clinical laboratory assess-
ment of IgE-dependent hypersensitivity.”2

In these articles the performances of Food and Drug
Administration–cleared latex-specific IgE serology were
summarized in Table II in the first article and Table VI in
the second article.

In both occasions we were somewhat surprised to find
our results3 in these tables referred to as Turjanmaa et al4

in the former and Ownby et al5 in the latter. In fact, we
believe that the values presented by the authors
(Immuno-CAP sensitivity, 97%; Immuno-CAP specifici-
ty, 86%; AlaSTAT sensitivity, 100%; AlaSTAT specifici-
ty, 33%) resulted from our investigation that was pub-
lished, as one of the first, in this Journal.
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Reply

To the Editor:
I would like to extend my sincere apologies to Drs Ebo,

Stevens, Bridts, and De Clerck1 for 2 errors involving the
referencing of tables in 2 of our articles. Drs Ebo et al were
correct in identifying the same error in our referencing of


