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To the Editor:

We appreciate Dr Baur’s' interest in our recent publica-
tion” concerning IgE and asthma from diisocyanates. We
reported an absence of Ce and IL-4 mRNA—positive cells
in bronchial biopsy specimens taken from patients 24
hours after a challenge with diisocyanate. Dr Baur com-
ments that Maestrelli et al® found significantly increased
IL-4 in the bronchial mucosa of isocyanate responders
with asthma. This was the case 48 hours after active
challenge but not at 1 to 4 weeks after the last workplace
exposure. These authors commented that the increased
expression of IL-4 after challenge was in contrast with
their finding that only a minority of T-cell clones (6%)
derived from bronchial mucosa had detectable IL-4. It is
not clear from the published report whether the patients
in that study had evidence of specific IgE sensitization.

Dr Baur is indeed correct in pointing out that IgE-
mediated sensitization occurs in diisocyanate workers; as is
widely acknowledged, such sensitization is only detected in
about a quarter of patients with asthma from this cause. On
this basis of our findings, we concluded that the disease
might be IgE-independent in a proportion of patients. We
further hypothesized that there may be 2 separate forms,
one associated with IgE and the other not. We did not imply
that diisocyanate asthma is a non—IgE-mediated disease in
those patients with detectable specific IgE.

We hope that our study will now be repeated in a larger
population of patients with diisocyanate asthma, including
those with and without detectable specific IgE.
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