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Abstract

Some of the asthmatic children grow out
of the disease after adolescence. Although
allergen-specific Th2 cells, the Th2 cytokines,
and allergen-specific IgE are important in the
pathogenesis of the development of asthma.
The immunological basis underlying the im-
provement of asthmatic clinical manifes-
tation remained undefined. For investigating
of the possible factors contribute to the
improvement of clinical manifestation of
asthma, we recruited 49 adult subjects with
history of HDM-sensitive asthma and studied
their serum Der p2-specific antibodies as
well as T cell response to Der p2. Among
these subjects, 23 (46.9%) had improved
clinical manifestation (group AS/N) with no
asthma- tic attack for at least 24 months,
whereas 26 (53.1%) of them had recurrent
asthmatic attacks (group AS/Y) and had at
least one asthmatic attack within 12 months.
The status of clinical manifestation was not
correlated to subjects’ gender, age-of-disease
onset, presence of atopic dermatitis or
practicing specific immunotherapy. The level
of sera Der p2-specific IgE and IgG
antibodies did not show correlation with the
clinical manifes- tation. To investigate the
Der p2-specific Th cytokines IFN 7y /IL4
production, PBMCs were collected and
stimulated with rDer p2 or rDer p2 plus
PMA/Ionomycin and subjectted to intracellu-
lar cytokine staining. It revealed that the
proportion of IFN 7 or IL4-producing PBLs
in response to Der p2 stimulation did not
differ between asthmatic subjects with differ-
ent clinical manifestation. These results indi-
cated that it would become inevitable to
study the number of mast cells, number of
FceRIIgE on mast cells and the HDM aller-
gen-specific T cell subsets and their cyto-
kines in the inflammatory airway to get a
clear picture of allergen-specific IgE, T
subsets and their roles in determining clinical
manifestation of mite-sensitive asthma in
adulthood.
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