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Although low-dose and long-term admin-
istration of macrolides (macrolide thera-
py) has been reported to be effective for
patients with intractable chronic sinusitis,
we sometimes encountered patients whose
sinusitis was extremely resistant to macr-
olide therapy. Here we report the correla-
tion between clinical efficacy and immuno-
histological findings of the ethmoidal
mucosa or nasal polyps in patients treat-
ed with the macrolide therapy. We found
that the number of IgA positive cells in
submucosal layer decreased after the ther-
apy, while the number of IgE positive

cells showed little change. In patients who
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did not respond to the therapy, IgE posi-
tive cells were dominant in submucosal
layer. CD23.positive cells were also found
especially in patients with eosinophilic in-
filtration. The macrolide therapy resulted
in the:dominance of CD8 positive T cells
over CD4 positive T cells in most cases,
indicating suppression of inflammation in
paranasal mucosa. These results suggest
that macrolide may suppress chronic in-
flammatory response except for type I alle-
rgic inflammation with IgE production.
Key words : macrolide, sinus mucosa,

immunoglobulin, T cell subset.
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Fig. 1 The changes of numbers of IgA and
IgE positive cells in submucosal la-
yer before and after macrolide ther-
apy in each patient. Open circle ind-
icates a case who responded well to
the macrolide therapy and closed
circle indicates for a poorresponder.
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Fig. 2 The efficacy of macrolide therapy
and the numbers of IgA and IgE
positive cells in submucosal layer
after the therapy.
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Fig. 3 CD4 and CD8 positive cells in sub-
mucosal layer of each patient after
macrolide therapy.
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