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The clinical efficacy of erythromycin
(EM) therapy has been demonstrated in
diffuse panbronchiolitis (DPB) patients,
chronic sinusitis, and otitis media with
effusion(OME). However, the mechanism
of this drug is not elucidated. The leuko-
trienes B4, C: (ILTB4, Ci) and prostaglan-
din E; (PGE.) are arachidonic acid meta-
bolites which are considered as the inflam-
matory mediators, because PG E. and
LT C. has the potent vascular permeabil-
ity increasing activity and LT B. has a
potent chemotactic activity.

In this study, to elucidate the possible

mechanism of EM, we examined the ef-
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fect of EM on the LT B4, C: and PG E;
production in the rat middle ear effusion
(MEE) induced by the injection of lipopo-
lysaccaride.

EM inhibited the accumulation of inflam-
matory cells such as neutrophils and
macrophages in MEE at the subacute in-
flammatory stage. Furthermore, EM sup-
pressed the exudation of plasma protein
and the production of LTB:, Cs and PG
E.; in the MEE. These result suggest that
EM may exert the antiinflammatory ef-
fect on MEE through the suppression of
the production of inflammatory mediators
such as LT B., C: PGE,.
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EM # o @il o8 %s LPS B L & L
T1HHTRERER P -7, 5 HE,
THHiEER IS s, (Fig. 1)
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Fig. 1 Total cell number in MME.
Accumulation of inflammatory cells
(such as neutrophils and macropha-
ges) were suppressed by EM treatm-
ent on 5 and 7 days after LPS adm-

inistration.
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Fig. 2 The proteins levels in MME.
Exudation of plasma proteins were
suppressed by EM treatment on 1 day,
5 and 7 days after LPS injection.
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Fig. 3 The amounts of LT B: in MME.
The LT B+ levels in MEE were sup-
pressed by EM treatment on 5 and
T days after LLPS injection.
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Fig. 4 The amounts of LT C: in MME.
The LT C: levels in MME were sup-
pressed by EM treatment on 5 and
T days after LPS injection.
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Fig. 5 The amounts of PG E: in MME.
The PG E. levels in MME were sup-
pressed by EM treatment on 5 and

T days after LPS injection.
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