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Abstract—The current study evaluates the capacity of eugenol to regulate immediate allergic reaction
by control of histamine release. Administrations of eugenol (1M/kg. i.p.) at 60 min before and 5, 10
min after the compound 48/80 treatment (8 mg/kg, i.p.) were shown the mortality rates as 0, 44.4, and
77.8%. respectively. A 60 min before administered group revealed a significant inhibition of serumn his-
tamine release compared with those of 5 and 10 min after the compound 48/80 injection. Eugenol (648
mM) was also showed a dose-dependent activity on the compound 48/80-induced histamine release
from the highly purified population of Alcian Blue-positive peritoneal mast cells. These results indicate
that in vitro treatment with exogenous eugenol inhibited the active response of mast cell populations

and modulated its characteristics.
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Table I—Effect of eugenol on the anaphylaxis in-
duced by compound 48/80 in mice

Mortality (%)

Compound

Treatment lhr 5 min 10 min
46/80 before later later
Saline + 100 100 100
Eugenol + 0 44.4 77.8
Eugenol - 0 0 0

Compound 48/80 (8mg/kg) was intraperitoneally
given to the groups of mice. Eugenol (1M/kg) was
given at 1 hr before of 5 min, 10 min later the com-
pound 48/80 injection (n=9/group). Mortality(%)
within 60 min following the compound 48/80 injection
was represented as No. of dead micex100/No. of to-
tal experimental mice.
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Fig. 1— Inhibitory effects of eugenol on the serum his-
tamine release. Eugenol was given intraperi-
toneally with 1M/kg at 60min before or 5, 10
min later the compound 48/80(8 mg/kg) injection.
Each bar shows the meantSE. of nine ex-
periments. Significantly different from the con-
trol, *: p¢0.05. Control : serum histamine content
of saline treated(200 pJ. i.p.)mice.
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Fig. 2—The effect of eugenol on the inhibition of his-
tamine release induced by compound 48/80 from
mice peritoneal mast cells. Mast cell suspen-
sions (2x10° cells/ml) were preincubated for 10
min at 37°C before the addition of drugs. The
cells were preincubated with the drug. and then
incubated (10 min) with the compound. Each
bar indicates the meantS. E. of four ex-
periments. Significantly different from the con-
trol, *:p€0.05. Control : histamine content of
Tyrode beffer A treated sample.
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