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Suppression of Immediate Hypersensitivity
by Methyleugenol
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Abstract—We studied the action of methyleugenol on immediate hypersensitivity. Methyleugenol com-
pletely inhibited systemic anaphylaxis induced by compound 48/80 in mice. Methyleugenol also irr-
hibited local anaphylaxis induced by anti-dinitrophenyl (DNP) IgE. Moreover. methyleugenol dose-de-
pendently inhibited histamine release in peritoneal mast cells activated by compound 48/80 or anti-
DNP IgE. These results suggest that the inhibitory effect of methyleugenol on anaphylaxis induced by
compound 48/80 or anti-DNP IgE is due to, in part at least, the membrane stabilization of mast cells.
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Table I—Effect of methyleugenol on systemic ana-
phylaxis after a single administration of

compound 48/80
4 Mortality (%)
Treatment PPN T Th smin  10min
before  later later
None + 100 100 100
Methyleugenol + 0 0 75
Methyleugenol - 0 0 0

Saline (200 ul) or methyleugenol (0.1 w/g. b.wt) was
given at 60 min before or 5min, 10 min after (n=3/
group) compound 48/80 injection. Compound 48/80
solution (8 ug/g) were intraperitoneally given to the
grop of mice. Mortality (%) within 60 min following
compound 48/80 injection was represented as No. of
dead mice x 100/No. of total experimental mice.
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Table II— Dose-dependent effect of methyleugenol on
compound 48/80-induced systemic ana-

phylaxis
Methyleugenol addition (ul/g) Mortality (%)
None 100
01 0
0.01 0
0.001 75
0.0001 100

Group of mice intraperitoneally pretreated with sa-
line (200 u) or methyleugenol was given at 60 min
before (n=3/group) compound 48/80 injection. Com-
pound 48/80 solution (8 ug/g) were intraperitoneally
given to the group of mince. Mortality (%) within 60
min following compound 48/80 injection was
represented as No. of dead mice x 100/No. of total ex-
perimental mice.

1005
804 *%
;\?
- 601
9]
= *
8
£ 40-
204
0 L T T 1
0 0.0001 0.001 0.01 0.1

Methyleugenol (ul/g b.wt.)

Fig. 1— Effect of methyleugenol on serum histamine
release after compound 48/80 injection. Methy~
leugenol was given with 0.1 pl/g b.wt. at 60
min before compound 48/80 injection. Groups
of mice were intraperitoneally administered
with 200 pI of saline or methyleugenol. Com—
pound 48/80 solution (8g/g. b.wt) was in-
traperitoneally given to the group of mice.
Each value indicates mean+SE. (n=3), *p(
0.005, **p<0.001.
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Table II— Effect of methyleugenol on the 48-hrs Pas-
sive cutaneous anaphylaxis in mice

Methyleugenol Amount of dye Inhibition
addition (W/g) (ug/site) (%)
None 15.630+0.02509 -
0.2 6.9660.01152 55.4
0.1 2.869+0.00474F 816
0.01 2.399+0.00397* 84.6

Drug was administered orally 1 hr prior to challenge
with antigen. Each amount of dye represents the
meantS.E. of 4 experiments. *p{0.001.
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Fig. 2 — Effect of methyleugenol on compound 48/80 in-
duced histamin release from rat peritoneal
mast cells. Rat peritoneal mast cells (2x10°
cells/m]) were pretreated with saline or methy-
leugenol for 10 min. Compound 48/80 solution (5
lg/mi) were added to the rat peritoneal mast
cell suspension pretreatment with the above
agents. Each value indicates mena+S.E. (n=
3), **p<0.001.
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Fig. 3—Effect of methyleugenol on histamin release
from RPMC passively sensitized with anti-
DNP-IgE antibody. Methyleugenol was added
24 hr before the challenge. Each value in-
dicates mean+S.E. (n=6) **p<0.001.
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