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Effect of Kakkon-td on the active Arthus reaction and
the delayed type hypersensitivity in mice
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Abstract

Anti-allergic activity of Kakkon-td (Ge-Gen-Tang, T]-1, Japanese herbal medicine) was
assessed by the delayed type hypersensitivity (DTH), the active Arthus reaction and the anti-
sheep red blood cell (SRBC) antibody formation in mice. When TJ-1 (2 g/kg/day) was
orally given to mice for 7 consecutive days prior to SRBC immunization, it suppressed the
DTH and the anti-SRBC antibody formation. The active Arthus reaction induced with
SRBC in mice was also suppressed by the administration of TJ-1 (2 g/kg/day) for 19 days
and/or 12 days before the antigen injection for the elicitation of the allergic reaction.
However, TJ-1 did not show any inhibitory action against the DTH when it was given to
mice at the elicitation and after the immunization. In the case of the antibody formation, it
also did not inhibit hemolytic plaque forming cell (HPFC) induction when it was administered
after the immunization. The DTH suppression by TJ-1 was eliminated by cyclophos-
phamide injection 1 day before immunization. On the other hand, TJ-1 augmented con-
canavalin A-induced immunosuppression against the DTH reaction and HPFC induction in
mice. These results suggest that TJ-1 shows antiallergic activities in suppressing DTH,
Arthus reaction and SRBC antibody formation which would be caused by the activation of
T suppressor cells.
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Abbreviations Con A, concanavalin A . DTH, delayed type hypersensitivity . HPFC,
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Fig. 1 Effect of TJ-1 on the delayed type hyper-
sensitivity in mice.

TJ-1 (1g, 2g/kg) was given orally to BALB/c
female mice for indicated days. A . for 7 days
p.o. before immunization, B . for 6 days p.o.
after immunization, C . for 2 days p.o. before
and after elicitation, CY © cyclophosphamide
(100 mg/kg, i.p.) was given to mice 24 hr before
immunization with SRBC. **»<0.01 vs. con-
trol, n=10.
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Fig. 2 Effect of TJ-1 on the active Arthus reaction in mice.
Protocol of the procedure is shown in the upper part. Each column indicates the mean+

S.E. **p<0.01 vs. control, n=10.
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Fig. 3 Effect of T]-1 on the anti- SRBC re-
sponse.
TJ-1(1g, 2g/kg) was given orally to BALB/c
female mice for 7 days before immunization
with SRBC. *p <0.05 vs. control, n=10.
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Fig. 4 Augmentation of Con A-induced immu-
nosuppression by TJ-1.

TJ-1 was given orally for 6 days. Con A
(25—100 ug/body) was administered i.v. 24 hr
before immunization. Each column indicates
the mean =S.E. of 5 experiments. *p <0.05 vs.
Con A 25 ug.
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Fig5 Augmentation of Con A-induced immu-
nosuppression by TJ-1.

TJ-1 was given orally for 2 days. Con A (12.5

ug/body) was given i.v. 1 day before immuni-
zation. *» <0.05, n=10.
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Fig. 6 Augmentation of Con A-induced suppres-
sion of the delayed type hypersensitivity by
TJ-1.

TJ-1 was given orally for 6 days. Each col-
umn indicates the mean+S.E. **p<0.01, n=7.
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