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The Experimental Study on the Anti-allergic Effects of Bojungikgi-tang
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Abstract

This experimental research has been done to study the effects of Bojungikgi-tang(BJIKT) on the anti-allergic
reaction. We found the several important results from the research which has been performed by two experiments
toward immediately type and delayed type in order to study the effects of BJIKT on hypersensitivity response to
mice. The results obtained from our research are as following:1. The survival rate of one group to which we
injected only the compound 48/80 is almost 0% according to its density and timing test. In the other hand, the
survival rates of the other group to which we injected both of the compound 48/80 and BJIKT are 20%, 10%, 30%,
10%, 40%, and 70% according to 0.025, 0.05, 0.1, 0.25 0.5 and 1(mg/g) of compound 48/80. Time dependency test
also shows the 10% and 0% survival rates in 5 and 10 minutes. 2. BJIKT revealed the significantly inhibitory effect
on Compound 48/80 induced Mast cell degranulation. 3. BJIKT showed the significantly inhibitory effect in the
delayed type hypersensitivity response to picryl chloride. 4. BJIKT showed the significantly inhibitory effect in the
delayed type hypersensitivity response to sheep red blood cell. Our research provides the important evidence that
BJIKT is benificial to the prevention and treatment of allergy related diseases.
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Table 0. Effect of BJIKT on Compound 48/80 induced
anaphylaxis in a dose-dependent manner

Concentration , Viability(%)
No. of animals
(mg/g) BJIKT
None(Saline) 10 0
0.025 10 20
0.05 10 10
01 10 30
0.25 10 10
05 10 40
1 10 70

Groups of mice (n=10/group) were intraperitoneally pretreated
with 20040 saline or drugs. The drugs were administered
intraperitoneally Thr prior to compound 48/80 injection (n=10/
group). The compound 48/80 solution was intraperitoneally
given to mice. Viability(%) within 1hr following by injection of
compound 48/80 was represented as No. of viable mice x 100/
No. of total experimental mice. BJIKT indicates aqueous extract
of Bojungikgitang-administered group.
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Fig. 1. Effect of BJIKT on Compound 48/80 induce-
danaphylaxis in a dose-dependent manner.
Groups of mice (n=10/group) were intraperitoneally
pretreated with 200u0 saline or drugs. The drugs were
administered intraperitoneally 1hr prior to compound
48/80 injection (n=10/group). The compound 48/80
solution was intraperitoneally given to mice. Viability(%)
within Thr following by injection of compound 48/80
was represented as No. of viable mice X 100/ No. of
total experimental mice. BJIKT indicates aqueous extract
of Bojungikgitang-administered group.
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Table M. Effect of BJIKT on Compound 48/80 induced
anaphylaxis in a time-dependent manner

i Viability(%
TII'.ﬂe No. of animals - y( O)
(min) BJIKT

5 10 10

10 10 0

Groups of mice (n=10/group) were intraperitoneally pretreated
with 20044 saline or drugs. The drugs were given at a 1.0 mg/g
dose 5 min or 10 min after compound 48/80 injection (n=10/
group). The compound 48/80 solution was intraperitoneally given
to mice. Viability(%) within Thr following by injection of com-
pound 48/80 was represented as No. of viable mice X 100/ No.
of total experimental mice. BJIKT indicates aqueous extract of
Bojungikgitang-administered group.
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Effect of BJIKT on Compound 48/80 induced
anaphylaxis in a time-dependent manner.
Groups of mice (n=10/group) were intraperitoneally
pretreated with 20010 saline or drugs. The drugs were
given at a 1.0 mg/g dose 5 min or 10 min after compound
48/80 injection (n=10/group). The compound 48/80
solution was intraperitoneally given to mice. Viability(%)
within 1hr following by injection of compound 48/80 was
represented as No. of viable mice x 100/ No. of total
experimental mice. BJIKT indicates aqueous extract of
Bojungikgitang-administered group.

Fig. 2.
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Table IV. Effect of BJIKT and Compound 48/80 in-
duced Mast cell degranulation

Group No. of animals Degranulation(%)
Control 10 75.7+3.227
BJIKT 10 35.0£6.60%**

Groups of mice (n=10/ group) were intraperitoneally pretreated
with 2004¢ saline or drugs. The drugs were given ata 1.0 mg/g
1hr before the compound 48/80 injection (n=10/group). The
compound 48/80 solution was intraperitoneally given to mice.
Degranulation index (%) was represented as {(normal X 0) +
(light degree x 50) + (strong degree x 100)} / total numbers
of mast cells. Control indicates normal saline administered
group; BJIKT indicates aqueous extract of Bojungikgitang-
administered group.

“Indicates mean *standard error (S. E.); indicates statistically
different compared with control data (" p<0.005, "p<0.01).
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Fig. 3. Effect of BJIKT on Compound 48/80 induced
Mast cell degranulation.
Groups of mice (n=10/group) were intraperitoneally
pretreated with 2004¢ saline or drugs. The drugs were
given at a 1.0 mg/g 1hr before the compound 48/80
injection (n=10/group). The compound 48/80 solution
was intraperitoneally given to mice. Degranulation
index (%) was represented as {(normal x 0) + (light
degree x 50) + (strong degree x 100)} / total numbers
of mast cells. Control indicates normal saline admin-
istered group; BJIKT indicates aqueous extract of
Bojungikgitang-administered group.
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Table V. Effect of BJIKT on Picryl chloride induced
Contact Dermatitis in Mice

;Group No. of animals Foot pad swelling(mm)
Control 10 0.15+0.017
BJIKT 10 0.08 £0.01***

Groups of mice (n=10/group) were orally administrated with
saline or drugs for eight days. Ear edema was induced by
exposure to 1% PC ethanol and 1% PC olive solutions. Ear
thickness was measured by caliper. Control indicates normal
saline administered group; BJIKT indicates aqueous extract of
Bojungikgitang-administered group.

Indicates mean + standard error (S.E); ™ indicates statistically
different compared with control data (p<0.005).
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Fig. 4. Effect of BJIKT on Picryl chloride induced
Contact Dermatitis in Mice.
Groups of mice (n=10/group) were orally administrated
with saline or drugs for eight days. Ear edema was induced
by exposure to 1% PC ethanol and 1% PC olive solutions.
Ear thickness was measured by caliper. Control indicates
normal saline administered group; BJIKT indicates aqueous
extract of Bojungikgitang-administered group.
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Table VI. Effect of BJIKT on Delayed Type Hypersensitivity
Response to SRBC in Mice

Groub No. of animals  Foot pad swelling(mm)
Control 10 0.67 £0.06”
BJIKT 10 031+0.05"

Groups of mice (n=10/group) were orally administrated with
saline or drugs for six days. Foot edema was induced by injection
to 2% 10" sheep blood red cells (SRBC) and 10° sheep blood red
cells. Foot edema was measured by caliper. Control indicates
normal saline administered group; BJIKT indicates aqueous
extract of Bojungikgitang-administered group;

“Indicates mean * standard error (S. E.);  indicates statistically
different compared with control data (p<0.005).
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Fig. 5. Effect of BJIKT on Delayed Type Hypersensitivity
Response to SRBC in Mice.
Groups of mice (n=10/group) were orally administrated
with saline or drugs for six days. Foot edema was
induced by injection to 2x10° sheep blood red cells
(SRBC) and 10° sheep blood red cells. Foot edema was
measured by caliper. Control indicates normal saline
administered group; BJIKT indicates aqueous extract of
Bojungikgitang-administered group.
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