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Abstract

Effect of Each Constituent-Herb of Sagoonja-Tang on
the Change of Corticosterone Level induced
by Heat Stress in Mice

Jo, Yong-Kook. Lee, Tae-Hee
Dept. of Formulae pharmacology, College of Oriental Medicine. Kyung Won University

This study aimed to investigate the effect of each constituent-herb of Sagoonja-Tang on
the plasma corticosterone level in mice exposed to heat stress.

Each formula(0.5g/kg, 1.0g/kg) was injected intragastrically to mice exposed to forced
hot water swimming(42°C, 3min) before measuring the change of plasma corticosterone
level of mice.

The results were as follows:

1. At 15 minutes after the heat stress for 3 minutes the most significant increase of
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corticosterone level was shown.

2. Ginseng group didn’t show significant changes.

3. Atractylodis group showed significant decrease at 0.5g/kg dose(P<0.05). But it showed
slightly increase at 1.0g/kg dose.

4. Poria group didn’t show significant changes.

5. Glycyrrhizae group showed slightly increase, but insignificant.

These data revealed that Atractylodis macrocephalae Rhizoma might have the
anti-stress effect through the control of plasma corticosterone level in mice exposed to
heat stress.
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Reagent Company Country
Methylene Chloride (HPLC Grade) Mallinckrodt USA
Ethanol (Absolute Alcohol) Merck. Co. Germany
Sulfuric Acid Duksan Co. Korea
Corticosterone Sigma USA
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Instr}ument}”ﬁfl:;z’f | Company" ~ Country
Spectroflorometer(SFM 25) Kontron Italy
Deep-Freezer(Advantage) Queue USA

Centrifuge(Micro 17R) Hanil Korea
Rotary Evaporator Eyela Japan
Vortex Mixer(Vortex-Genie2) Fischer USA
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Fig1. The change of corticosterone level in
plasma according to time-course after
forced hot water swimming Stress(42T,
3min) (n=6)

w% sk | Statistically  significant as compared
with Normal Group (P<0.01, P<0.001)
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Fig2.The Effect of Poria, Atractylodis
macrocephalae Rhizoma (0.5g/kg) on the
Change of Corticosterone Level at
15minutes after Hot Water Swimming

Stress(42°C, 3min) (n=6)

Poria, Atractylodis macrocephalae Rhizoma

was administered intragastically 1hr prior t0

Forced Hot Water Swimming Stress.

*4x | Statistically significant as compared with

Normal Group (P<0.001)
#: Statistically significant as compared with
Control Group (P<0.05)

Normal Group : treated with no stress and
administered normal saline

Control Group : treated with Hot  water
swimming stress for 3 minutes and
administered normal saline

P Group : treated with Hot water swimming
stress for 3 minutes and administered
Poria

AR Group : treated with Hot water swimming
stress for 3 minutes and administered
Atractylodis macrocephalae Rhizoma
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Figd. The Effect of Poria, Atractylodis

Fig3. The Effect of Ginseng Radix, Glycyrrhizae
Radix (0.5g/kg) on the Change of
Corticosterone Level at 15minutes after Hot

macrocephalae Rhizoma (1.0g/kg) on the
Change of Corticosterone Level at

Water Swimming Stress(42°C, 3min) (n=6)

Ginseng Radix, Glycyrrhizae Radix was

administered intragastically Thr prior to

Forced Hot Water Swimming Stress.

**+% | Statistically significant as compared with

Normal Group (P<0.001)

Normal Group:treated with no stress and
administered normal saline

Control Group:treated  with  Hot  water
swimming stress for 3 minutes and
administered normal saline

PGR Group : treated with Hot water swimming
stress for 3 minutes and administered
Ginseng Radix

GR Group: treated with Hot water swimming
stress for 3 minutes and administered
Glycyrrhizae Radix

15minutes  after Hot Water Swimming

Stress(42°C, 3min) (n=6)

Poria, Atractylodis macrocephalae Rhizoma

was administered intragastically hr prior o

Forced Hot Water Swimming Stress.

wx% | Statistically significant as compared with

Normal Group (P<0.001)

Normal Group:treated with no stress and
administered normal saline

Control Group:treated  with  Hot  water
swimming stress for 3 minutes and
administered normal saline

P Group:treated with Hot water swimming
stress for 3 minutes and administered
Poria

AR Group: treated with Hot water swimming
stress for 3 minutes and administered
Atractylodis macrocephalae Rhizoma
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Fig 5. The Effect of Ginseng Radix, Glycyrrhizae
Radix (1.0g/kg) on the Change of
Corticosterone Level at 15minutes after Hot
Water Swimming Stress(42°C, 3min) (n=6)
Ginseng Radix, Glycyrrhizae Radix was
administered intragastically lhr prior to
Forced Hot Water Swimming Stress.

#x% : Statistically significant as compared with

Normal Group (P<0.001)

Normal Group:treated with no stress and
administered normal saline

Control Group :treated  with  Hot  water
swimming stress for 3 minutes and
administered normal saline

PGR Group : treated with Hot water swimming
stress for 3 minutes and administered
Ginseng Radix

GR Group : treated with Hot water swimming
stress for 3 minutes and administered
Glycyrrhizae Radix
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