AR OI8HSIA] 2008;20(2):72-84
J of Sasang Constitutional Medicine
Vol. 20, No. 2, 2008:72-84
http:/fwww.esasang.com

BEDEREE 2] w52 Wy, A%,
A Azl Fsksel wAE 93

A - =i

CHAICHSH SICIDICHS NAAIE D

Anti-Oxidant Effect of Hyangsayangyi-tang Decoction in
Stomach, Spleen and Pancreas Cell of SD Rats

Choi Byoung-Chol, Ahn Taek-Won
Dept. of Sasang Constitutional Medicine, College of Oriental Medicine, Daejeon Univ.

1. Objectives
The purpose of this study was to observe the anti-oxidant effects of Hyangsayangyi-tang(HY) in SD rats.

2. Methods
This experiment was used the tissue of stomach, spleen and pancreas cells of 6, 52 and 68 weeks old SD rats.
Bach age group was again divided into three groups. One group, as normal group, was not-treated cells, another
group, as control group, was saline-treated cells, and the last group, as experimental group, was HY-treated cells.
After culture for 48 hours, each groups measured the level of SOD, GSH, MDA and NO in the tissue of
stomach, spleen and pancreas cells.

3. Results and Conclusions

The activity of SOD were significantly increased in spleen cell of 52, 68 w-HY group, pancreas cell of 68 w-HY
group and in stomach cell of 52, 68 w-HY group compared with those of the normal and the control groups. The
level of GSH were significantly increased in spleen cell of 52, 68w-HY group and in pancreas cell of 68w-HY group
compared with those of the normal and the control groups. The level of MDA were significantly decreased in
pancreas cell of 68 w-HY group compared with those of the normal and the control groups. The level of NO were
significantly decreased in spleen cell of 68 w-HY group, pancreas cell of 52, 68w-HGD groups compared with those
of the control groups.

According to results, HY showed anti-oxidant effect.

Investigation into the clinical use of the HY is suggested for future research.
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Fig. 1. Effect of HY decoction on SOD activity in spleen cells
from old rats.
Spleen cells from 6 w, 52 w, 68 w oid rats were frea-
ted with 500 sg/nl, 100 we/al, 50 ug/ml HY decoction
respectively and SOD activity was estimated by ELISA,
Values represent the means £ SD of 3 mice.
*+x. p<0.001, *2 p<0.05 compared o nomal group by
ANOVA test.
T pe0.001, T2 p<0.01 compared to saline group by
ANOVA test.
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Fig. 2. Effect of HY decoction on GSH level in spleen cells
from old rats.
Spleen cells from 6 w, 52 w, 68 w old rats were frea—
ted with 500.g/al, 100/ m, 50ug/m HY decoction
respectively and GSH level was estimated by ELISA.
Values represent the means £ SD of 3 mice.
xxx. p<0.001, ++ p<0.01 *: p<0.05 compared {o nor-
Dﬁ‘ﬁl group by ANOVA test.

1 p<0.001, compared to saline group by ANOVA
test.
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Fig. 3. Effect of HY decoction on MDA level in spleen cells
from old rats.

Spleen cells from 6w, 52w, 68w old rats were treated
with 500ug/nl, 100ug/nl, 50ug/ul HY decoction res-
pectively and MDA level was estimated by ELISA. Valugs
represent the meanstSD of 3 mice.
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Fig. 5. Effect of HY decoction on SOD activity in pancreatic
islet cells of old rats.
Pancreatic islet cells of 6 w, 52 w, 68 w old rats were
treated with 500ug/nl, 100ug/nl, 10ug/nl HY decoc-
tion respectively, and SOD activity was estimated by
ELISA. Values represent the meanstSD of 3 mice.

++ p<0.01 , + p<0.05 compared to no treatment group
by ANOVA test.

Tt

. p<0.01 compared to saline group by ANOVA test.

AAHIZIOIEHS| K| 2008;20(2):72-84

A Bw g

2 20

c

g 15

g

€10

]

e

g

S

5 - L

Z o

Mo treatment Saline

B. 52w

28

=

=

220

-

g

§ 15

&

s 10

2

S s

o

“ 0

N traatment Saline HY

C. 68w

BN
@ B 3

No Concentration (uM/L)

& o«

Mo treatment Saline HY

Fig. 4. Effect of HY decoction on NO level in spleen cells
from old rats.
Spleen cells from 6w, 52w, 68w old rats were treated
with 500ue/nl , 100ug/nl, 50ug/nl HY decoction res—
pectively and NO level was estimated by ELISA. Values
represent the means * SD of 3 mice.
xxx, 0<0.001, *+. p<0.01, *: p<0.05 compared to nor-
mal group by ANOVA test.
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Fig. 6. Effect of HY decoction on GSH level in pancreatic islet
cells of old rats.
Pancreatic islet cells of 6w, 52w, 68w old rats were frea-
ted with 500ug/nl, 100ug/al, 10ue/al HY decoction
respectively, and GSH level was estimated by ELISA.
Values represent the meanstSD of 3 mice.
xxx p<0.001, *» p<0.01 compared to no treatment
group by ANOVA test.

T p<0.001, "2 p<0.01 compared to saline group

by ANOVA test.
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Fig. 7. Effect of HY decoction on MDA level in pancreatic islet
cells of old rats.
Pancreatic islet cells of 6w, 52w, 68w old rats were
treated with 500w/ ul, 100ue/nl, 10ug/ s HY decoc-
tion respectively, and MDA level was estimated by
ELISA. Values represent the meansSD of 3 mice.
*: p<0.05 compared to no freatment group by ANCVA test.
"1 p<0.05 compared to saline group by ANOVA test.
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Fig. 8. Effect of HY decoction on NO level in pancreatic islet
cells of old rats.
Pancreatic islet cells of 6w, 52w, 68w old rats were
treated with 500ug/al, 100ug/nl, 10ug/al HY decoc-
tion respectively, and NO level was estimated by ELISA,
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Fig. 10, Effect of HY decoction on GSH level in stomach
cells from old rats.
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Fig. 9. Effect of HY decoction on SOD activity in stomach
cells from old rats.
Stomach cells from 6w, 52w, 68w old rats were
treated with 500ue/nl, 100ug/nl, 10ue/n HY decoc-
tion respectively, and SOD activity was estimated by
ELISA. Values represent the means£SD of 3 mice.
»xx. p<0.001, ** p<0.05 compared o no treat-
ment group by ANOVA test.
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saline group by ANOVA test.
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Stomach cells from 6w, 52w, 68w old rats were treated with
500ug/nl, 100ug/m, 10ue/al HY decoction respectively, and
GSH level was estimated by ELISA. Values represent the
meanstSD of 3 mice.
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Fig. 11, Effect of HY decoction on MDA level in stomach cells
from old rats.
Stomach cells from 6w, 52w, 68w old rats were frea-
ted with 500ue/nl, 100ke/nt, 10ue/nl HY decoction res—
pectively, and MDA level was estimated by ELISA,
Values represent the meansSD of 3 mice.
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Fig. 12. Effect of HY decoction on NO level in stomach cells
from old rats.
Stomach cells from 6w, 52w, 68w old rats were
treated with 5004/ nl, 100ue/«l, 50ug/al HY decoc—
tion respectively, and NO level was estimated by
ELISA. Values represent the meansxSD of 3 mice.
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