GENER O Ce] 224 o] iRt tiAlS-3 W] 374

mAE Est

ABAA SR 213 M42(2010E 128)
J. of Oriental Neuropsychiatry 2010;21(4):53-68

Effect of SSEx on the Metabolic Syndrome in High-Fat Diet Induced Obese Mice

Bo-Kyung Kim, Young-Jin Oh, Young-Ho Chun, Ji-Won Ha,
Hee-Young Lee*, Hae-Gyeong Jeong®, Soon-Shik Shin*, Sang-Fon Leet

Dept. of Neuropsychiatry, College of Oriental Medicine, Dong-Eui University
Dept. of Formula Science, College of Oriental Medicine, Dong-Eui University”
Dept. of Neuropsychiatry, College of Oriental Medicine, Won-Kwang University*

Abstract

Objectives :
We investigated the effects of Sopungsungi-won(Shufengshungivuan) (SSExl, SSEx2) on the metabolic syndrome in
high-fat diet induced obese mice.

Methods :

8 weeks old, high fat diet induced obese male mice were divided into 4 groups: C57BL/6 lean control, obese vehicle
control, SSEx1, SSEx2. After mice were treated with SSEx1, SSEx2 for 12 weeks, we measured body weight gain, food
intake, feeding efficiency ratio, fat weight, plasma leptin, insulin, glucose and lipid levels. We also observe the morphology
and count for the numbers of Adipocyte and evaluate the weight of organs and it's function.

Results :

1. Compared to Obese Control Group, SSEx] gained significantly lower body weight and showed lower Feeding Efficiency Ratio.

2. Compared to Obese Control Group, SSExl showed lower weights of epididymal adipose tissue, troperitoneal adipose
tissue, inguinal adipose tissue, brown adipose tissue. SSEx2 showed higher weights of epididymal adipose tissue,
troperitoneal adipose tissue, inguinal adipose tissue, brown adipose tissue.

3. Compared to Obese Control Group, the size of adipocytes was significantly decreased by SSEx1, whereas the number
of adipocites per unit was significantly increased. Hepatic lipid accumulation was decreased significantly by SSEx1.

4. Concerning the weights of Liver, Heart, Spleen, Kidney and Pancreas, SSEx1, SSEx2 showed little differences with
those of Lean Control, Obese Control.

5. Compared to Obese Control Group, SSEX1, SSEx2 showed lower level of plasma triglyceride, but SSEx1 had significance
only. SSEx1, SSEx2 showed little lower level of plasma HD L-cholesterol, LD L-cholesterol, total cholesterol, but had
no significances.

6. Concerning the levels of plasma glucose, insulin and leptin, SSEx1 and SSEx2 showed littele changes with those of
Lean Control, Obese Control.

7. The leves of Plasma AST, AST, ALT, free fatty acid, BUN, creatinine were in the physiological range at 4 groups
all;:Lean Control, Obese Control, SSEx1, SSEx2.

Conclusions :
These results showed SSExl can be used as therapeutic agent for Obesity and metabolic syndrome caused by
long-period high fat diet.
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Table 1. The composition of SSExI

sloky Ingredient I:é{j/;'? ?‘%‘?
. Radix et Rhizoma Rhel

RFBH Praeparata 21
EWTFM  Semen Plantaginis Pracparata 1
A== Semen Pruni 8
bt Semen Arecae 8
MF=HY  Fructus Cannabis Praeparata 8
BETER  Semen Cuscutae Praeparata 8

; C 24.80
AR Radix Achyranthis Bidentatae 8

Pragparata
iz Rhizoma Dioscoreae 8
IS Fruetus Corni 8
13 Fructus Citri Aurantii 4
B Radix Saposhnikoviae 4
BiE Radix Angelicae Pubescentis 4
Total amounts 100(%)

42d, 284, ¥¥s, olkd, 0131g, Joid, =4, 0l

Table u_ The composition of SSEx?2

- ) Ratio  Yield
Slokod
oterd Ingredient (%) (%)
" Radix et Rhizoma Rhej
RFBH Praeparata 2
o Semen Plantaginis
Al b
SRR Prasparata 105
A== Semen Pruni 9
bt Semen Arecae 9
R TES  Semen Cuscutae Praeparata 9 1621
ApES Radix Achyranthis Bidentatae 9 '
i Pragparata
iz Rhizoma Dioscoreae 9
IS Fructus Comi 9
13 Fructys Citri Aurantii 45
B Radix Saposhnikoviae 45
BiE Radix Angelicae Pubescentis 4.5
Total amounts 100(%)
3) Alg? 9 Fojun
T3 7k R 3 6} o, SSEx1¥}

SSEx2+= 400mg/ keS| S0 2 1273 AlRe] &
grato] FofetSithTable ).

Table w. Experimental groups

Group Number  Sex_ Dose(mg/kg BW)
Lean control 1 male 0
High fat control 1 male 0
diet induced  SSEX1 7 male 400 mg/kg
obese mice  SSEx? 7 male 400 mg/kg
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Fig. 1. Changes in body weight gain of high fat
diet induced obese mice.
Data are exoressed as the mean + SD. *, #
005, ™, #£ 0.01 significantly different from
obese control. SSEx = SopungSungiwon
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different from SSEx2. Abbreviations as in Fig. 1.
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in high fat diet induced obese mice.
Data are expressed as the mean = SD.
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