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Effects of Water Extract of Yukeuigambi-tang on Obesity and
Hyperlipidemia in Mice Induced by High Fat Diet

Hyo-Nam Song, Hyun Hee Lee's, Jeung Beum Kim®

Department of Oriental Medical Food and Nutrition, Semyung University, 1:Food Institute of Ssialfood,
2 Department of Pathology, College of Oriental Medicine, Semyung University

This experimental study was designed to

investigate the

inhibitory effects of hot water extract of

Yukeuigambi-tang (YEGT) on high-fat diet-induced obesity and hyperlipidemia in C57BL/6 mice. Animals were divided
into normal, control, YEGT(sample A 3.8 g/kg, and sample B 7.6 g/kg) treated group. Obesity with hyperlipidemia was
induced by high fat diet treatment for 6 weeks. YEGT was given to the animals by oral gavage. The effect of YEGT
on the body weight change, total cholesterol, HDL-cholesterol, LDL-cholesterol, triglyceride, and leptin levels in serum
were evaluated. In respect to the body weight change, sample B significantly reduced body weight compared with
control group in the 6th weeks. In the total cholesterol, triglyceride, and leptin level, sample B significantly reduced all
of them compared with control group; sample A significantly reduced triglyceride and leptin levels compared with
control group. The above results suggest that YEGT is effective to prevention and treatment of obesity and

hyperlipidemia.

Key words : obesity, hyperlipidemia, total cholesterol, triglyceride, leptin
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Table 1. Prescription of Yukeuigambi-tang per pack

Name of Herbs Pharmacognostic Name Weight(g)
R4 Cinnamomi Cortex 12
B Coicis Semen 12
B%%E Poria 6
#I7E Carthami Flos 4
HE Glycyrrhizae Radix 4
Total 38

Table 2. Compositoin of high fat diet for inducing obesity
Product #D12450B

am % keal %
Protein 19.2 20
Carbohydrate 67.3 70
Fat 43 10
total 100%
keal/gm 3.85
Ingredient gm keal
Casein, 80 Mesh 200 800
[-Cystine 3 12
Corn Starch 315 1260
Maltodextrin 10 35 140
Sucrose 350 1400
Cellulose, BW200 50 0
Soybean Qil 25 225
Lard 20 180
Mineral Mix S10026 10 0
DiCalcium Phosphate 13 0
Calcium Carbonate 55 0
Potassium Citrate 16.5 0
Vitamin Mix V 10001 10 40
Choline Bitartrate 2 0
FD&C VYellow Dye #5 0.05 0
Total 1055.05 4057

4. A9 44 2 AR
2§ F(C57BL/6) 40 wlE]lE A3+ (Normal Group, N), U
7 (Control Group, C), A%+ A(Sample Group A), 23

MR
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Table 3. Changes of body weight in rats fed with high fat diet

Body Weight (g)
1 week 2 weeks 3 weeks 4 weeks 5 weeks 6 weeks
24.3+047

Group 0 week?

Normal ~ 23.1+0.35” 235+0.33 247+050 254051 26.0+0.56 26.0+0.53

Control 2312036 2524037+ 265+047+ 27.9+0.83+ 31.6+0.75+ 3354086+ 35.3£092
Sample A 231037

Sample B 232+0.38

247043 256057 274+080 305092 325+1.08 34.3+1.01

2504043 257+032 265+043 296+055 314+069 32.8+075"

meanzstandard error. Numbers of
fed with normal diet for 6 weeks.
fed with high fat diet and medicated
fed with high fat diet and
. statistically significant as
: statistically significant as

a) 0 week : beginning day of experiment, b) :
animals are 10 mice in the all groups. Normal :
Control : fed with high fat diet for 6 weeks. SA :
Yukeuigambitang extract 3.8 g/ke for 6 weeks. SB :
medicated Yukeuigambitang extract 7.6 g/keg for 6 weeks. *
compared with normal group(x+ : p<0.005, == : p<0.001) #
compared with control group(# : p<0.05)

Table 4. Effect on serum leptin levels in rats fed with high fat diet

Group No. of Animal Leptin(ng/m#)
Normal 10 494 + 0487
Control 10 32.06 + 3.28w
Sample A 10 2753 * 215"
Sample B 10 2039 + 1.80"
a) : meansstandard error. + : statistically significant as compared with normal group(x+
1 p<0.001) # : statistically significant as compared with control group(# : p<0.05, ### :
p<0.001)
3. @2 F total cholesterol 7ol U] Ae 9
279 total-cholesterol &S Ao B #2144
A ZoAE 219 A9 e izl val Baske 29
S Byon, 487 BAAA 94 A= HAE YEhiAH

(Table 5).

Table 5. Effect on the serum total cholesterol levels in rats fed with

high fat diet
Group No. of Animal Total Cholesterol(mg/dl)
Normal 10 10593 + 1817
Control 10 161.54 + 6.01%
Sample A 10 14758 + 491
Sample B 10 14667 + 421"
a) : mean#standard error. * : statistically significant as compared with normal group(+

1 p<0.001) # : stafistically significant as compared with control group(# : p<0.05)

4. 8% % HDL-cholesterol &l m|X]= 3

) &9 HDL-cholesterol $F&F& At Hla] 243
A S7Fsta. 2709 “@‘? E5E g2 vl§) S8 4

gFe oy FoAe filth(Table 6).

Table 6. Effect on serum HDL-cholesterol levels in rats fed with high
fat diet

Group No. of Animal HDL-Cholesterol(mg/dl)
Normal 10 7843 + 1337
Control 10 115.02 + 5,11
Sample A 10 122.84 + 3.62
Sample B 10 119.74 £ 2.14

fed with high fat
p<0.001)

a) : meanzstandard error. Normal : fed with normal diet. Control :
diet for 4 weeks. * : statistically significant as compared with normal group(x :

5. &3 = LDL-cholesterol 3t#d] mx]= 3k
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)z 2] LDL-cholesterol &3-S Aol w8 <94
A S8R Aol e gzl vld) i S39] Hales

AN Folde gl thTable 7).

Table 7. Effect on serum LDL-cholesterol levels in rats fed with high
fat diet

Group No. of Animal LDL-Cholesterol(mg/dl)

Normal 10 950 + 0.48”

Control 10 21.00 £ 2.13%
Sample A 10 2262 + 153
Sample B 10 19.54 + 152

a) : meantstandard error. « : stafistically significant as compared with control group(x
¢ p<0.001)

6. 834 % triglyceride 3ol vlX& 3
2T triglyceride e gl vl F44U0A 5
Zhetdich 2709 A2 BT izl st F4UA 7
239, 53 43T BAM oS HaEIAVE A UeEd

(Table 8).

Table 8. Effect on serum triglyceride levels in rats fed with high fat
diet

Group No. of Animal Triglyceride(mg/dl)
Normal 10 494 + 0487
Control 10 32.06 + 3.28++
Sample A 10 2753 + 2.15"
Sample B 10 2039 + 1.80™"

a) : meantstandard error. * : statistically significant as compared with normal group(*
1 p<0.001) # : statistically significant as compared with control group(# : p<0.05, ### :
p<0.001)
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