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administered extract of four prescriptions for 8weeks.
The results were as follows;

with Control group.

significant decrease in comparison with Control group.
comparison with Control group.

decrease in comparison with Control group.
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Control group.
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Oriental Medicines Effects on Cure and Prevention of an Obesty(I)
Sung-Hui Byun, Bu-Ti-Seo"

Jae Han Oriental Medical Academy, Kyung San University, Korea,
Orlental Medical College, Kyung San University, Korea®

We experimented with several prescriptions in order to find cure and prevention effects for obesity.

We fed control group rats a high fat diet and adiministered normal saline for 8weeks. We fed experimental group rats a high fat diet and
1. The serum total cholesterol level in Bikam-whan and Chekamhanghyuluiyiin-tang group showed a significant decrease in comparison
2. The serum triglyceride level in Bikam-whan, Chekamhanghyuluiyiin-tang and Chekambangpungtongseong-san group showed a
3. The serum free fatty acid level in Chekamhanghyuluiyiin-tang and Chekambohyulansin-tang group showed a significant decrease in
4. The serum total lipid level in Bikam-whan, Chekamhanghyuluiyiin-tang and Chekambohyulansin-tang group showed a significant
5. The serum phospholipid level in Bikam-whan and Chekamhanghyuluiyiin-tang group showed a significant decrease in comparison with
6. The serum glucose level in Bikam-whan and Chekamhanghyuluiyiin-tang group showed a significant decrease in comparison with
According to the above results, Bikam-whan and Chekamhanghyuluiyiin-tang has shown to be capable of curing and preventing obesty.

Key Words: Obesity, Bikam-whan(Feijian-wan), Chekamhanghyululyiin-tang(Tijianxingxueyiyiren-tang), Chekambangpungtongseong-
san(Tijianfangfengtongsheng-san), Chekambohyulansin-tang(Tijianbuxueanshen-tang)
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Casein, high protein 260.0g
DL.-Methionine 39¢g
Sucrose 161.7¢g
Corn Starch 160.0g
Beef Tallow 300.0g
Cellulose 50.0g
Calcium Carbonate 3.9¢
Vitamin Mix, Teklad 13.0g
Choline dihydrpgen citrate 2.0g
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2) Total cholesterol gt&F 2%

¥ %] 2 Total cholesterol &2 CHOD-PAP method¢||
9]t enzymatic colorimetry® Hitachi 747 (Japan)2 =
8kt

3) Triglyceride 3 =7

YHF triglyceride 3% GPO-PAP methodo] ¢ &
enzymatic colorimetry 2 Hitachi 747(Japan) 2 &7 31510}



4) Free fatty a01d ghar 22

PAH = free fatty ac1d gako. ACS-ACOD method™?¢])
2] 8} enzymatic colorimetry 2 Hitachi 747(Japan) 2 <7
3t

5) Total lipid 813 273

YA = total lipid %2 Sulfo-phospho-vanillin
method'Vol] 2] 8 enzymatic colorimetry 2 Hitachi
747(Japan) 2. =% &t5ic}.

6) Phospholipid 3% 7%

YA % phospholipid 33e A0 9|3 enzy-
matic colorimetry 2 Hitachi 747(Japan) & 7% 8} t}.

7) HDL-cholesterol 3HgF 23

3] = HDL-cholesterol &2 CHOD-PAP method™
o ¢]3 enzymatic colorimetry 2 Hitachi 747 (Japan)Z
)

8) LDL-cholesterol &2 =7

8322 LDL-~cholesterol -2 CHOD-PAP method™
o] 2|3} enzymatic colonmetryi Hitachi 747 (Japan)Z
=93

9) Glucose & &%

YA glucose ?}; %2 hexokinase methodo] 23}
Hitachi 737(Japan) & 273 3} t}?2.

10) Insulin &2 =%

H A2 insulin 3+-E radioimmunoassay'¥ol| ©]3)] Coat-
A-count Insulin kitZ A}-8-8}¢] Y-counter (COBRA 5010 [,
USA)ZE Z753itt

BERSR

total cholesterol gf2ol| O]x|= Hgt
A Aol o A F
oA 90.4i1.9mg/dzo1 on, YZFIAA 121.7+
28mg/dl 2 AAAZHT}E 808 2712 Byl AgLel
B3} CHTolA dA% total cholesterol 3#Fe 7+z}
104.5+3 5ng/dl, 108.7+3.5mg/dl 2 )2l vla) 2z
14.1%, 10.7%R 7+438k] f-2l4d o] )2 thTable 1).

1. 88s

oi

total cholesterol &} &-&-

2. €3&Z trigyceride &2ko]| njx|= d&

AN A S triglyceride 32 67.7+3.6mg/
dioln, 2 F N E 142.1+16.3mg/dl 2 BTl ¥
a B ol 3718 Btk 4879 B, CHE %
BT#Y &S triglyceride 3& 7}7}92.5411.5mg/
dl, 86.7+5.7 2 86.1+13.88 Yz Hlg) 22t
34.9%, 40.0% 2 357%R 7HAdhe] SodS Uehg
THTable 2).

v X8 2 ool thet Foke] B% AF(1) (5)

3. 9 MZ free fatty acid &2koff o]x|& F&
A43-9) 735 FFA &3k 503.7+39.94Eq/ [ ©|A
om, WETL 971.9+97.4uEq/ | 2 BT ¥e] B
Z712 1tk A879 CHE ¥ BATY 33 FRAg
¥ 77} 656.2+78.41Eq/ I 9 717.4+81.3uEq/ | 2 T
Z?Oﬂ vl 2+ 32.5%9} 26.2% 7taE Ve 494

Table 1. Effects on the Serum Total Cholestrol Level of

Rats Fed High Fat Diet
G Total cholesterol Decrease
roup
(mg/dl) (%)
Normal 90.4+1.9%
Control 121.7+£2.8
B 104.5+3.5%* 14.1
CH 108.7+3.5% 10.7
BA 111.8+4.5 8.1
BT 1159+4.3 4.8

A) : Mean + Standard Error

Normal : Group fed normal diet

Control : Group fed high fat diet and adiministered normal saline for
8weeks

B : Group fed high fat diet and administered 42.45mg/100g extract of
Bikam-whan(Feijian-wan) for 8weeks

CH : Group fed high fat diet and administered 30.75mg/100g extract of
Chekamhanghyuluiyiin-tang (Tijianxingxueyiyiren-tang) for 8weeks

BA : Group fed high fat diet and administered 60mg/100g extract of
Chekambohyulansin-tang (Tijianbuxueanshen-tang) for 8 weeks

BT : Group fed high fat diet and administered 45mg/100g extract of
Chekambangpungtongseong -san(Tijianfangfengtongsheng-san) for 8 weeks
Decrease(%) : (Control - Sample)/Control x 100

* 1 P<0.05, ** : P<0.01, *** : P<0.001 compared with controlgroup
Explanations from table 2 to 9 are the same as table 1.

Table 2. Effects on the Serum Triglyceride Level of Rats

Fed High Fat Diet
Group Triglyceride Decrease

(mg/dl) (%)

Normal 677+ 3.6%

Control 142.1+16.3

B 92.5+11.5* 34.9

CH 86.7+ 5.7 40.0

BA 914+106 35.7

BT 86.1+£13.8* 394

Table 3. Effects on the Serum Free Faity Acid Level of

Rats Fed High Fat Diet
G FFA Decrease
Toup

(HEq/ 1) (%)
Normal 503.7+39.9%
Control 971914974
B 861.0+98.1 114
CH 656.2+78.4%%* 325
BA 717.4+81.3* 262
BT 809.6+83.0 16.7




(6) H@esA A21d A1z

o] A% tH(Table 3).

4. €HZ total lipid kol 0|zl A&

e gﬂ% total lipid3+-& 349.6+17.3mg/dl ©]
Qom, dZTE 538.6+25.1ng/dl 2 BT Hl& &
= 3NE R E‘r AT BE, CHT R BAT €3F
total lipid3H&+-& 72} 411.3423.0ng/dl, 402.7+10.Tng/d!
2 386.8423.7ng/dl & W22l ¥ 242} 23.6%, 25.2%

3 282%4 S Jehl frelAdel 312lth(Table 4).

5. 9483 phospholipid &zkol| o|x|= d&

A2l A S phospholipid 32 143.6+5.0mg/d!
ol om, thETL 193.5+44ng/dl 2 AATHT B
S7HE 1/}5}14131\:} Ag 79 BT CHTY 8AF
phospholipid & 7z} 157.3+2.8mg/di 9} 163.5+4.9
ng/dl 2 FZTd H]al 22 18.7%<} 15.5%% 7HA st
94| UATHTable 5).

6. ¥HZE HDL-cholesterol &zt o[x|= HE
Fo] 332 HDL-cholesterol 352 65.0+1.5mg/
dl O] _04‘11 NZ2EL 6744+25mg/dlE A Aol H]fiH

Z71slth 48 F BT, CHE, BAT 9 BTE 2% o
z7 vl8| 22 0.6%,09%,7.1% 2 64%% 74 o}od
oy AT BF 942 Sl tk(Table 6).

7. €&Z% LDL-cholesterol gzl

AAae] 33 LDL-cholesterol &2 12.27+1.15
mg/dl ] o™, XL 16. 47152mg/dli ARl ]
3 g2 3718 Ve AET B—Ef, CHZ#,BAZ ¢
BT ¥#3Z LDL-cholesterol &&& v Z7] bvlg]
2}2} 13.8%, 29.1%, 18.0% 2 19.3%% Z.}é:‘é]—?}f’_ﬂr A
AL 25 5942 ¢ tHTable 7).

o
A= 48

©

HHZ glucose Eatol| o|x|= Fst
Aol A% glucose T2 171.4+3.4mg/dl ©|
ouf, 27 178.143. Omg/dli 731/\1—7-01] e
Foh AE T B CHT9 4% glucose &3 7zt
163.9+32mg/dl 9} 155.9+2.1mg/dl 2 th 2T v)& 2}z
8.%%k 12.5%4 ZHaste] £l < FERAATH(Table 8).

©
gk

HZ insulin &z o|x|= F&
insulin 332 11.2140.504 U/ml ©)

A
0 06
o, gx g- 129941.034 U/mi 2 BT vl
79| B#, CHZ, BAZ 2 BT#9] 84

[

Table 4. Effects on the Serum Total Lipid Level of Rats

Fed High Fat Diet
Group Total lipid Decrease

(mg/dl) (%)

Normal 349.6+17.3"

Control 538.6125.1

B 411.31+23.0** 236

CH 402.7 4+ 10.7+** 252

BA 386.8+23.7%* 282

BT 486.21+36.6 9.7

Table 5. Effects on the Serum Phospholipid Level of Rats

Fed High Fat Diet

Group Phospholipid Decrease
(mg/dl) (%)

Normal 143.6+5.07

Control 1935+44

B 157.3£2.8%** 187

CH 163.514.9%** 155

BA 184.3+4.8 4.8

BT 191.7+5.2 09

Table 6. Effects on the Serum HDL- Cholestrol Level of

Rats Fed High Fat Diet
HDL- cholesterol Increase
Group

(mg/dl) (%)
Normal 65.0+1.5%
Control 674125
B 67.8+3.9 0.6
CH 68.0x£2.1 09
BA 722130 7.1
BT 71.7£2.6 6.4

Table 7. Effects on the Serum LDL- Cholestrol Level of

Rats Fed High Fat Diet
HDL- cholesterol Increase
Group

(mg/dl) (%)
Normal 12274£1.15%
Control 1647+1.52
B 14.20+1.93 13.8
CH 11.67+2.73 29.1
BA 13.50+2.66 18.0
BT 13.29+1.20 19.3

Table 8. Effects on the Serum Glucose Level of Rats Fed

High Fat Diet
G Glucose Decrease
Toup

(mg/dl) (%)
Normal 1714434
Control 178.1+3.0
B 163.9+3.2% 8.0
CH 155.9+£2.1%* 12.5
BA 1774124 04
BT 1749443 1.8




Table 9. Effects on the Serum Insulin Level of Rats Fed

High Fat Diet
Insulin Decrease

Group

(A Ufml) (%)
Normal 11.21+0.50%
Control 12.99+1.03
B 12.30+0.35 53
CH 12.80+1.32 1.5
BA 12.88+1.91 0.9
BT 12.85+0.55 1.1

09% 2 1.1% 7+A238t5 ot
thTable 9.).
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ZRS MERCR A /e, AERCEZE R
me EEY E R B T BE 2 NELF S0l Y
MIERC 2 S804, SVRETR, BRIKES B,
F3he), JBRY £9E olob] hn STk f Bhe
w]7he] 21918 5, 3%, o2 BT
o) ehAQl vinke] N EHE AHER, A TVE B

RS RN, LBAKEE, SEBIFAE, 5 IEE
o] jhke] Ata Hel:m gtk Y 2 BT A8
< &Y A3, EER A Eh aR WY R
Bigste hhE 72 838ty BEY Adde i
BHALE, (LREER), FIK, 8, Wb, @irsts Ak
o] F& ol &HH, 1 ol B, HE=Fste Ak
& $83te AR YWion, I FANE RN
ik, B ASde miEkkikel $2 $4ddu
sttt

A gl A AR WIZEA S A B, RS
FKE F2 sIHA filgine sk fEAhol L, i
BUCES fOkRE fistds fkiEmst= ol
o, fEH LGS FKE T2 sPHA HHRd, Z,
fEishe x ol dEEbhEEERES FIK, 182, &,
fRahe Aol

Bk H ol o miFiRE e Wete #Estas, 84
% total cholesterol, triglyceride, free fatty acid, total lipid,
phospholipid, HDL-cholesterol, LDL-~cholesterol2] #3}
g 2331901, 1 9 glucose®} insulin®] W3tz =
2 stAct.

Hmx| =71 w0, A F total cholesterol 8
7kl Ao 2 ¥R Qlo]»®, A total cholesterol
FES EWEAA F9 9guE AYxn ok
total cholesterol Z&of U&= #4-8 Aw ™ R
o BEATIED S RS FEE e ZaE X
I TH(Table 1).

triglyceride glycerinol] 3%¥z}2] x|Hlito] esterol 2
B Aoms, A4e) 24 A 229 FHRRA 4
A9 oA A Ao BAsta YTk E, triglycerided] 3
A& AAAL ol dlge] ¢ T8 488
ATk, HFEA 7t oW, A5 wiglyceride FES T
7bete AR WEA o)™, HF triglycerided] ¥
ste BRI #75 39d ¢ e A7 E & Ut
miE triglyceride Z &0l VX & #Ee 4 EWA, 1B
A, BRATIECU 5, B8RE O R Hdiffo] BiE
of gt FEME e A4 E EYri(Table 2).
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(8) di@@estsA A21d A1z

A5 free fatty acid(fre| A b= T E 24 XA S
of &l FALFY 4~5%0] AA] gou}, F2
albumin#} ZAgsto] EAsID], Bz F93 oy
A go] ©r}?. o] F fralA A HTh, i, 7143
TN L F£AE FATU. g, vt 74
T5 84 4 AWFEESt Freted?, miFT free
fatty acid Z &l vlX e FES AW, S TIEN
{215, TR Zomhis fRElfko] BiEREo st A&
UE ZAAE HYtK(Table 3).

JEFAS aEol FAE wo= lipide) e A
P Ui total lipid Zol WX e HES AWR
B, BHBATILE S5, ISz ko) &
fefto teated AR e Z4E EYtH(Table 4).

BIRE S Af8AdA Axete 24, AW FlL, &
T, 89§, choline AL 5 of2f 74A] 7]%5 o #osta
o, miFHITE-S 2HE AA dAtoldd o3 5243
o}, MiE phospholipid ZEd| WA= e AWK
A, R, SR ME S5 Rk BiREd o
AEME e FAE BYtH(Table 5).

HDL(high density lipoprotein)-cholesterol-& Al Eujj o]
A9 cholesterol®] A AZ 8o sy, &, HDLY
H= LDL 8419 Z g4 o2 Agste] LDLY 4

AAST Ut 2 BE qetxAl A HDLo] #4
BRZSe] AP AR, 2 EF levelE 57
A Age] BF o 3o §-83 AAo] drhe Ao ¥
AT, wRkA £t g09W, 3 F HDL-
cholesterol 58-S 7tAste Ao A glojn», A
% HDL-cholesterol®] ¥3}= JEES %5 dud
F e A7 2 4 otk miES HDL-cholesterol 4 5&
o ulXe FES AW B, EYRLEH T} HEH
et S7keke 4392 Baoy, ARl e Wsle
2 tH(Table 6).

|9t =7t oW LDL(low density lipoprotein)-
cholesterol ¥ 55 Sobx] 129, Eislf &M 53| LDL-
cholesterol ==& @A A Z7HA 71, miEs LDL-
cholesterol &80l vlA|E ES Av HW, HapikiE
RF7L BEERR et st AYYS HAou F
BEM2 Q%A ekskr(Table 7).

o] el MiERYE Wald U AHE Fgsle] HH
MERE ] BERATMED BT EELY gl B8] £
& Aoz yaEn,

glucose(B)= AL AUALoRZA 71 F28
oM, 1 FrE AR HE ] T S, 7oA
gol At glycogend] T4, Eall, 2229 o o] &
Mo RE S ld 59 dejdate] o) ey 1 =

¥

W 2

o oft alo @S Hw

of

Aolle A&A17 3 215 hormoneo] WA sHA TA =0
AT, 318 P(hyperglycemia)e Bz g @AY
99, 7144 9910 2% Langerhans A 9] 3, vh47Ha
W Be A FFAEAARH LI o] e, o

H
gol ¥, A2AME 2FYe] AFAe] Bk )5 A
o gelo i A, Bay A8, 8, A, A
B %53 283 JALGF S0 9901 & 5 Yo

YA F glucoses] o] ¥slS BH W BT
BUEe) dpkipte] HiRM) Hale Zadte A
kA& H 9 tH(Table 8).
WledY S v P, v
XA

=] > =]
OE]Ts Xig%%o OE]_T, ?21/1\_]_’

oAl FAETD. M insulin FE W3]
VA H, S UL EEAel Hste 2
P2 AW FEMES A HA] Fsitk(Table 9).
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T BRROIA o8 T S LR, BHATIE RS
&, TRt L, SRR RUEZERC] el #sle] of
WG5S EHste /e A E A, S EME 85
of FoAg & (LB Bbd PN HES ANE 2
W oed 22 28E 2k

1. 559 total choesterol & &S AL, FURATIE
PAC% RERro] $EREF vste fFo3 1A}
USATH.

2. [uiEH triglyceride ¥ HURUIL, HEREATME S
%, R RGEEE R SR ERFo] FHHREE) vlste] 7o
g o) itk

3. @A F free fatty acid T2 $EEATMETCS, &
Ao HeEe] $ERto] Hlsle] feola 7+
&7F 9dTh

4. @33 total lipid TS LREGL BRATIER %,
B ARG REffol HEE] vlslo] fofd
a7t i

5. @7 % phospholipid - R, B8IRAT & S
5 fiiro] HEEFl vl foJ3t At gllch

6. €7 & HDL-choesterol 3}3& R E iyt iifto)
O vlsle Frlele Aol Ao, 9
& A=A FTh

7. @3 = LDL-choesterol &% %
Rl vlste] Phdle Ao
4& A=A stk

8. A Z glucose 3HaF2 LB, FHRATOE % &

I

S SRl
st £e]

-
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)3t ¥ o2 skt gl

o]’3e] A3z v|Fo] Hol 47HA] L A FNAM &
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= Y EEL
o gotggleh, wepd, olelg A
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