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Abstract |

The Effect of Hyungbangdojucksan-Gami and Kamsuchumlhwan
on the Obesity in the Rats

Kim  Eun-young - Kim Jong-won

Department of Sasang Constitutional Medicine, College of Oriental Medicine, Dongeui University

1.Purpose
This study was researched in order to investigate the effect of Hyungbangdojucksan-Gami and Kamsuchunilhwan

on the obesity in rats.

2. Methods

The racs were divided into 10 groups - The normal group fed with normal diet. One of the sample groups fed
with high fat diet, and since fifth week had fed with Hyungbangdojucksan-Gami. The other sample groups fed with
high fat diet, and since fifth week had fed with.Kamsuchunilhwan. The control group fed with high fat diet, and
since fifth week had fed sodium chloride.

3. Results

1. The rate of increasing weight was significantly decreased after oral administration of Hyungban-
-gbangdojucksan-Gami and Kamsuchunilhwan.

2. The rate of feeding effect was not significantly decreased after oral administration of Hyungban-
-gbangdojucksan-Gami and Kamsuchunilhwan.

3. After oral administration of Hyungbangdojucksan-Gami, the quantities of total cholesterol, HDL cholesterol, LDL
cholesterol and triglyceride on the serum were significantly decreased but that of lipid peroxide on the serum was
significantly increased.

4. After oral administration of Kamsuchunilhwan., the quancities of glucose, total cholesterol, LDL cholesterol and
triglyceride on the serum were significantly decreased but those of HDL cholesterol, lipid peroxide on the serum were
significantly increased.

4.Conclusion

Hyungbangdojucksan-Gami and Kamsuchunilhwan have significant effects on the obesity in the rats.
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Bicld ABEBE A3 Histe BRERR
BE 23lc Aoz #8AY fElol BidAe #
EHo 25%, wFolMe BEY 3020l L 58S
Eole 2t ol2d EHS BRisHEE]
gmz Qs FAERES s AREds B
sojo} et

"R, TRBIE - BIREAEEC EA, EA WAY
Esol Aok EACIE BAe]l d4dstn i F
HE AlE-S gein], Al Kol E¥sln &
7t B AE ey, mAolR S sty
fFol ESo] gle A$E gePn sigict of A
7HA] RSl Al Foll AR BAC) E#ERo|
g B 4 Qo 1 vt w@fdld e mReZ %
KRER - RAKE - ABVAL - FEHED - ARBRR
-AEEEeS BT, RED BASNE Kk,
&, %R, PR, 6% Fa%, VEEE BE fF
R, MFME %o BRMANNA Ro| dAFP A
T, KBS WERE - (EFK - 5K - EEE -
EEE 5708 RS

MEERd M= Bfcl daiy 5dg SRe Ql
o, FR e ARe Z4zt #iFe] Bxe A8
BE £R71 Q3 CHREBEMRT, WEARER,
drc #HETE - BRS - FRFAR £87F A
1 sk MEERES Bl B fixe €'
F. 7.8 $99 % HEHLEs} Aed

2 KBEAY B B HEHRSoI PBA
o ¥ WEHES &ol VBAY FREEKAB
e HrEms's L, JBA REE BHE
fEfol Rt Bue &l Bz 23 iFold

PBAL KBZE REEHE R4dle »AE
o] AFHoln EHET oldd ABNBEBE 2
T A1, JBA BHe HREBJAME ZRERR7
¢l depddn B 4 o FbFEKE% S
I HRX—AL AL HREC 2 oz
FfEgstd fMESIY ERES HBfske &5
olty, =3 B RS Hfisls BET FlkA
e #5E Bol AHgstn Yoke 817 Ao
et PBRA RRBEA FEEAKMESTS H
BR—AE EfR axrt g Aoz Az

AR HRR—Jol Rl vxe
e Repyoz wds & v 2 7HA FEH
© BRE AWNd #E3h= violt.

n.R &

1.# #

N 9

e BMpS 88 130g RS2 Sprague Dawley
A AKBREHREHWAE, 8BS BASA &
SREET WS WK, EEHS BMEACEE
Eafx HREMWA =&uniEfRK 8R4 85
o3 BuGsEA RBE REGEE: 2052C, B
&: 40~609%, BARS: 1265 light/dark cycle) FollA] 2
A EE % ARt

2% #

x EHol AR EHe RBBHEBIA BAS
o ALgstgon, @A TRERBHET, A KK
B FPIEAEIN% A HRRK AL ABE wn
ARSI T, FiBFEAEIRS 2 HRX—A 13
o] @HNES SRS Table 1.3 2o}

Table 1. Prescription of Hyungbangdojuck--san-Gami and
kamsuchunithwan

T £ ® & )
300 Rhijzoma rehmaqnniae 12
X @ Lignum akebiae 8
LA 3 Radix scrophulariae 6
IS Tl Semen  trichosanthis 6
i # Radix peucedani 4
S Radix osterici koreani 4
55 Radix aralia cordatae 4
# O Herba schizonepetae 4
B5 B Radix ledebouriellac 4
% Poria 4
B K Rhizoma alismatis 4
LER 60
H 8 Radix euphorbize Kansui 4
8 B Calomelas 04
gaR 44
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1) EE# £9412] 2AS A 12530} ISRl i85

E# fixte BfaR=% Btk RBEHWA,
=Rk, B FA9 12%9 D<= lard
shortening(dong kwang, @HH)2 EH ks B4t
TR F ARG on, —BE B2 BRIk
£ 43 REstd REst, 1 BES MES)
o ikt HERE Tt 23 T BRE B
o FE ¥ ztzto] FHEE, HEBHS | GroupTd 12
vl2]4) wj sl 6FolAl 433 EMEHE RE3}
I 47 ¥ [ERfkel EES AEWE RFSSA
Rl AHE-3t)

2) ko] A% U M

(1) #®&ke BN

FiprEARS AT R AW 204 £33
760g, 80gS MAYISt AMAK 3000ccE BVHYZH
FA7b HEE N 180~200C] BEZ 2
AZE B9t 2 hhHS} 3, rotary evaporatorZ 1 £ &
Al BE GGt W3 BasidA ARgsa, &
B HR ke 34 AR

2 mAEY mi

g3 orlelE 1702 39 10722 Y52, IE
HEEET 9o E#HR 12MNormal), EREKES o
ojHA 5F ARE] FBHEAKIIKS (Hyung-bang-
dojucksan-Gami)& 2}2} 1, 2, 35 F¢F A 4%
FHREHHDSGM 1, 2, 3), HITAIRE Doluy 53
AR E H2X—I (Kamsuchunil-hwan) & 2}z} 1, 2,
3F B¢ BT FAF HHBBUKSCH 1, 2, 3), 8%t
ARE Ho|hA 53 ARE YAETFE 4%,
2,3 F 3% AT A% HEHConwol 1, 2, 3)2
2 &4t AL 1Y 18] 23 249 ARG 1Y B
232 3 ) F52 gt daq Fesigot

3) MAEBMLO REPANE RE

E#HS FBRAY rad] BES i3 AEE FHi
10A]9]4 11A] Atole] FUESNAUZ, BEEMELS
feEd e —BE TN BEEME W R
22X GRSAS

4) ERHR
fEe —BB B2 fk SiEs BEe
s a1, fik JmEd g BEEhE
A HESAG HELE 33 2o
Body weight gain(g)

Feed efficiency = X100
Food intake(g)

5) &m ¥ MR

BHE BTFA37] AFslo 1, 2, 3F3Ee 8
o Zt F ¥2 FE52 eher2 7PHA o}HAN F
43 AAstY K-S FREtAon, d240A 308
W gk § A4 28] 7|(EC, Cenera-8R, USA)E 3,000
pmoE 25¥T YR 5o HE ¥
3 F 70ColM ¥ BTt Sl AHES
et

6) m¥® + &M Ko HE

(1) m;& + Glucose &R/ RIE

% % Glucose $ZS Glucose £38 KiASAN
Co. Korea)Z Al23lo FAAYHOZ FHOD, spect-
rophotometer (SHIMADZU, UV-160A, Japan)E A%
&tod 9 soomoll M FFE=E AL

(2) m;& & Triglyceride &8 RlE

% & Triglyceride®] S B-& Elimination of end-
ogenouse glycerol method (Silicic acid Chloroform ext-
raction)2 3 FHon, £37)7]=  automatic analyzer
(Hitachi, 736-20, 7170 Japan)2 3} o0, S A} L
TG R-1A(Enzyme reagent), TG R-1(Enzyme reagent
solvent), TG R-2A(Enzyme reagent)) TG R-2(Enzyme
reagent solven)E AMEEtY FAA 546nm A
6oonmoll M &-g3tAt.

(3) m;& + Total cholesterol = &2l BIE

mEE o Total cholesterol®] 3}  Enzymatic
MethodZ 3}, £% 77| automatic analyzer(
Hitachi, 736-20, 7120, Japan)& AHE8}QLeny, £3
A& T-CHO R-1A (Enzyme reagent), T-CHO R-1
(Solvent), T-CHO R-2A (Enzyme reagent), T-CHO R-2
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(Solvent)& AHE-8F T}

(4) HDL-cholesterol ¥ LDL-cholesterol & &2 AIE

M#% & HDL-Cholesterol 3 LDL-cholesterol 3}2ke-
AZ19EHES AMR3lHen, Aok HDL-Cholesterol
electrophoresis(Helena Lab)E AMEsIH T Ao} ZA]
< s 2o

HDL-Cholesterol reagent, HDL-Cholesterol diluent
(50mf), HDL electrophoresis buffer(Tris-barbital buffer,
pH 88; D.W 1300mo] ), Phosphate soaking
buffer(0.5M Phosphate buffer, pH 6.7 : D.W 1000m¢o
2.9)) Titan 0 HDL plate(cellular Acetate plates), 76X
60mn. F4& o7} o] dAlSHh

@ BufferS electrophoresis chamberdl] 100m¢ 2t}
A& F disposable wicksS @FHo] EoUe et
ool buffer7} B33l & 7ic).

@ plateE HFHo] 208 ©]4 soaking A]ZITH

@ sample place welloll serum SulE )¢ ¥ 23
Application 3T}

@ Cellulose acetate WL o}z 8IA 3l
Application pointE Cathodedl] I 180V/25% F5F
ARt

® PBS bufferdll soaking} plareS g -Fo] Eu7]
15830 7AW HDL Cholesterol Reagent 1.5mi2. 2
soakingif}t}.

® ¥5°] B sandwich AlZ) F 37C/25&
incubation3tc}.

@ 56T/10% dryd & 505nmol A scandle] A3

< d=

(5) Lipid peroxide &2 BIE

83 F lipid peroxide®] & A3 YA HAMIE
(15 AU FEAMIE, ol oste] &
Aok ZAPPEE TBAY LR 3131, 53717
T E3¥B3B A RP-S000(BBHEME AH3IA
on, ZHAFe A et FAFNMES
A8t

7) KETRE
B Haxtazexz Jehyon, 37
217ke] HEHL Student's T-test S 0| 835t HEst

A2 pgto] 0.05 v of FEZ Ro PEs
At

. B B

1. §8ES 4L S

D8ALgY 2F AL F Normald 242+2.82g9
A1, 25 Foll& 2z}t 248+2.27g(2.56%0.32%), 254
+2.13g (2.55+0.18%)°0] 1, Control2 260%3.27g
A 1, 2, 3F Fol= Z+} 26713.54(2.81 £0.30%),
275 +3.72g(2.8610.14%), 283 +3.86g(2.8410.14%)°]
lth. HDSGM-& 257%1.75gA 1, 2, 33 Fd=
264+1.96g(2.85£0.23%), 270+2.29g(2.07 £0.20%),
27412.15g(1.60+£0.21%)2 AY 2, 350 hZ2F
o vglq AFH AFF7HEAM KT Za
(p<0.05, p<0.005)7} JYAHHUL M, KSCHE 255+F
0.89glA 1, 2, 3F ZFolle 7z} 261+1.49g(2.42%
0.62%), 265+2.19 g(1.65%0.33%), 269+2.52g(1.37+
0.17%) 22 AE 2, 3504 dixFd vlsldq HF
7 AFF7HEANA FA% FA(p<0.05, p<0.01,
p<0.005)7} VA HAL}. (Table 2)

Table 2. Changes of body weight and the rates of body
weight gain in obese rats for 3 weeks after ad-
ministration of Hyungbang-dojucksan-Gami and
Kamsuchunilhwan

Body Weight, g (gain rates, %)

Group(No.) initial 1 2 3 Weeks
242+ 2484227 2541213
Normall®) =5 g5 (256032 (2.55+0.18)
Controlt®) 260+ 267354  275%3.72 283+3.86
ntro 327 (281%0.30) (2.86%0.14) (2.84%0.14)
257t 264*196  270+2.29 274+2.15°
HDSGM6) | (2.8510.23) (2.0720.20™") (1.60£0.21"")
. 255+ 261%149  265%2.19° 2692527
KSCHO) 089 (2424062 (16520339 (13720.17°")

Values are MeanZS.E.
* Significantly different from control group
(* p< 0.05, ** p< 0.01, *** p< 0.005)
Normal : Administration of normal diet
Control : Adminiscration of high far diet
HDSGM : Adminiscration of high fat dict and Hyungbangdo-
jucksan-Gami
KSCH : Admunistration of high far diet and Kamsuchunilhwan
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2. FFEE

Normal 1, 23 Fo|| 0.69%, 0.75%21d] ¥l5}d,
Control & 1, 2, 35 Foj 1.08%, 1.11%°]%, 1.10%
o]gltl. HDSGM2 1, 2, 35 %o 1.04%, 0.81%,
0.58%2 e OB, KSCHE 1, 2, 33 3ol 0.85%
o]1, 0.72%, 0.47%% ERGTH(Table 3)

Table 3. Feed efficiency in the obese rats for 3 weeks after
oral administration of Hyungbangdojucksan-Gami
and Kamsuchunil

hwan (%)
Group No. 1 2 3 Wecks
Normal 6 0.69 0.75
Control 6 1.08 1.11 1.10
HDSGM [ 1.04 0.81 0.58
KSCH 6 0.85 0.72 0.47

Other legends are the same as Table 2.

3. m;# & glucose /O Bt

Normal&- 25 Fof 159%5.62mg/deo]| 11, Control
& 1, 2, 3F ¥ 164+4.14mg/de, 155*4.15mg/d?,
178 +4.52mg/deo] At} HDSGM-E 1, 2, 3F Xd
161=3.75mg/de, 159+4.38mg/de, 170*2.81mg/dee]
1, KSCHE |1, 2, 3F ¥ 166+247mgde, 151%
3.51mg/dl, 163:3.25ng/dtE AE 33oA X
H)5ke {23 7244(p<0.057F QAU (Table 4)

Table 4. Effect of oral administration of Hyungbangdojuck-
san-Gami and Kamsuchunil hwan on the serum
glucose level of the obese rats

Serum Glucose Level (mg/df)

Group No.

1 2 3Wecks
Normal 6 159+5.62
Control 6 164£4.14 155£4.15 178 £4.52
HDSGM 6 161£3.75 159+4.38 170+2.81
KSCH 6 1661247 151%3.51 1631£3.25¢

Values are Mean£SE.

* Significantly diffecent from control group
(* p< 0.05)

Other legends are the same as Table 2.

4. M35 & Total cholesterol 42l Bt

Normal & 25 ]| 69.16+0.79 mg/d¢o]] 1, Con-
ol 1, 2, 35 Fol| 22} 64.50+2.36mg/de, 79.83 %
4.05mg/dgo] 2, 78.33 T4.19mg/deo) ATt.

HDSGM2 1, 2, 35 o] Zt7} 70.66+0.88mg/de,
66.8312.68mg/dl, 68.33t2.49ng/dt2 AY 1, 2, 3F
ANA dzFo) st FoF FA(p<0.05, p<0.01)
7} QAE YR, KSCHE 1, 2, 35 Fd 232} 67.66
+2.07ng/dl, 69.50+2.04mg/dl, 72.00=2.94ng/de2 A
Y 230 =Tl vlste {8 ZAp<0.05)7F
A HAt. (Table 5)

Table 5. Effect of oral administration of Hyungbangdojuc-
ksanGami and Kamsuchunil-hwan on the serum
total cholesterol level of the obese rats

Serum Total Cholesterol Level (mg/df)

Group  No.

1 2 3 Wecks
Normal 6 69.1610.79
Contol 6 64.50%236 79.83%4.05 7833%4.19
HDSGM 6 70.6610.88° 66.8312.68° 68.33%249"
KSCH 6 67661207 69.50%2.04° 72.00%2.94

Values are McanXS.E.

* Significantly different from control group
(* p <0.05, ** p< 0.01)

Other legends are the same as Table 2.

5. m% < HDL cholesterol 42 4L

Normal& 23 ¥ol 32.76+2.06mg/deo] 1, Con-
wol 1, 2, 35 Foll 242} 47.751.69mg/de, 31.20%
1.35mg/d¢, 52.16*1.08mg/deo] Rt} HDSGML 1, 2,
353 Fo 2}z 53.76+093mg/de, 22.96*1.17mg/de,
2436+2070g/dtE AY 1F79AM dxFd HlEy
o7 F7Kp<0.01)7t DAL, AY 2, 3500A
z2Fd vdtd KA 7Fa(p<0.005)7t AFHAU
t}. KSCHE 1, 2, 35 ¥ Z}2} 40.10%3.68mg/d?,
53.76F1.41mg/de, 56.70t1.22mg/de2 AYH 134
Z:Fo] vidte] {oAF Fa(p<0.057t AFHAU
I, A9 2, 33NN dizFd vlgd o F7t
(p<0.01, p<0.005)7} YA=A}. (Table 6)
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Table 6. Effect of oral administration of Hyungbangdojuck-
sanGami and Kamsuchunil-hwan on the serum
HDL cholesterol level of the obese rats

Serum HDL Cholesterol Level (mg/de)

Group  No.

1 2 3 Weeks
Normal 6 32.7612.06
Control 6 47.75%1.69 31.20%1.35 52.1611.08

HDSGM 6 53.7610.93** 2296 1.17%%* 24.3612.07***
KSCH 6 40.1013.68% 5376 1.41%** 56.70%1.22%*

Values are Mean*SE.

* Significantly different from control group
(* p< 0.05, ** p< 0.01, *** p< 0.005)

Other legends are the same as Table 2.

6. Mm% & LDL cholesterol &% &L

Normal & 25 %)} 6.85+0.86mg/deolQ 1, Control
21, 2, 3% Fo 2t 7z} 5.51+0.29ng/dd, 5.65%0.57
mg/dl, 10.6510.52mg/d¢o]lAct. HDSGML 1, 2, 3%
¥l 4zt 5.63+0.32mg/de, 3.75+0.52mg/de, 4.68%
044ng/de2 A9 2, 3504 =3l B35l §9
& 7+ 4(p<0.05, p<0.005)7} 1A AT, KSCHE 1,
2, 35X 798+0.25n@/de, 8.25+0.44ng/de, 6.03%
0.35mg/de2 AE 1, 254 gz vlEd &9
g S7Kp<0.005)7F YAHHRL, AF 35004 dix
ol st folgt 2HA(p<0.005)7F AUk
(Table 7)

Table 7. Effect of oral administration of Hyungbangdojuck-
sanGami and Kamsuchunii-hwan on the serum
LDL cholesterol level of the obese rats

Serum LDL Cholesterol level (mg/dé)

Group No.

1 2 3 Weeks
Normal 6 6.8510.86
Control 6 5.5110.29 5.65%0.57 10.6510.52
HDSGM 6  5.63%0.32 3.75%0.52% 4.6810.44%**
KSCH 6

7.9810.25%%* 82510.44%** (.03£0.35%++

Values are MeantS.E.

* Significantly different from control group
(* p< 0.05, *** p< 0.005)

Other legends are the same as Table 2.

7. Mm% & Triglyceride &2 84t

Normal-& 23 Foj| 157 +30.9mg/de°] L2, Control
21,2 3% o Ztz} 121 +10.2ng/de, 228+30.3mg/
d?, 189£16.0mg/d¢o]tt. HDSGM |, 2, 357 Fd|

Z}2t 81+8.4mg/de, 123 +24.9mg/de, 125 F11.4mg/de2
A8 1, 2, 3304 Y 2T st FoAF FA
(p<0.05, p<0.01, p<0.005)7} AUVAHULR, KSCHE=
1, 2, 35| A 112+6.0mg/de, 104F11.0mg/de, 101+
133mg/de2 AY 2, 35304 dhz2Fd Blgtoq {9
& ZHA(p<0.005)7F QA F YT} (Table 8)

Table 8. Effect of oral administration of Hyungbangdojuck-

sanGami and Kamsuchunil-hwan on the serum
triglyceride level of the obese rats

Serum Triglyceride Level (mg/df)

Group No.
1 2 3 Weeks
Normal 6 1571309
Control 6 1211102 228%303 189116.0
HDSGM 6 81184+ 123£24.9¢* 125 £ 11.4%%*
KSCH 6 112260 104F11.0%** 101 £13.3%**

Values are Mean*S.E.

* Significantly different from control group
(* p< 0.05, ** p< 001, *** p< 0.005)

Other legends are the same as Table 2.

8. % « lipid peroxide RS &t

Normal2 23 ¥ 24310.05mg/d°)lx, Control
&1, 2 3F Fo Zzt 2.13+0.08mg/dl, 2.18+0.06
ng/df, 2.06+0.05 mg/dee]Ac}t. HDSGME 1, 2 35
%o z}z} 2.61%0.12mg/dl, 2.05F0.05mg/de, 2.35%
0.09mg/deE2 AY 1, 3FoA dix o) vlgte {9
g F7Hp<0.01, p<0.005)7} AAHJ T, KSCHE 1,
2, 35 3o 2z} 25610.15mg/df, 2.40+0.11mg/deo]
I, 260+0.13ng/de2 A 1, 3FNA 2T H]
st f9l3 Z7Kp<0.05, p<0.0057} AA YT
(Table 9)
Table 9. Effect of oral administration of Hyungbangdojuck-

sanGami and Kamsuchunil-hwan on the serum
lipid peroxide level of the obese rats

Serum lipid peroxide Level (mg/df)

Group No. 0 5 3 Weels
Normal 6 2.43£0.05

Control 6 2.13%0.08 2.1810.06 2.06£0.05
HDSGM 6 2.6110.12¢*+ 2051005 2.3510.09**
KSCH 6 256%0.15*  240t0.11 2.6010.13%++

Values are Mean tS.E.

* Significantly different from control group
(* p< 005, ** p< 001, *** p< 0.005)

Other legends are the same as Table 2.
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ol YA Fe JelE B3k Aol ohe}
AL o2 QA3 Aol zgo] 7Y FAE e
£ 2gtt & Z2e] A7 AAEFTH 4l °
83 ARG 2ol FA4AW] FHE A
Z3o] 3} Y dFEdYoe Jojur”?
el ZES B8R Aol FAae AFY 25%, o
ke AFY 30%014% F+E Bl D
1=

BRe FRoze AAkgd, $57%F, $3:417
A ol T2E 8%, A3 - &3} - A 89, A
2] o, #13 82 & & F Aoy 53 #
A7 aglo] viwt wAd] FQag S ¢}’ 1
g vt gy 9 XA dirte Adg
< mlaled ole J&dY #ul ¥ dsdY Ag
ol ojste] AAEt

EfS Byt ks ERE BEReE JYs 5
Aow giFEe viute] Bttt E# &3t 3
AS T 22 Y EHBHTRE o2 24
st BEERS 713A dAS #HY # gl At

HEo|gp?

FHERLR A vt X8 WY AMAFE &
B, Fhafk € 2H%R%E Sl AHEHT e
o =¥ 8= 22 ol&o] Fy1 Ha Yot =
Zzele] F471 AR B8 o uigto] K, n)
o XEe B2 F4E Foln AEE S
Aoltt. Z2ele] F4-8 Fo|7] MMt EiR, B
f 9 Wiol Y1 oy #AZeY AR
£ =87] A3t 3F 8ol FslqAn Y}

A 97d wFM e ‘uighe Alge dIghRA
QAHE 7HA 1 "Hioldth gle fHAe]&0] HEE
At F, ol¥lol NS HAd g 44 duds =
A UCP-2 428 Bol 711 gold Alg2
S o wol daAgle ¥ UCP-2 3R}
e AL d3g Aoz AFYSA go=2H
viRka 2ltks Zolt. a#A o] fHAlo|l2oz B
22 0] 2E8Ho2 $Ho| oA UG

BRBIAM = ‘R, "BE - HREER. B
A BA, AAY EFol Aot BACIZ HAol &
9et KAV FEHE ARE 2ein BACR B

Aol B33 KF7E FE A 2IH, WAl
& Efo RS BSol gle A48 2P n
3k o] Ml 7hA] ke ALY Fol BAZ HA
o] Emmlclztr £ 4 Aok 2 ¥l UElA
FRCE RXER SKAKF, ABAL EHED,
ARLRAS, REBLRE, BRE%, BAH® & &
Ron, fHES BHAME REK, R ER FA,
R, KB, A/, KR OBE SF FE8, PR
X, HE DERE $o) ERANAN go] B4
T REESE HITHY ke FHARRS, LRHK
wR, EBWEE, ELeK 5708 BRI

MEERAMT B daild 583 A3 ¢
ou BR Fe A 2 #HiFY RER A
Ao £R7} A FESBHRET IRAMER
Me ETR BVRS AFHART £871 A
2 A gAY mELS #iF BRY BEX
hel el 7)F ztoldlA Hiftste AF e
HHE7L ARolR RABTRY ol ez 8L
of uidt BN - fEMK - ¥hk el Bfholete &
e BERE +E=2 &1 g

PASERE Bk U3 HERSS BE 92
KA KBEHES - JBAY +%BHE - H
BAY FhatkBS Eol dEd BZRE 531
1, %8 BHEEY 702%7F KBEAclzh= BK
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