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1. myF CK JHAEe| &4k

M CKiEM:E e #{tv Normalff& 1155
+780/LA3, Controlf¥-& 2978:186U/L% 21,
Sampleft&  253.4+182U/LeIAE=d)], Sample¥:
o] Controlffe] wlsle] JEHEEZF MEI=IAL, 5
o Zof= ControlB2 3336:225U/L, Sampleff
£ 2458:21.0U/LEA] Sample#to] Control#f
o vty AT FEMPL0.02)AE EHHEE
7 QA=A Table I, Fig. 1).

2. Mm% creatine &2 #4t

LF5 creatine &&< #{tE Normalff-Z
0.23:0.03mg/dl, Controlf¥< 0.47+0.06mg/d],
Sample®t<  0.36+0.04nnmg/dI$1+="tl, Sample
ffo] Controlffel ®lsled &&E< #®in7l AU
o 59 Fd ¥ Control#fel 0.49:0.04mg/dl,
Sampleffe] 0.35:0.04mg/dIF =4, Sampledt
o] Control#dl vl3te] HEHP<0.00D)UE &
# W7t BEERAHTablel, Fig.2).

3 M aldolase ;&M #t

{15 aldolase FEYEES] Bkt Normalff2
76:06U/L, Controlffe 16.4+13U/L, Sampleft
2 135:06U/L0I% =], Sampleffel Control#f
o ultd JEHEEZE HMIHERT, 59 Fole
Controlffo] 195:1.6U/L, Sampleffo] 14.7+
09U/LZ* Sample®o] Controlffel] u]3lo
HEMP<OR)AE EERE HHrt EEE
tHTablell, Fig.3).

4. mE+R LDH EHES B4t

i LDH iEHfEel ##{ke  Normalff2
452.5+36.8IU/L, Controlff-& 823.5+75.31U/L,
SampleR-&  743.3:56.31U/Leit =, Sample

#¥o] Controlffell vsted EHEE M7 AN
i, 594 Fd= Controlffe] 792.3+624IU/L,
Sampleffe]l 6145t43.11U/LZA], Samplefito]
Controlffel Hl3te] fEM(P<0.05)U%+ Tk
& 7Y @ s Y o(TablelV, Fig.4).

5. mF AST [&MES| &1L

¥ AST EHEES #{tx Nomalff2
306+2.3IU/L, Control#Fe 485:2.6IU/L, Sample
L 406+2.3[U/L012 =), Sampleffo] Control
ol ulsle) HEMP<005) Y EHEE
7t 9z, 59 Fole Controlffo] 482t
2.7TU/L, Sampleff ol 39.2:26IU/LEA
Sample®fo]  Controlfife]l  Hlstd  HE#H:
(P<0.05)le  WEHE  #fgt ZBE=EUG
(TableV, Fig.5).

6. I)F ALT jEMAS| #vt

m¥E ALT EHES 3t Normalff&
26811 6IU/L, Controlff2 389+2.1IU/L, Sample
B 375:1.8IU/LeI A=), Sampleffo]l Control
froll ulshel ofzhe] IEMEE HMEIZF HHAIL, 5
o Fol= Controlfo] 435:2.3[U/L, Sample
B 403:16IU/L2A <Fzhel EME HIT7}
B A cHTableVl, Fig6).
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Table I. Effect of Cibotii Rhizoma($#1%F) on the Serum CK Activity
of Hindlimb Suspension Rats

CK Activity(U/L)

Group
Just after 5 days after
Normal 1155£7.8a)
Control 2078+186 3336x225
Sample 2534+182 (149) 245.8121.0%%(26.3)

a) Mean * Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample @ Hindlimb suspension and administration of Cibotii hizoma group
Parenthesis are decreased percentage as compared with each control group.
* ! Statistical significance as compared with each control group(**, P<0.02)
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Table T. Effect of Cibotii Rhizoma(¥3%) on the Serum Creatine Level
of Hindlimb Suspension Rats '

Creatine Level(mg/dl)

Group

Just after 5 days after
Normal 0.23+£0.03a)
Control 047+0.06 0.49%0.04
Sampie 0.36+0.04 (23.4) 0.35%0.04*(28.6)

a): Mean = Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Cibotii Rhizoma group
Parenthesis are decreased percentage as compared with each control group.
* : Statistical significance as compared with each control group(* P<0.05)
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Table M. Effect of Cibotii Rhizoma(}3%) on the Serum Aldolase
Activity of Hindlimb Suspension Rats

Aldolase Activity(U/L)

Group
Just after 5 days after
Normal 7.6%0.6a)
Control 164%+13 195%16
Sample 135+06 (17.7) 14.7%0.9+(24.6)

a): Mean * Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Cibotii Rhizoma group
Parenthesis are decreased percentage as compared with each control group.
* : Statistical significance as compared with each control group(*; P<0.05)
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Table V. Effect of Cibotii Rhizoma(J3%) on the Serum LDH Activity
of Hindlimb Suspension Rats

LDH Activity(IU/L)

Group

Just after 5 days after
Normal 45251 36.8a)
Control 8235%75.3 792.3+624
Sample 743.3%£56.3 (9.7) 614.5+43.1%(22.4)

a) . Mean * Standard Error

Normal @ Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Cibotii Rhizoma group
Parenthesis are decreased percentage as compared with each control group.
* . Statistical significance as compared with each control group(*; P<0.05)
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Table V. Effect of Cibotii Rhizoma(#%) on the Serum AST Activity
of Hindlimb Suspension Rats

AST Activity(IU/L)

Group

Just after 5 days after
Normal 30.6*=2.3a)
Control 485126 482+27
Sample 40.6£2.3%(16.3) 392£26+(187

a) : Mean £ Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample @ Hindlimb suspension and administration of Cibotii Rhizoma group
Parenthesis are decreased percentage as compared with each control group.
* . Statistical significance as compared with each control group(*; P<0.05)
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Table VI. Effect of Cibotii Rhizoma(%#7%) on the Serum ALT Activity
of Hindlimb Suspension Rats

ALT Activity(IU/L)

Group

Just after 5 days after
Normal 26.8+1.6a)
Control 389%2.1 435%2.3
Sample 375%1.8 (36) 403£1.6 (74)

a) : Mean % Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Cibotii Rhizoma group
Parenthesis are decreased percentage as compared with each control group
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BB sle kIke WO R piEHS
HEEAIZI I, FIREX.BE HImAEHTE 5
Hi feiitst =, pidmd S8 46 gk
mHEE #Wesstdch

A Emel A UhERG RER
e} Zrt
CKe Wiiel MdEel oldAEQ  creatine
phosphate® & fEsts MEBRERZA 3
Rl Al 7HE B S Jehde
el mEEEm HES ¥ dystrophy, FRIR
BOE(S TIE, MfJUE, MiRe A miREd
A CKe EHEEm7E Boln ol EilolAle
el MieaEE e obdel FrAMiEel Wy
ko2 Qi3 MRSl EEM: Rl ojgh
AE e HoZ gjx Jopteren  w
A fiFFh CK EHES st BE
o] #mel vld] EEHAME 54 F A
FEVEP<002)U s EHEIISHIE BESA
(Table I, Fig.1).

Creatine-2 phospho creatineol 7fi#=lo] 4=
e A, #EH FolE creatined] M B
E7F wolAw ko) #EITHWHA mA Tt
WS i creatine &ES #MbE HIREE
Wgmell wjste] EERERFEAAME 58 % HEM
(PN E WMAPE BAJTH (Tablell, Fig.2).
®EHES WRERHAAE ASHQ] &g <
3l o|yA] AXZ phospho creatineo] REELES
I} creatine®.E A2 EEHK iR
E7b Fobia, o9 vHl2 WHFEx S F
3 HEaRdAME T3 BAE AT ol
FIHFEx.Bo] fAd vAE BENS Bk
71& dtx, oo SHRMY MW K2 o
& PR E HEMRY EEY T
MAEIE &S 4 & UTh

Aldolase FiWiEEA Heitike]l =7 W&
oA EEFEA 2Ol RS EEH gtH®
LB AFoA it aldolaseiEiE el H#{L
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FEEPQDVE  EEEEIE BEERT

{

€ d¥rd oy

(Table, Fig.3).
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(o] BRELSISl MRS St B
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2 LDHIEWEE Endcrs ahod o™
s+ LDHIGH: ] &3 {boll M= WPt 18

el Hlete]  EERE A S5H#%  HEM:
(P<O.05)UE  EHEIEZE YEbgoh(TablelV,
Fig.4).
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Fig 5).
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ABSTRACT

Effects of Cibotii Rhizoma(}J%) on the Muscle Atrophy Induced by
Hindlimb Suspension in Rats

Dept. of Oriental Medicine, Graduate School,
Dong Eui University

This experimental study was designed to investigate the effects of Cibotii Rhizoma on
the muscle atrophy induced by hindlimb suspension in rats. The measurement has been
performed on the activity of CK, aldolase, LDH, AST, ALT and quantity of creatine in
serum of hindlimb suspension rats.

The results were as ;

1. Cibotii Rhizoma significantly inhibited the increase of the activity of CK in serum.

2. Cibotii Rhizoma significantly inhibited the increase of the quantity of creatine in serum.
3. Cibotii Rhizoma significantly inhibited the increase of the activity of aldolase in serum.
4. Cibotii Rhizoma significantly inhibited the increase of the activity of LDH in serum.

5. Cibotii Rhizoma significantly inhibited the increase of the activity of AST in serum.

6. Cibotii Rhizoma significantly inhibited the increase of the activity of ALT in serum
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