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1. Mm% CK jEMERES| 8t

M CK &M ##be Normal 1155+
78U/LQ 1, Control& 297.8:186U/LN2H,
Sample&  240.2:17.6U/Loll&dl, Sample©l
Controldl H]3t] HEH( PO0B)UE &
B sz A2, 54 %= Control& 3336
+225U/L, Sample2 223.7+19.2U/L°]1%l =4,
Sample©] Controlel Hl3te] of-$- AAE FHE
HP<OODYE HBHE MEZt BEIAASG
(Table I, Fig.1).

2. Mm% creatine &2 #1t.

{u¥% creatine &&9 #bE Normale 023
+0.03mg/dl, Control& 0.47:0.06mg/dl, Sample
& 0.36:0.03mg/dl°] 1=, Sample®] Control
of st &9 Byt HUow, 54 Fo
= Control®] 0.49:0.04mg/dl, Sample®] 0.33:
0.04mg/d1e1 4=, Sample©] Controlel ®|3t
o AEMHEP2UE SEY ' MEt
ZEH UK Tablell, Fig.2).

3. Mm% aldolase EM4AES] WL

m#E aldolase ¥EHES 3k Normal
7.6t0.6U/L, Control& 16.4:1.3U/L, Sample
12.7:08U/Lel 1=, Sample©] Controlel ¥]
o] HEEEPOWB)NE HEE MH7T AU
1, 594 F9= Control& 195:1.6U/L, Sample<
14.1+1.1U/LeId =, Sanplec] Controlel H]&}
o HEMEEPOUE FEHRE HH7T BES
¢l thH(Tablelll, Fig.3).

4. mi#E+ LDH EtEES) Bk

M7 LDH iEMEE el #{ks Normal 4525
+36.8IU/L, Control& 823.5+75.3IU/L, Sample

& 698.8+60.5[U/Lel &= Hl, Sample®] Control
o) Hldo] EHEE HIHIZY AR, 59 FE
Control®] 792.3:624IU/L, Sample©l 602.8¢
4581U/Lol =, Sample®] Controlell B]3}ed
HERP<0/)YE FHHE WK BESHU
ok (TablelV, Fig.4).

5. m;& AST &S| 8t

Mg AST &S] ##{bE Normald 30.64
230U/L, Control® 485:26IU/L, Sampled
39.8+2.11U/L°1 &), Sample] Controlol H]
st BEEP<OML)UE FEHE FFEZE AU
1, 59 ol Controle 482:271U/L, Sample
2 3HB725U/Leid e, Sample] Controldl
Hlate] FET AEMAEPODAE EHE A
47} AEF AN TableV, Figh).

6. ;% ALT EtEEES| B4t

miE ALT &Ml #{ke Normald 26.8+
16IU/L, Control& 389:21IU/L, Sample2
35.0:1.31U/Lel =4, Sample©] Controle] ®]
sto] okztel EHEE MMV Belz, 59 Fol
= Control®] 435:23IU/L, Sample®] 38.2:
1.8IU/LeI1 &, Samplee] Controlel ¥]3t<
okzho] IEHEE HI%I7F B . K TableVl, Fig6).
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Table I. Effect of Chaenomelis Fructus on the Serum CK Activity
of Hindlimbh Suspension Rats

CK Activity(U/L)

Group

Just after 5 days after
Normal 1155+7.8"
Control 2978+186 3336225
Sample 240.2%£17.6°(19.3) 22374+19.27"(32.9)

a) : Mean £ Standard Error

Normal @ Non treated group

Contro! : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.

* : Statistical significance as compared with each control group(";P<0.05, ~"P<0.01)

o
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Table 0. Effect of Chaenomelis Fructus 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 0.47+0.06 0.491+0.04
Sample 0.36%£0.03 (23.4) 0.3320.04(32.7)

a) : Mean * Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample @ Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.

* . Statistical significance as compared with each control group(™;P<0.02)
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Table II. Effect of Chaenomelis Fructus on the Serum Aldolase Activity
of Hindlimb Suspension Rats

Aldolase Activity(U/L)

Group

Just after 5 days after
Normal 76%06"
Control 164%13 195=*16
Sample 12.7£0.87(22.6) 14.1%£1.17(27.7)

a) : Mean £ Standard Error

Normal : Non treated group

Control @ Hindlimb suspension group

Sample @ Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.

* : Statistical significance as compared with each control group(";P<0.05, *;P<0.02)
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Table V. Effect of Chaenomelis Fructus on the Serum LDH Activity
of Hindlimb Suspension Rats

LDH Activity(IU/L)

Group

Just after 5 days after
Normal 4525+36.8"
Control 8235+75.3 792.3+624
Sample 698.8+60.5 (15.1) 602.845.8"(23.9)

a) : Mean % Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.

* @ Statistical significance as compared with each control group(’;P<0.05)

..72_.



- Zvel 52 AKITE WA el ot el oAk e -

Table V. Effect of Chaenomelis Fructus on the Serum AST Activity
of Hindlimb Suspension Rats

AST Activity(IU/L)

Group
Just after 5 days after
Normal 306£23"
Control 485%26 482+2.7
Sample 39.8£2.1%(17.9) 357+£2577(25.9)

a) : Mean * Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.

* : Statistical significance as compared with each control group(;P<0.05, *;P<0.01)
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Table VI. Effect of Chaenomelis Fructus on the Serum ALT Activity
of Hindlimb Suspension Rats

ALT Activity(IU/L)

Group
Just after 5 days after
Normal 26.8%16"
Control 389+21 435+23
Sample 35.0£1.3 (10.0) 382%+1.8 (12.2)

“: Mean * Standard Error

Normal : Non treated group

Control : Hindlimb suspension group

Sample : Hindlimb suspension and administration of Chaenomelis Fructus group
Parenthesis are decrease percentage as compared with each control group.
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ABSTRACT
Effects of Chaenomelis fructus on the Muscle Atrophy Induced by
Hindlimb Suspinsion in Rats

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

This experimental Study was designed to investigate the effect of Chaenomelis Fructus
on the muscle atrophy induced by hindlimb suspension in rats.
The result are follows ;

1. Chaenomelis Fructus significant] inhibited the increase of the activity of CK in serum.

2. Chaenomelis Fructus significantly inhibited the increase of the quantity of creatine in
serum.

3. Chaenomelis Fructus significant] inhibited the increase of the activity of aldolase in serum.
4. Chaenomelis Fructus significantly inhibited the increase of the activity of LDH in serum.
5. Chaenomelis Fructus significant] inhibited the increase of the activity of AST in serum.

6. Chaenomelis Fructus inhibited the increase of the activity of ALT in serum.

Based on the these results, it is concluded that the clinical application of Fructus
chaenomelis can help cure muscle atrophy.

_80_



