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Effects of Hwangryeun Extract on the Recovery
of Liver Function in CCls-exposed Rats

Byoung Woo Kim+

Department of Internal Medicine, Oriental Hospital of Sangji University

Effects of Hwangryeun(Copitidis rhizoma) extract on recovery of liver function were researched in CCl, intoxicated
rats. Concentration a-fetoprotein, total protein in plasma showed a tendency to decrease in Hwangryeun(Copitidis
rhizoma) extract applied groups while that of albumin showed a increase. Activities of plasma aspartate
aminotransferase and alanine aminotransferase in Hwangryeun(Copitidis rhizoma) extract applied groups showed a
lower value than those of controlled groups. Alkaline phosphatase, lactate dehydrogenase and y-glutamyl
transpeptidase activities showed a tendency to decrease in Hwangryeun(Copitidis rhizoma) extract applied groups.
Concentration of plasma triglyceride and total cholesterol showed a lower values than that of control group.
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Table 1. Composition of experimental diet

Ingredients (%) Basal diet
Casein 20.0
a-Corn starch 355
Sucrose 11.0
Lard 40
Comn oil 1.0
Mineral mix" 35
Vitamin mix? 1.0
Cellulose powder 237
DL-methione 0.3

1) Mineral mix (g/kg diet) : CaCOs, 29.29; CaHPO, - 2H:0, 0.43; KH:PO,, 34.30; NaCl,
25.06; MgSO; - 7H0, 9.98; Feric citrate hexahydrate, 0.623; CuSQs + 5H;0, 0.516; MnSO
4+ H0, 0.121; ZnCh, 0.02; KI, 0.005 (NHgs MO7Og4 - 4H0, 0.0025. 2) Vitamin mix
(mg/kg diet) : Thiamine-HCI, 12; Riboflavin, 40; Pyridoxin-Hcl, 8 Vitamin-B12, 0.005;
Ascorbic acid, 300; D-biotin, 0.2; Menadione, 52; Folic acid, 2; D-calcium pantothenate,
50; P-aminobenzoic acid, 50; Nicotinic acid, 60; Choline chloride, 2000(1Ukg diet);
Rethinyl acetate, 5000(1U/kg diet); Cholecalciferol, 250(1U/kg diet).
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Table 2. Effects of Copitidis rhizoma ext. on plasma AFP, total
protein and albumin concentration in rat injured CCls solution

Treatment AFP(ng/ml) Total protein(g/dl ) Albumin(g/dl)
I 159 + 0.38° 6.21 * 0.713 383 025
1 388 + 0.53° 783 + 051° 327 £ 047
Il 275 021 6.47 * 0.35° 395 + 075"
v 225 £ 031% 6.1 + 0.49° 377 + 059"
v 198 + 0.27° 6.24 + 0.34° 381 + 071"

ab,c: Means in the same column with different superscripts are significantly different
(P<0.05). NS: Not significantly different (P>0.05). 1: Normal group. Il: Control group
(CCly). 111: 100 mg/kg Copitidis rhizoma ext. + CCls. IV: 200 mg/kg Copitidis rhizoma
ext. + CCla. V: 300 mg/kg Copitidis rhizoma ext. + CCla.
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| I
Effects of Copitidis rhizoma ext. on plasma AST and ALT
in rat injured CCls solution. ab,c,d: Means with different superscripts are

1l \%

Fig. 1.

significantly different (P<0.05). | : Normal group. I1: Control group (CCls). Hl: 100
malkg Copitidis rhizoma ext. + CCls. IV: 200 mg/kg Copitidis rhizoma ext. +
CCls. V: 300 mglkg Copitidis rhizoma ext. + CCla.

Table 3. Effects of Copitidis rhizoma ext. on plasma ALP, y-GTP
and LDH in rat injured CCls solution

Treatment ALP(U/L) y-GTP(UL) LDH(U/L)
I 127.39 + 951° 221 £ 029" 39149 £ 3577°
1 27258 + 18.11° 253 + 011" 1926.39 + 65.22°
Il 242,15 + 13.27° 237 £ 027 175214 + 85.37°
v 21697 + 12.73% 231 + 022 1351.37 + 77.49°
v 19477 + 1359° 229 + 025 141158 + 51.83°

ab,c: Means in the same column with different superscripts are significantly different
(P<0.05). NS: Not significantly different (P>0.05). 1: Normal group. Il: Control group
(CClg). 11: 100 mg/kg Copitidis rhizoma ext. + CCls.. IV: 200 mg/kg Copitidis rhizoma
ext. + CCls V: 300 mg/kg Copitidis rhizoma ext. + CCla.
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4. Total cholesterol & triglyceride

g7d st vlarste] CClL A2t
e g Ytk 2y cay AYRE elAE 8
%% 300 mg/kg M2+ A9 e xm%l—g—% frelg
15 Yeh A= FAT triglyceride =+ CCL AT
%ﬂ%”ﬂ&ﬂ%ﬂ%%%&ﬁ%ﬁﬂy%%fgaJﬂ%%
HzERT fo5 B e e AckFg 2).

-
T

Total cholesterol
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W Totslcholesterol

M Triglyceride

Concentration(mg/ue)

I I
Fig. 2. Effects of Copitidis rhizoma ext. on plasma cholesterol and
triglyceride concentration in rat injured CCls solution. a,b,c: Means with

i v

different superscripts are significantly different (P<0.05). |: Normal group. Il:
Control group (CCls). 1ll: 100 mg/kg Copitidis rhizoma ext. + CCls. IV: 200 mg/kg
Copitidis rhizoma ext. + CCls. V: 300 mg/kg Copitidis rhizoma ext. + CCla.
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