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Antihepatotoxic effect of Aremisia Iwayomogi methanol extract on
acute hepatic injury by carbon tetrachloride in rat
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Abstract : The purpose of present study was to examine pharmacological effect of Artemisia Twayomogi methanol
extract(AIME) on biochemical parameters(activities of AST, ALT, LDH, and ALP, contents of total bilirubin, total
protein, albumin and A/G ratio in serum and levels of hepatic microsomal lipid peroxide and glucose-6-phospha-
tase activities) against hepatic injury by carbon tetrachloride(CCl,) in rats.

Increased AST, ALT and LDH activities by CCl, were decreased in AIME treatment group at 48 or 72 hours.
Together, increased ALP activity by CCl, almost returned toward normal value in AIME treatment group at 72
hours. Serum total bilirubin contents increased to 87, 79 and 31% compared with normal group by CCl, which
were decreased to 64, 42 and 26% in AIME treatment group at 24, 48 and 72 hours, respectively. Decreased con-
tents of total protein and albumin, and A/G ratio by CCl, were recovered in AIME treatment group. Hepatic mi-
crosomal lipid peroxide levels(nmol malonic dialdehyde/100mg protein) increased to 140, 95 and 78% compared
with normal group by CCl, which were decreased to 107, 74 and 65% in AIME treatment group at 24, 48 and 72
hours, separately. Hepatic microsomal glucose-6-phosphatase activities decreased to 60, 50 and 53% compared with
normal group by CCl, at 24, 48 and 72 hours, respectively, which were increased at 72 hours in AIME treatment
group.

In conclusion, AIME enhanced the amelioration process from CCl,-induced lipid peroxidation, degeneration of

liver cell, and impairment of protein and bilirubin metabolisms
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adedA Qleh.
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NADPH-oxygenaseel] 2J3f tjAk=]x, - CCL9} 722
free radical2 At3fElo] 7bg vlo|mazFe] = ol
thiol7]2} ZstA Agste] kol A4S 2214
224 AolE doA iAo g, 7hy
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Table 1. Effects of AIME treatment on serum aspartate aminotransferase(AST), alanine aminotransferase(ALT) and
lactate dehydrogenase(LDH) activities in normal and CCl,-treated rats

Groups Hours AST(K-unit) ALT(K-unit) LDH(Wroblewski unit)
Normal 24 985+ 8.7 302+ 54 227.8+32.7
48 987+ 9.9 31.7+ 5.7 226.6+31.9
72 101.3+10.2 324+ 6.3 220.3+275
AIME 24 988+ 7.9 298+ 7.1 231.6+43.7
48 979+ 89 276+ 6.9 24174419
72 1075+ 9.9 234+ 48 243.6+472
cql, 24 312.3+10.1 3457+12.1 1307.6+64.5
48 3084+ 9.6 330.6+13.8 1106.3+51.7
72 276.4+12.1 281.7+14.5 830.2+59.8
CCl-AIME 24 305.3+ 9.1 337.6+13.8 1283.4+54.8
48 2914+ 99 314.3+14.1 1097.2+44.1
72 248741477 258.6+13.7 742.1+332"

Values are mean+SE.

AIME(Artemisia Iwayomogi methanol extract) : 6.3mg/100g BW per os
CCl(carbon tetrachloride) : 0.25ml/100g BW(CCl,:olive oil=1:3(v/v) per os).

*: pC0.05
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Fig 1. Effects of AIME treatment on serum alkaline Fig 2. Effects of AIME treatment on serum total bi-

phosphatase(ALP) activiies in normal and lirubin levels in normal and CCl,-treated rats.
CCl,-treated rats. Each values represents the mean+SE.
Each values represents the mean+SE. ** 1 p€0.01

** 1 pc0.01

Table 2. Effects of AIME treatment on serum total protein, albumin levels and A/G ratio in normal and CCl,-
treated rats

Groups Hours Total protein(g/d!) Albumin(g/dl) A/G ratio
Normal 24 591+0.18 3824011 1.91+0.06
48 5.78+0.15 3.74+0.13 1.86+0.03

72 5.76+0.15 3.80+0.16 1.89+0.07

AIME 24 5.93+0.20 3.83+0.14 1.84+0.05
48 5.84+0.16 3.77+0.11 1.93+0.04

72 5.8940.17 390+0.11 1.96+0.04

cal, 24 421+0.18 2.71+0.15 1.52+0.07
48 4.1140.19 2.62+0.16 1.43+0.08

72 4474014 2.75+0.14 1.55+0.07

CCl,-AIME 24 4414013 2.73+0.17 1.5740.02
48 4.53+0.14" 2.7140.14 1.59+0.03

72 4.89+0.17"" 2.87+0.11 1.65+0.08"

Values are mean +SE.
AIME(Artemisia lwayomogi methanol extract) : 6.3mg/100g BW per os
CCl,(carbon tetrachloride) : 0.25mi/100g BW(CCl,:olive oil=1:3(v/v) per o0s).
" p0.05, " : pC0.01
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MICROSOMAL LIPID PEROXIDE
{(nmol MDA/100mg protein)
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Fig 3. Effects of AIME treatment on lipid peroxide
levels in normal and CCl,-treated rats.
Each values represents the mean=+SE.
* 1 p€0.05, ** : p<0.01
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Fig 4. Effects of AIME treatment on microsomal
glucose-6-phosphatase  activities in  normal
and CCl,-treated rats.

Each values represents the mean+SE.
** 1 pc0.01
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