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Abstract . Artemisia lwayomogi Compositae) has been used clinically for jaundice, hepatitis, liver cirthosis
etc. The purposes of present study were to examine pharmacological effeets of Artemisia Lwayomogi water ex-
trac{ ATWE) on biochemical parameters (activities of ALP and LAP, contents of glucose, total bilirubin,
total protein and albumin in serum, A/G ratio, and levels of hepatic glycogen) against hepatic injury by

carbon tetrachloride(CCl,) in rats.

The results were as follows ;

1. Increased ALP activities by CCl, were very significantly(p < 0.001) decreased in AIWE posttreat-
ment groups at 72 hours and significantly(p<<0.05) decreased in AIWE pretreatment groups at 72 hours.
Increased LAP activities by CCly were significantly (p<0.05) decreased in AIWE posttreatment groups
at 72 hours. A little increased total bilirubin contents by CCl, were very significantly (p < 0.001) de-

creased in AIWE posttreatment groups at 24, 48 and 72 hours.

2. Increased glucose contents by CCly were decreased in AIWE posttreatment groups. Decreased hepa-
tic glycogen levels by CCly were significantly (p<0.05) increased in AIWE posttreatment groups at 48

and 72 hours.

3. Decreased total protein contents by CCly were significantly (p<0.05) increased in AIWE posttreat-
ment groups at 48, 72 hours. Decreased albumin contents by CCl, were increased in proportion to num-
bers of AIWE treatments in AIWE pre- and posttreatement groups. Decreased A/G ratios by CCly were
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significantly (p<0.05) increased in AIWE posttreatment groups at 48 hours.
In conclusion, AIWE did not affect normal liver function and had hepatoprotective effects rather than

direct preventive effects to CCly-induced cholestasis, damages in metabolisms of glucose, protein and

bilirubin.
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Fig 1. Effect of Artemisia Iwayomogi Water Extract(Al-

WE) pre—-and posttreatment on serum glucose content-

s in CCly-intoxicated rats.

Vertical lines indicating + SE.
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Table 1. Effect of AIWE pre- and posttreatment of serum ALP (alkaline phosphatase), LAP(Leucine aminopeptidase),

total bilirubin in CCl,~intoxicated rats

Groups Hours? ALP - LAP Total bilirubin Number of
(KA unit) (G-R unit/m) (mg/100m¢) animals

Normal C 0 38.2+2.2 110.7411.1 0.47+40.03 10

AIWE E 2 37.742.4 112.5+13.4 0.46+0. 01 10

Alone E 48 39.5+3.1 107.4+12.1 0.45+0, 02 10
............................... E oo sk 42E9.0 o 0sE00z 10

CCl- c 2% 8.4+4.6 215.4+23.4  0.66+0.02 10

Saline C 48 83.7+5.3 227.5+27.3 0.64:+0.02 10

C 72 83.0+2.6 197.5+22.6 0.5940.02 10

CCly- E 24 79.243.7 218.5+12.8 0.56+0.01 *** 10

AIWE E 48 69.3+5.1 220.5+29.7 0.5040.03 *** 10
..................... E o J2 44022877 16771327 od9x001™T 10

Saline- c T 81+7.1 219 8+42.4 0.64+0.04 ' 10

CCly C 48 82.044.6 214.6+37.6 0.65+0.06 10

c 72 81.7+7.6 217.7+36,4 0.62+0.06 10

AIWE- E 24 84.2+3.6 227.4+38.6 0.6140,06 10

CCly E 48 80.7+6.9 220.6£27.2 0.58+0.07 10

E 72 84.446.5% 210.1+23.5 0.5640.08 10

Values are means+S.E.

C ! Control group.

E ' Expenment group.

AIWE ! Artemisia lwayomogi Water Extract ; 9mg/100g B.W. per os.

CCl, : Carbon tetrachloride;0.25m¢/100g B.W.(CCl, : olive oil=1 : 3(v/v) per os)

Saline : 0.9% NaCl solution 1m¢/100g B.W. per os.
A value(*
a) Hours after first administration of CCly, AIWE and saline.
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Fig 2. Effect of Artemisia lwayomogi Water Extract{ATWE)
pre- and posttreatment on hepatic glycogen levels in
CCly-intoxicated rats.

Vertical lines indicate S.E,
An asterisk indicates value significantly different(p < 0.05) from CCly-saline control
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Table 2. Effects of AIWE pre- and posttreatment on serum total protein, albumin, and A/G ratio in CCl,-intoxicated rats

a Total protein Albumin , Number of
Groups Hours? (2/100mt) (&/100mt) A/G ratio animals
Normal C 0 5.43%0,15 3.3940.11  1.88%0.07 10
AIWE E 2% 5.4740.21 3.4340.12  1.9140.08 10
Alone E 48 5.55+0.18 3484015  1.89+0.09 10
.................................. B T SSE01 ASEOIS  LGIO® 10
CCla- c 2% 4314018 2524011 1.5040.13 10
Saline c a8 4174013 2.5540.13  1.5140.09 10
c 72 4.32+0.19 2.7740.15  1.58+0.09 10
CCl- E %u 4.60£0.15 2.6040.14  1.43+0.17 10
AIWE E a8 4.6620.12* 2.8140.12  1.80+0.07 10
.................................. s B ABEOIS 20012 LEEOD 0
Saline- c 24 4 1540.51 2514017 1514011 10
ccl, C a8 4.23+0.39 2.6040.20  1.4740.12 10
C 7 4.3740.38 2.58£0.16  1.52+0.13 10
AIWE- E 2% 4.3240,35 2.6340.24  161£0.12 10
ccl E a8 4.5440.42 2.6440.12  1.50+0.11 10
E 7 4.87+0.43 2.7240.27  1.6240.12 10

Values are means+S.E.

C : Control group.

E ! Experiment group.

AIWE : Artemisia hoayomogi Water Extract | 9mg/100g BW. per os.

CCly © Carbon tetrachloride ; 0.25m¢/100g B.W.(CCL : olive oil=1 : 3(v/v) per os).

Saline : 0.9% NaCl solution 1m¢/100g B.W. per os.

An asterisk indicate values significantly different from CCly-saline control(p<0.05).

a) Hours after first admunistration of CCL,, ATWE and saline.
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