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Effects of Circii Herba Aqua-Acupuncture (BL18, CV12) on
Acute Oxidative Liver Injury

Jeong-Joo Lee', Jin-Young Moon'
1Dept. of Meridian & Acupoint, College of Oriental Medicine, Dong Guk University

Abstract

Objectives : Circii Herba has been used as a natural drug for the treatment of stress digestive
system disease. The aim of this study is to investigate the role of Circii Herba aqua-acupuncture
solution (CHAS) in experimental oxidative liver injury.

Methods : In order to investigate the effects of CHAS on acute liver injury, male ICR mice were
pretreated with CHAS(0.2 ml/mouse/day) at the loci of BL18 and CV12 for édays, starved for 24hrs,
and administerated acetaminophen(500 mg/kg, ip.). After acetaminophen administeration, mice were
sacrificed, and the liver was removed, rinsed with ice-cold 1.15% KCl buffer, and homogenized at 4.
Fractions(fraction [, II, I0) were isolated by differential centrifugation. Lipidperoxide, total SH, and
glutathione(GSH) levels were measured in the Fraction 1. In addition, activities of hepatic enzyme,
such as catalase, glutathione peroxidase(GSH-Px) were measured in the Fraction II, and glutathione
S-transferase(GST) was measured in the Fraction II.

Results : In wvivo treatment of CHAS(BL1S and CV12) showed effective inhibition of
acetaminophen induced lipid peroxidation, and showed elevations of total SH, GSH level, catalase,
GSH-Px, GST activities.

Conclusions : These results suggested that CHAS might suppress the formation of oxidative
metabolites, and prevent acetaminophen induced hepatotoxicity.
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o ol 2,000 rpmo A 1087 YA &S
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600xgol Al 3087 YAEET B, Asdg
412 nmoljH EF=E &3t HH SH 5=
£ millimole ¥ 74> 13em™mM"'& Alg3le]
2 ¥g Axetad :
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Figure 1. Effect of CHAS on Levels of Lipid
Peroxide in Liver Homogenate.
The lipid peroxide content was assayed
by the method of Ohkawa et al. Each
value represents the mean + SD obtained
from seven separate experiments : a),
values . statistically significant as
compared with normal group. b), values
statistically significant as compared
with control data of each group.
™ p <001

2. Total SH ! GSH &&oil o[xl= &

Figure 1 oA ff& % PR £9ol A
AYE FHAFLZH op4Eotuli-mlof ot
ote20) g4 AbEHE HéAel dAsHA oA

23S LPO ¥k oM & 4 9lor}. ot
A 2 AYelMe diAl ool omet 7jHer
QA E=AE FE37] AT d@e
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Figure 2. Effect of CHAS on Levels of Total SH
in Liver Homogenate.
Total SH content was assayed by the
method of Sedlak et al. Each value
represents the mean + SD obtained from
seven separate experiments : ¥, values
statistically significant as compared
with normal group. ¥, values statisti-
cally significant as compared with
control data of each group. **, p < 0.01

HEOluLHE UE o3t YRFoM:
92.38:22.80 nmol2 AArZo| ulsj o4
(p<0.01) gt d2E 24 st oiA oA
Y FoiF U 4} 3|40 SojFof42] total
SH $Here 242H187.70:19.50 nmol, 201.80+
16.90 nmol2 2% oz vl3] FAF &9
4(P<0.01)°] AAEE F71E EQcK(Figure
2).
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Figure 3. Effect of CHAS on Levels of of GSH in
Liver Homogenate.
GSH content was assayed by the method
of Higach. Each value represents the
mean + SD obtained from seven separate
experiments : ¥, values statistically
significant as compared with normal
group. °, values statistically significant
as compared with control data of each
group. ™, p < 0.01

29.59+1.06 nmol, 31.48+3.37 nmolE L% T
2Z7-9] 19.03+3.67 nmolo] v)8] HA 3 829X
(P<0.01)°] AHHE 5718 EAKFigure 3).
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Figure 4. Effect of CHAS on Hepatic Catalase
Activities in Mice.
Catalase activity was assayed by the
method of Aebi. Each value represents
the mean * SD obtained from seven
separate experiments : ¥, values statisti-
cally significant as compared with normal
group. ® values statistically significant
as compared with control data of each
group. *, p < 0.05
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1) Catalase &4

BERHoREE B 2o
catalase B4 W3E BAF FIE protein
lmg unitZ E7|5tck 1 2R, ofRd A
A= 817 e AT catalase TAL
9.55:1.49 unito]gl o}, ofNjEotulLWe T
E Fog g2 FoA= 5.54+1.80 unit2 AAF
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s oA AN Y SoiE P 48 M
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Figure 5. Effect of CHAS on Hepatic Glutathione
Peroxidase Activities in Mice. Gluta-
thione peroxidase activity was assayed
by the method of Paglia and Lawrence
et al. Each value represents the mean

+ SD obtained from seven separate

a)

experiments : ¥, values statistically

.significant as -compared with normal

group. ® values statistically significant
as compared with control data of each
group. =, p < 0.01 °, p < 0.05
unit, 9.1841.30 unit (p<0.05)2 25 tj=F-of
8|8 F7hst A cHFigure 4).

2) Glutathione peroxidase &4

Figure 50l 713237 23 o]A glutathione
peroxidase(GSH-Px) &A1& st ZHAIE
protein lmg% unitZ E713FS. 2 A3, of

2y AAE 347 ¢ FAHPolAe GSHPx

AL 7.58:0.88unito] oL, obA|Eotm| =Bl
2 ©E =o@ gz2olAL 4.21£120unit
Farzol vla BAF 524E<0.01)°] A
= 722 5yd. v gAY YA Fo
Z % 49 34 EojFAe GSHPx A
& 7}7} 6.09:0.61unit, 5.91+0.07Tunitz =%
2ol B8 SA4(E<0.05)%E 718 EA

GB (uritfrooratein)
——
T
T

Narrd Qorird 61 0154

Figure 6. Effect of CHAS on Hepatic Glutathione
S-Transferase Activities in Mice.
Glutathione S-Transferase activity was
assayed by the method of Habig. Each
value represents the mean + SD obtained
from seven separate experiments : “),
values statistically . significant. as
compared with normal group. 5 values
statistically significant -as compared
with control data of each group. *, p <
0.05

tHFigure 5).

3) Glutathione S-transferase &4

upe s tzFozRE BT EHIA
glutathione S-transferase(GST) &A1& a3t
ZA3tE protein ImgP unit2 E7|8IHTE I
A3, old ARz &R ¢S FATolAe
GST ¥4& 3.35:051unito] dout, ot4 Eot
orBe Eojd gRF AL 2.33+0.63unitE
Aol v Zasch wd W A o3
o o} Fojg U 4] FHH FoFofA9
GST #&4de Z+Z 3.10:0.26unit, 3.27+0.24
unit(p<0.05)2 2% 279} 2.33+0.63unito]]
]3] 713l g rk(Figure 6).
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