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The Effect of Carthami Semen Aquacupuncture
on HgCl;-Induced Liver Cell Injury

Park Jae-young*, Youn Hyoun-min, Jang Kyung-jeon,
Song Choon-ho and Ahn Chang~beohm

‘Department of Acupuncture & Moxibustion,
College of Oriental Medicine, Dong-Eui University
Department of Acupuncture & Moxibustion, College
of Oriental Medicine and Research Institute of Oriental Medicine,
Dong~Eui University

Objective : This study was undertaken to examine whether Carthami Semen aquacupuncture (CSA) exerts
protective effect against Hg—induced cell injury in rabbit liver.

Methods : The cell injury was evaluated by ALT activity and lipid peroxidation was estimated by measuring
malondialdehyde (MDA).

Results : Hg caused an increase of ALT activity and lipid peroxidation in a dose—dependent manner over
concentrations of 0.1—1 mM, which were prevented by addition of 0.005% CSA. The protective effect of CSA
was dose—dependent in concentration range of 0.001 to 0.01%. The increase of ALT activity and lipid
peroxidation induced by 0.5 mM Hg were almost completely decreased by addition of 0.01% CSA.When the

- H4 020022 7TEH 139 - £ 0 20029 8E 19 - AME : 2002W 9H 149
- BANHKL D 558, BMA BUET QH2E A4S SCED BB HPYEE N
Tel. 051—~850~8643, Fax : 051-853-4036, E-mail : chsong@dongeui.ac.kr)

20¢



ALTEFRRO! ASROY 2/t FrIEE A0l DiXl: B

Conclusions

liver tissues were exposed to 0.5 mM Hg, GSH content was decreased, which was significantly restored by
0.01% CSA. 0.5 mM Hg caused decrease in: the amount of total and nonprotein sulfhydryl groups, and 0.01%
CSA prevented Hg—induced reduction of nonprotein sulfhydryl group but not protein silfhydry! group.

These results suggest that CSA exerts protective effect against Hg—induced cell injury by
antioxidant action resulting from enhancement of nonprotein sulfhydryl group content including GSH in liver.

Key words : Carthami Semen aquacupuncture, Hg—induced liver cell injury, ALT, MDA, GSH
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Fig. 1. Effect of Carthami Semen aquacup
uncture (CSA) on dose —dependency of Hg—
induced ALT activity in the liver tissues. The
tissues were treated with various concentrations
of Hg for 60min at 370C in the presence or
absence - of 0.4005% CSA, and ALT activity
was measured. Data are mean®SE of five
experiments. *p<0.05 compared with the res—
pective control.
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Fig. 2. Effect of Carthami Semen aquacu-—
puncture (CSA) on dose —dependency of Hg—
induced lipid peroxidation in the liver tissues.
The tissues were treated with various concent—
rations of Hg for 60min at 370C in the pre—
sence or absence of 0.005% CSA, and lipid
peroxidation was measured. Data are mean=
SE of five experiments. *p<0.05 compared with
the respective control.
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Fig. 3. Dose—dependency of Carthami

Semen aguacupuncture (CSA) protective effect
against Hg—induced ALT activity in rabbit liver.
The tissues were treated with 0.5 mM Hg for
60 min at 37 oC in the presence or absence
of 0.0005-0.01% CSA, and ALT activity was
measured. Data are meanzSE of five
experiments. *p<0.05 compared with Hg alone.
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Fig. 4. Dose—dependency of Carthami
Semen aquacupuncture (CSA) protective effect
against Hg—induced lipid peroxidation in rabbit
liver. The tissues were treated with 0.5mM Hg
for 60min at 370C in the presence or absence
of 0.0005-0.01% CSA, and lipid peroxidation
was measured. Data are meanSE of five
experiments. *p<0.05 compared with Hg alone.
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Fig. 5. Effect of Carthami Semen agua-—
cupuncture (CSA) on Hg—induced reduction of
protein sulfhydryl group content in rabbit liver.
The tissues were treated with 0.5 mM Hg for
60 min at 37 oC in the presence or absence
of 0.01% CSA, and total sulfhydryl group con-
tent was measured in the incubation medium.
Data are meanTSE of five experiments.
*p<0.05 compared with —Hg.
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Fig. 6. Effect of: Carthami Semen agua-
cupuncture (CSA) on Hg—-induced reduction of
nonprotein  sulthydryl group content in rabbit
liver. The tissues were treated with 0.5mM Hg
for 60min at 370C in the presence or absence
of 0.01% CSA, and nonprotein sulthydryl con—
tent was measured in the incubation medium.
Data are meantSE of five experiments.
*p<0.05 compared with —Hg: #p<0.05 com—
pared with Hg alone.
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