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Effects of Artemisia Capillaris Fructus on Fas-FasL-induced Apoptosis in Hepatocyte

Seon-Kang Kim, Hyeong-hwan Kim, Joong-hwan An, Jong-Dae Kim, Cheorl-Ho Kim*

Dept. of Internal Medicine, College of oriental medicine, Dongguk University
Dept. of Biochemistry, College of oriental medicine, Dongguk University*

Objectives : Recently, it was known that the major cause of hepatitis is apoptosis reaction mediated by Fas-FasL. Since Artemisia Capillaris
Fructus has long been applied to cure the jaundice in oriental medicine. Therefore, this study was carried out to examine the effect of fractions of
Artemisia Capillaris Fructus on Fas-Fasl-mediated apoptosis in hepatocytes.

Methods : This study employed propidium iodide negative cell count assay and some the other biochemical assays.

Results : This study confirms that hepatitis has been occured by apoptosis mediated by Fas-FasL in cuitured hepatocyte and fractions of
Artemisia Capillaris Fructus restrain apoptosis induced Fas-Fast.

Conclusions : Water-extracted fraction, methanol extracts, ether-soluble fraction, and buthanol-soluble fractions of Artemisia Capillaris
Fructus restrain Fas-FasL-mediated apoptosis in hepatocyte. )

Silica gel chromatograph of Buthanol-soluble fraction of Artemnisia Capillaris Fructus restrain Fas-FasL-mediated apoptosis in hepatocyte.

Artemisia Capillaris Fructus could be applied 1o cure hepatitis.
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Fig. 1. Influences of culture time with Fasl.-expressing fibroblast on hepatocyte

apoptosis(Pl-negative cell)
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Fig. 2. Obstructions of Caspase-3 inhibitor on hepatocyte apoptosis caused by Fasl-
Fas receptor and The roles of culture time (Pl-negaiive cell)
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Fig. 4. Inhibitory effects of FasL-Fas receptor of crude hot-water extracts obtained from
Artemisiae Capillaris Fructus on hepatocyte apoptosis and Inhibitory effects of

culture time
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Fig. 5. linhibitory effects of crude hot-water extracts obtained from Artemisiae Capillaris
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Table 1. Inhibitory effects of fractions obtained from Artemisiae Capiltaris Fructus by
Methanol, Ether, Buthanol, and Petroleum ether on hepatocyte apoptosis
cultured with FasL-expressing fibroblast in 24 hours (Pl-negative cell)

Dose Pl-negative wild hepatocyte
(mg/15ml) (alive cell)/coverslipa’
H:O fraction 55+54
Methanol extracts 10 39+4.3*
Ether-soluble fraction 8 37+4.1*
Buthanot-soluble fraction ) 24+32*
Petroleum ether-soluble fraction 4 8+0.6
Petroleum ether-insoluble fraction 4 43+5.2*

» Bach numerical value is result of 3 different experiment(+S.E).
CCl treatmented control significant examination: * p<0.01, ** p<0.001
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Fig. 6. Inhibitory effects of fractions obtained by Silica gel chromatography from
Artemisiae Capillaris Fructus extracted by organic solvent on hepatocyte
apoplosis cultured with Fasl-expressing fibroblast in 24 hours (Pl-negative cell)
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