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Abstract

Gamdutang aqua-acupuncture solution (GAS), Gamdutang water-extracted solution (GWS) and Dae-Gamdutang
aqua-acupuncture solution (DGAS) were prepared and tested for chemopreventive potentials. GAS was potent
inducer of quinone reductase (QR) activity in Hepalclc7 murine hepatoma cells in culture, whereas GWS is less
potent. GAS, GWS and DGAS were significantly induced QR activity in cultured rat normal liver cell, Ac2F.
Glutathione (GSH) levels were increased about 18, 1.0 and 1.1 fold with GAS, GWS and DGAS in Hepalclc?
cells, respectively. In addition glutathione S-transferase (GST) activity was increased with GAS, GWS and DGAS.
The effects of GAS, GWS and DGAS on the growth of Acanthamoeba castellanii were tested. Proliferation of
A. castellanii was inhibited by GAS, GWS and DGAS at concentrations of 1x and 5x. These results suggest that
GAS has chemopreventive potential by inducing QR and GST activities, increasing GSH levels and inhibition of
polyamine metabolism.

Key words — Gamdutang aqua-acupuncture solution, Chemopreventive potential, Quinone reductase, Glutathione,
Glutathione S-transferase, Polyamine metabolism
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Fig. 3. Induction of glutathione levels by Gamdutang in
murine hepatoma Hepalclc? cells.
Cells were treated with Gamdutang in concentration
range of 01x~5x for 48 hrs, glutathione level of
sample-treated cells were analyzed and compared with
the level of solvent-treated cells to calculate the ratio of
GSH induction.
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Fig. 4. Induction of glutathione S-transferase by Gam-

dutang in murine hepatoma Hepalclc? cells.
Cells were treated with Gamdutang in concentration
range of 0.1x ~5x for 48 hrs, glutathione S-transferase
level of sample-treated cells were analyzed and com-
pared with the level of solvent-treated cells to calculate
the ratio of GST induction.
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