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Abstract : The present study was performed to evaluate the cytotoxicity of white and red ginseng extracts against cancer
cells in vitro. We also examined the effects of those ginseng extracts on the cell cycle by using flow cytometry. We
divided each white and red ginseng into two parts, main body and rhizome, and tested the cytotoxicity of each fraction
against various mouse-originated cancer cells and mouse peritoneal macrophages. The red ginseng was more cytotoxic
to the cancer cells in comparison with white ginseng, and the rhizome fractions were more cytotoxic than the mainbody
fractions in the both of white and red ginseng. Among the cells tested, RAW264.7 cancer cells were most sensitive to
all the ginseng fractions. In cell cycle analysis, all the fractions of white and red ginseng arrested the cell cycle at G,/

M phase.
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(1) Al R MZHiY 87|

Aol AFE3E Wake] FA(white ginseng body; WB) 2
)% (white ginseng head; WH)9} &4te] & (red ginseng
body; RB) @ > (red ginseng head; RH) £33 &2 3=t
Az Ao B RAE AMESAEY
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Triton X-100& Bio-Rad AHHercules, CA) A& A3
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Fig. 1. Cytotoxicity of WB (A), WH (4A), RB (O) and RH (@)
to the mouse peritoneal macrophage (PM), L929, RAW264.7
(RAW) and B16 mouse cancer cells in vitro. The cell
survival was assessed by SRB assay after contunuous drug-
exposure for 3 days. Each point represents the mean + SEM
from three independent experiments in triplicate.
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Fig. 2. Cell cycle analysis of L929 cells in the absence (A) or
presence of 1000 pg/m/ WB (B), WH (C), RB (D) and RH
(E) at . Asynchronously growing cells were incubated with
each fraction for 24 h, and collected and analyzed PI-
stained DNA content (FL2-A) using flow cytometry.
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