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Advance in study on antitumor effect of Panax ginseng and its active mechanism
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Abstract: This paper concerns the observation and experimental investigation of antitumor effect of Ginseng Radix et Rhezoma. Its
mechanism of action are narrated and critically discussed. Ginseng Radix et Rhezoma is used as an adjuvant or immunotherapeutic
agent to enhance immune activity, appetite, and life quality of cancer patients during their chemotherapy and radiation. Although the
apoptotic effect of ginsenosides, especially Rh,, Rgz;, compound K, and 25-OCH;-PPD on various tumor cells has been shown via

different pathways, their clinical effectiveness remains to be tested.
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Fig. 1 Structures of compounds 1-11 isolated from the fruits of P. ginseng
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Table 1 Growth inhibition of 25-OH-PPD, 25-OH-PPT, PPD, Rh,, and Rg; in human cancer cells

ICso/(umoleL ™)

AR Al 25-OH-PPD  25-OH-PPT PPD Rh, Rg;
PR IR R Al72 49.4 >500 71.6 56.2 303.0
T98G 27.5 125.9 72.8 71.8 397.0
JE g HPAC 22.5 >500 63.9 66.4 >500
Panc-1 21.2 >500 30.2 413 180.3
Jiti s 4 f A549 225 >500 27.2 33.9 369.1
H1299 11.6 >500 20.3 20.4 357.2
H358 22.9 >500 50.4 65.8 470.0
HR3R 25.9 >500 77.4 64.4 293.0
LR MCF7 59.8 >500 68.4 41.5 361.2
MDA-MB-468 68.7 >500 69.0 43.0 153.1
i 71 i LNCAP 35.7 >500 44.8 46.7 302.1
PC3 59.8 >500 293 293 266.5
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Table 2  In vitro cytotoxicity of 25-OCH;-PPD in human cancer cell lines

1Cso/(umoleL ™)

A L AL 25-OCH;-PPD PPD Rg;
PR IR R Al172 38.1 56.2 303.0
T98G 5.0 71.8 397.0

JoF i 9 HPAC 5.8 66.4 >500
Panc-1 7.8 413 180.3

Jii s 4 f A549 5.7 33.9 369.1
H1299 4.9 20.4 357.2
H358 8.1 65.8 470.0
H838 11.7 64.4 293.0
FLIR MCF7 13.5 41.5 361.2
MDA-MB-468 18.2 43.0 153.1

i 71 i LNCAP 12.0 46.7 302.1
PC3 5.6 293 266.5
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