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An Anti-Tumor Effects of Dioscorea bulbifera 1. on Stomach Cancer Cells

Sung-Hee Kim, Bong-Ha Ryu, Ki-Won Ryu, Sang-Hyub Yoon, Jin-Seong Kim
Dept. of 3rd Internal Medicine, College of Oriental Medicine, Kyunghee University

Background : Nowadays a lot of research is based on natural substances or materials world wide since many kinds of side effects are
accompanied by anti tumor chemotherapy. In Chinese medicine, Dioscorea bulbifera L is widely used to treat many kinds of cancer, but in Korea
it is rarely used. Therefore, we need to scientifically identify anti tumor effects of Dioscorea bulbifera L.

Objective : We aimed to identify anti tumor effects of Dioscorea bulbifera L on the stomach cancer cells through molecular biological methods.

Materials & Methods : We used AGS, a stomach cancer cell from American Type Cuiture Collection. We injected the boiled extract of
Dioscorea bulbifera L 5 ul(sample 1), 10ul(sample 2) to cultured media(ml) for 0,6,12,18,24 hours. We measured the killing effect on stomach
cancer cells through Tryphan blue exclusion test and suppressive effect on viability of stomach cancer cells via MTT assay.

Resuilts : Tryphan biue exclusion test showed that each test group killed more stomach cancer celis than the controlled group with a dosage-
dependent, but not significantly. MTT assay showed that each test group had a more suppressive effect on viability of stomach cancer cells than
the controlled group without a dosage-independent, but not significantly.

The cell cycle analysis via flow cytometry showed that the test group extended cell cycle, and there was no peak in M phase, the number of
subG1, GO, G1 phase cells increased a little, but not significantly.

Conclusion : This experiment showed that Dioscorea bulbifera L. has an anti-tumor effect, but not significantly. This is in vitro experiment and
basic experiment on Dioscorea bulbifera L. We hope more progressive researches on Dioscorea bulbifera L. will be conducted and its anti tumor
will be more accurately identified.
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Table 1. Tryphan Blue Exclusion Analysis on Dead Cells of Stomach Cancer Cells
Induced by Sample | and Sample T .

Group Dead Cells(%)
Ohrs 6hrs 12hrs 18hrs 24hrs
Control 2= 3+1 2+1 1£1 2+1
Sample | 1+1 3+1 8.8+3 15.4+6 1845
Sample [ 2+1 9.242 16.7+4 2045 24.6+6

a: Mean + S.D.

Control: Stomach Cancer Cells Not Treated.

Sample | : Stomach Cancer Cells Treated with Dioscorea bulbifera L. 5 g/nl.
Sample [: Stomach Cancer Cells Treated with Dioscorea bulbifera L. 1044/ml.
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Fig. 1. Tryphan Blue Exclusion Analysis on Dead Cells of Stomach Cancer Cells Induced by
Dioscorea bulbifera L.,
Al : B

Fig. 2. Apoptotic Cell induced by Dioscorea bulbifera L. 104 /m! for 12 trs.
A: Normal Control.
B: Apoptotic Cells.
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Table 2. Effects of Sample [ and Sample [ on the Cellular Viability of Stomach
Cancer Cells. .
Group 0.D.(Optical Density)
Ohrs 6hrs 12hrs 18hrs 24hrs
Control 0.25+0.05* 0.29+0.04 024007 031£005 0.22%0.06
Sample | 0.22+0.03 021003 0.14+004 0.18+0.02 0.16+0.03
Sample | 0.25+0.05 0231004 0.18+002 0.15+0.01 0.13+0.03
a: Mean £ S.D.

Control: Stomach Cancer Cells Not Treated.
Sample | : Stomach Cancer Cells Treated with Dioscorea bulbifera L. 5p/ml.
Sample [ : Stomach Cancer Cells Treated with Dioscorea bulbifera L. 104/ml.
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Fig. 3. Effects of Dioscorea bulbifera L. on the Cellular Viability of Stomach Cancer Cells
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Fig. 4. Cell Cycle Analysis of AGS with Not Treated.
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