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Study of Mylabris Phalerata on Anti-cancer Effects in Some Kinds of Cancer Cells

Myung-Chai Jung, Jin-Sung Kim, Sang-Hyub Yoon, Bong-Ha Ryu, Ki-Won Ryu
Department of the 3rd Intemal Medicine, College of Oriental Medicine, Kyung-Hee University

Object : Objective: This study was conducted to investigate the anti-cancer effects of Mylabris phalerata (3¢ Z£ ) in some
kinds of cancer cells. )

Materials and Methods: Some kinds of cancer cells lines were treated. We used nine kinds of cancer cell lines, such as
stomach cancer cells (Kato), lung cancer cells (Calu-1, NCI-H1395), urinary bladder cancer cells (HS789T), bone cancer cells
(Saos-2), brain cancer cells (SK-N-MC), liver cancer cells (Hep-G2), skin cancer cells (Mo-1) and prostate cancer cells (PC-3)
with the water decoction of Mylabris phalerata. The histological changes of all cell lines in the media (RPMI-1640) containing
the decoction of Mylabris phalerata were observed and we examined cell death assay by trypan blue exclusion testing was
examined. Finally, the change of mitochondrial membrane potential was measurd and the inhibitory effect of Mylabris
phalerata on cell increase was examined by analyzing the cell cycle.

Results: In histologic change all cancer cell lines showed withdrawn and floating appearance that is typical in cellular
impairment. Most of the cell lines showed over 50% death rate after 24 hours in trypan blue exclusion tests. Especially the
stomach, urinary bladder, brain and liver cell lines showed over 30% death rate after 12 hours. All cell lines treated with
Mylabris phalerata were less stained than the control group and the mitochondrial membrane potential in the Mylabris
phalerata treated cell lines was markedly lower than that in the control group. The measurement of DNA quantity in all cell
lines showed the disappearance of the peak and the thickened left axis, which suggests that all cellular DNA degraded.

Conclusion: Mylabris phalerata had cytotoxicity on various kinds of cancer cell lines and the mechanism of that was the
impairtnent of mitochondria by the breakdown of the mitochondrial cell membrane. We propose that this is in part attributable
to the destruction of DNA in cancer cells. '
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Table 1. Characteristics of Cell Lines Used in Experiments

Cell Line Name  Tissue Histopathology
Kato Stornach Adenocarcinoma
Calu-1 Lung Squamous cell carcinoma
NCI-H1395  Lung Adenocarcinoma
HS789T Utinary bladder Transitional cel! carcinoma
Saos-2 Bone Osteosarcorna
SK-N-MC Brain Neuroepithelioma
Hep-G2 Liver Hepatocellular carcinoma
Mo-1 Skin Squamous cell carcinoma
PC3 Prostate Adenocarcinoma
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Fig. 1. Morphologic change of each cell lines.

A. Kato B. Calu-1 C. NCI-H1395 D. HS789T E. Saos-2
F. SK-N-MC G. Hep-G2 H. Mo-1 l. PC-3
1. Control Group 2. Sample Group treated by Mylabris phalerata
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Fig. 2. Result of trypan blue exclusion test in Kato.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.
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Fig. 4. Resutt of trypan blue exclusion test in NCI-H1395.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.
*; p<0.05
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Fig. 6. Resulit of trypan blue exclusion test in Saos-2.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.
* p<0.05
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Fig. 3. Result of trypan blue exclusion test in Calu-1.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.
*; p<0.05
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Fig. 5. Resutt of trypan blue exclusion test in HS789T.

There was statistically significant difference between
control and sample groups in 6h, 12h, 24h and 48h.
* p<0.05
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Fig. 7. Result of trypan blue exclusion test in SK-N-MC.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.
* p<0.05 :
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Fig. 8. Result of trypan bilue exclusion test in Hep-G2.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.

*; p<0.05
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Fig. 10. Result of trypan blue exclusion test in PC-3.

There was statistically significant difference between
control and sample groups in 12h, 24h and 48h.

* p<0.05
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Fig. 9. Result of trypan blue exclusion test in Mo-1.

There was statistically significant difference between
control and sample groups in 24h and 48h.

* p<0.05
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Fig. 11. Difference of membrane potential in each cell lines by Flow Cystometer.

A. Kato B. Calu-1
F. SK-N-MC G. Hep-G2
(Thick Line; Control Group, Thin Line; Sample Group)
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Fig. 12. Analysis of cell cycle in each cell lines.
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