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Effect of ‘I'richosanthin of Cell Cycle and Apoptosis of Murine Melanoma Cells B Lia:, Li Horgjun, Zhang
Yubuva The Third Teaching Hospital, Norman Bethune University of Medical Sciences, Changchun{ 130031 )
Objective: To sindy the inhibitory effect of purified trichosanthin component on the proliferation of malignant
melanoma. Metheds: The effect of purified trichosanthin component on the DNA synthesis, cell eycle and cell apop-
tasis of murine melanoma cells were detected by floweytometry when cultured in vitro. Results: The significant G,/

() phase arrest was revealed by the increase of cells in 5,/ G, phase and decrease of cells in S phase. The obvious
apoptosis of melanoma cells was induced by purified trichosanthin component. G,/ Gy phase arrest was highly corre-

lated with apoptesis { » = 0.8705}. Conclusions: The purified trichosanihin component can markedly inhibit

melanoma cells by the suppression of DNA synthesis in S phase and cell mitosis as well as induction of cell Apoptosis.
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