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Study the AZ-1(Aziridinylnaphthoquinon) on causing the death of the
breast cancer cells
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Breast cancer remains a major health issue in many countries. The death rate of breast
cancer is about 26% in USA. According to the statistics of department of health, the
breast cancer has taken the second place which cause the death of female patients,
only next to cervical cancer and increasing by yearly in Taiwan. It is believed that the
prevention is most important thing and the other found out more anti-cancer drugs to
cure the breast cancer patients. According the recent reports, it is better choice that the
anti-cancer drugs could induce the cancer cell death by apoptosis pathway.

In our preliminary data, we found that the Az-1( Bis-Aziridinoquinony! thiaethers)
induce cell death of breast cancer BC-M1 by dose-dependent manner and time-course.



Base on the MTT cytototoxicity assay in our result, the AZ-1 was with lower lethal
effect on human fibroblast cell in 2 ¢z M. Comparing the effect of cell death on
BC-M1 cell induced by AZ-1 ~ pacilitacel and tamoxifen, we found that the AZ-1 was
better than these two compounds. The AZ-1 could induce the BC-M1 cell arrest in
GO0/G1 phase minor. In western blot, we find cdk2 expression decrease, but cyclin B
no effect. The signal of BC-M1 cell progress on apoptosis pathway induced by AZ-1
were including the CH2/CH3 peak ratio increasing by dose-dependent manner
determined by NMR analysis, and also in caspase-3 enzyme activity increasing. In
western blot, we find pro-caspase and TIAR level were increased. From the above
result, we propose that the AZ-1 could induce the BC-ML1 cell progress the apoptosis
pathway.



