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Crosstalk mechanism between autophagy and apoptosis for the development of novel
cancer therapy

Doi, Kenichiro

2,300,000

In recent years, elucidation of crosstalk mechanisms of autophagy and

apoptosis is a global trend in the field of cancer treatment. Since cancer cells are easy to acquire
drug resistance and infiltration / metastasis ability, it is essential to develop therapeutic
methods that take biodiversity into consideration. It is important to develop a combination therapy
to efficiently induce cancer cell death by confirming whether autophagy is also called "double-edged
sword"™ and whether it is beneficial for cancer cell survival. In this research project we examined
rat kidney cancer cell line and highly lung metastatic lines and confirmed that combinations of
drugs with various inhibitors in order to suppress or induce autophagy. Pharmacological methods were
mainly used to address this problem and we hope to find a novel evidence in cancer therapeutics.
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