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Fig. 1 The central role of BCL-2 family members in apoptotic pathway
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Fig. 2 The basic steps of BH3—profiling and dynamic BH3—profiling assay
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Research Progress and Application of BH3—profiling

YUAN lJing", ZENG Da", JIANG Xiao-Yan", ZHOU Yan-Hong”", XIAO Song-Shu""
(VThe Third Xiangya Hospital of Central South University, Changsha 410013, China;
DCancer Research Institute, Basic School of Medicine, Central South University, Changsha 410011, China)

Abstract Mitochondrial-mediated apoptosis plays an important role for chemotherapeutic drugs in inducing
cancer cell death, which also helps maintain homeostasis of the internal environment in normal organisms. In
cancer cells, the dysregulation of apoptosis becomes a barrier for cancer cells to escape from the killing effect of
chemotherapeutic drugs. In regulating mitochondrial-induced apoptosis, BCL-2 family proteins are of great
importance. Therefore, a detection technology based on BCL-2 family proteins, BH3-profiling technology
emerged. The proposed technology may provide new ideas for the personalized treatment of cancer. This paper
focuses on the principle of BH3-profiling technology, its application in the selection of cancer chemotherapeutic

drugs and the development of new chemotherapeutic drugs.
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