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and homeostasis. The B-cell lymphoma-2 (Bcl-2) family proteins are important regulators of the apoptotic pathway,
and their dysfunction is associated with a variety of diseases, including cancer, neurodegenerative and autoimmune
diseases. In the past decade, a large number of research work on the physiological functions and atomic structures
of Bcl-2 family proteins have been reported, which has deepened our understanding of the molecular mechanism
and pathological significance of Bcl-2 family proteins. Recently, new drugs targeting different Bcl-2 proteins have
been developed and used in clinics or tested in clinical trials. However, the complexity and diversity in functions
and structures of Bcl-2 family have left many unsolved problems. This article summarizes current knowledge of the

structure and function of Bcl-2 family proteins and discusses the pharmacological significance of Bcl-2 proteins as

effective therapeutic targets.
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