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Fig. 1 Schematic drawing of Bcl-2 family proteins®
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Role for The Bcl-2 Family Proteins and BH3 Domain in Apoptosis®

LIU Xiang-Jun'?, ZHANG Ling-Qiang"”, LIU Xiao-Lin?, HE Fu-Chu"”
(VInstitute of Radiation Medicine, Academy of Military Medical Sciences, Beijing 100850, China;
2College of Animal Sciences and Technology, Northwest A&F University, Shaanxi 712100, China)

Abstract  Apoptosis action is primarily exerted at the level of mitochondira, in which Bcl-2 family of proteins
play an important role in its regulation. Bcl-2 family consists of anti-apoptotic and pro-apoptotic members. The
anti-apoptotic members usually exist in the outer mitochondrial membrane and inhibit cell death via interaction
with pro-apoptotic counterparts BH3 domain. Pro-apoptotic members are commonly localize in the cytoplasm. A
series of events occured, such as typical Bax conformational change, BAD and Bik phosphorylation as well as Bid
and Bim proteolysis in response to several death stimuli. As a result, these pro-apoptotic proteins directly integrate
to the outer mitochondrial membranes. Finally, mitochondrial permeability transition pore is opened, by followed
the release of apoptogenic factors from the mitochondrial intermembrane space, including cytochrome c, apoptosis
inducing factor(AIF) and Smac, then the activation of downstream caspases and execution of cell death.

Key words Bcl-2 family, BH3 daomain, apoptosis, mitochondria, cytocrome ¢

*This work was supported by grants from The National Natural Science Foundation of China (30200043, 30321003), Hi-Tech Research and
Development Program of China (2004AA221100, 2002BA71A02-5).

**Corresponding author . Tel: 86-10-66931246, Fax: 86-10-68177417, E-mail: hefc@nic.bmi.ac.cn

Received: September 29, 2005  Accepted: November 1, 2005



