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Abstract : The pro-apoptotic protein Bim (Bcl-2 interacting mediator of cell death) is
a member of BH3-only subfamily in BCL-2 family. Bim works in concert with other
pro-apoptotic proteins and anti-apoptotic proteins to regulate cell death and survival
which is essential for normal tissue homeostasis. Reduced Bim expression is associ-
ated with the occurrence ,development and prognosis of many human tumors, suggest-
ing that it provides a new target for gene therapy. In addition,Bim plays an impor-
tant role in tumor chemotherapy and targeted therapy. In this article we review the
recent progress on Bim protein in cancer therapy and its perspective.
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