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[ Abstract ] B-cell lymphoma 2 interacting mediator of cell death (BIM) plays an important role in the progress of

cell apoptosis. The lowering expression level or functional defect of which may have an negative effect on the efficacy of anti-

cancer drugs and the prognosis of postoperative patients with non-small cell lung cancer (NSCLC). This review aims to sum-

marize the structure and function of BIM, as well as the relationship between BIM and the therapeutic efficacy of NSCLC.
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