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ABSTRACT: Bone marrow cell leukemia protein Mcl-1 is an important member of the anti-apoptotic protein in the Bcl-2 family
protein, and has high expression in many kinds of malignant tumor (acute cell leukemia, multiple myeloma, etc), resulting in drug
resistance to traditional chemotherapeutic agents and Bcl-2 inhibitors. As an important target for the research and development of
antitumor drugs, Mcl-1 is increasingly concerned by the researchers. Great progress has been made in the research of new Mcl-1
inhibitors and joint inhibitors. This article will make a more in-depth analysis of the structure and function of Mcl-1 protein and related
inhibitors, and results of the study will be of great significance for the treatment of cancer.
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Fig. 1 Sequence structure of Mcl-1 protein
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