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Signaling Pathways and Moleculars Related with Survivin in Cancer and
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ABSTRACT: Survivin plays an important role in cell homeostasis and tumor formation. Survivin targeted therapy involved with
some typical signaling pathways and a series of growth factors. As far as we know, survivin is an inhibitor of apoptosis proteins and anti-
cancer target involved in cell division and apoptosis suppression. It is missing in most normal tissues but overexpression in most of the
cancer tissues. Survivin is a node protein related to many cell signaling pathways, and these paths coordinate with each other and regulate
a variety of cytokines, transcription networks and modification genes, and promote proliferation of cancer cells in a directly/indirectly
way by adjusting the internal environment homeostasis. It has been revealed by some clinical research that: inhibition of survivin could
supress cell proliferation and promote apoptosis, while increase cell sensitivity to cytotoxic drugs and radiotherapy. Survivin overexpres-
sion was related with poor prognosis and toleration to therapy. Therefore, survivin is a potential target for the treatment of cancer.
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