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[ Abstract]  Proteins are the physical basis of life and perform all kinds of life
activities. Proteins have different orientations and function in different tissues. The
same protein, located in different subcellular regions, can perform different and even
opposite functions. Both functional and structural proteins are capable of undergoing re-
localization which can directly or indirectly participate in signal transduction. Due to
abnormal transduction of signals during carcinogenesis, the proteins originally expressed
in the cytoplasm are translocated into the nucleus and lead to functional changes in the
tumor tissue. The changes of protein localization are affected by many factors, including
the interaction between proteins, expression level of proteins and the cleaved

intracellular domain of transmembrane protein.
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