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[ Abstract |

Signal transducers and activators of transcription 1 ( STATI ) regulates and involves in the develop-

ment, differentiation, apoptosis and expression of breast cancer cells when being activated. STATI plays a regulating

motivating role in the subtype of the breast cancer tissue. The transcription of STATI promotes the development of

breast cancer cells, and suppresses the angiogenesis and metastasis of the carcinoma cells, which creates a new pros-

pect of diagnosing and treating breast cancer.
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