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pathogenesis of it has not been fully elucidated. Autophagy is a significant pathway for metabolism and homeostasis in

Colorectal cancer(CRC) is one of the most common gastrointestinal malignant tumors, and the

eukaryotic cells including human cells, which is probably correlated with the development and progression of tumors.

In recent years, various studies have shown the association between autophagy and CRC. Autophagy related gene
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(ATG) may play an important role in the pathogenesis of CRC by regulating autophagy. In addition, autophagy may

also have potential value for the therapy of CRC.
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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. STATI1 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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