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ABSTRACT: Signal transducersand activators of transcription (STAT) is a class of proteins that
can bind to DNA and have dual roles in signal transduction and regulation of transcription.
STATS3 is one of the important members of the STAT family and is considered to be an oncogene
that is closely related to a variety of malignant tumors. Gastric cancer is one of the common
gastrointestinal maligant tumors. Because of the vague symptoms in the early stage, most patients
are in the advanced stage when they are diagnosed. Therefore, it is urgent to find a specific
molecule to improve the diagnosis rate and survival rate of gastric cancer. In recent years, with
the continuous research in molecular biology, a large number of studies show that STAT3 plays an
important role in the occurrence, development and treatment of gastric cancer. This article reviews
the related research results related of STAT3 and gastric cancer.
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