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Abstract:In recent years,studies have shown that DJ-1 is highly expressed as a multifunctional
protein in many malignant digestive system tumors and involved in the process of tumor develop-
ment ,invasion and metastasis. Studies on molecular mechanisms indicate that DJ-1 is interacted
with tumor suppressor gene PTEN to regulate the progression of digestive system tumor. DJ-1 is ex-
pected to be used as a novel serum biomarker for the early diagnosis and prognosis of digestive
system tumors,and a potential target for the treatment of digestive system tumors.
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