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Research progress on the relationship between EME1-mediated AKT signaling pathway and colorectal cancer
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[ Abstract] Colorectal cancer is one of the common malignant tumors of the digestive system, and its pathogenesis
involves multiple processes, including DNA damage repair. The EME1 gene is one of the DNA damage repair genes; its
mutations and deletions can increase tumor susceptibility and have been reported to be associated with various tumors.
Therefore, inhibiting the DNA damage repair mechanism mediated by the EME1 gene may enhance the sensitivity of
chemotherapy for tumors, providing an effective molecular marker and therapeutic target for clinical diagnosis and
treatment of colorectal cancer.
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