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Advance in Research on Signaling Pathways in Colorectal

Cancer with Liver Metastasis

BAO Ying,CAO Pei-guo
(The Third Xiangya Hospital of Central South University, Changsha 410013, China)

Abstract ; Colorectal cancer(CRC) is a common malignant tumor. And colorectal cancer liver metasta-
sis(CRCLM) is one of the main causes of death for CRC patients . But there is no effective treat-
ment for this metastasis process. Tumor metastasis is a polygenic and multi-steps process.Various
signaling pathways,such as Wnt/3-catenin, HGF/c-MET, PI3K/Akt/mTOR ,RAS-ERK, TGF-B/SMAD
and related genes are involved in the occurrence of CRCLM. Targeting these signaling pathways
orgenes may reduce mortality of patients. Studies have confirmed that epithelial-to-mesenchymal
transition is one of the most important steps of tumor metastasis,and all the signaling pathways
discussed previously play a role in this progression process. In this article,the current researches
of signaling pathways related to colorectal cancer liver metastasis are reviewed in order to provide
evidence to find the potential targets of new anticancer drugs.
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