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Roles of collagen-like molecules in tumorigenesis

DENG Yun, YU Bin, QIN Wen-xin*
(Shanghai Cancer Institute, Shanghai Jiaotong University of Medicine, Shanghai 200032, China)

Abstract: Extracellular matrix (ECM) maintains the homeostasis of the cell microenvironment 7z vivo, and also
plays significant roles in the cell growth, proliferation and signal transduction between cells. While tumor
occurs, the components in the ECM change, which contribute to the tumor cells growth and invasion. During
this process, the components of the ECM have changed a lot, one of them is collagen. As a major component in
ECM, collagen is important for the cell adhesion, mobility and migration. Furthermore, it has been shown that
the types of collagens involved in tumorigenesis are increasing. There are also some other molecules which

have the same triple helix collagen domain, and play their roles in the progression of tumor. Hereinwe review the

roles of these molecules in the tumorigenesis.
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