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Abstract : Discoidin domain receptor 1 (DDR1) is an important member of the tyrosine kinase re-
ceptor (RTK) family. Collagen,as its receptor,can activate and regulate a variety of important phy-
siological and pathological processes,such as individual development,tumor invasion and migra-
tion. Recent studies have shown that DDR1-collagen signaling plays vital role in a variety of tu-
morigenesis. Collagen interacts directly with tumor cells through cell surface receptors,and phos-
phorylated DDR1 is closely related to survival,invasion, migration and other biological behaviors of
tumor cells. This review summarizes the potential role of DDR1 in tumor cell proliferation,inva-
sion, cell adhesion,and the application prospect of DDR1 in cancer targeting therapy.
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