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Research and Development of Focal-Adhesion Kinase(FAK) and the Inhibitors

CHEN Ying, WANG Dandan, ZHU Hong, HE Qiaojun, YANG BO*(Zhejiang Province Key Laboratory of Anti-Cancer
Drug Research, College of Pharmaceutical Sciences, Zhejiang University, Hangzhou 310058, China)

ABSTRACT: Focal adhesion kinase(FAK) is a non-receptor tyrosine kinase in cell, involved in several cellular signaling

pathways. FAK is overexpressed and activated in several tumors, and controls the processes of invasion, metastasis, proliferation,
growth and survival in tumor cells through both kinase-dependent and kinase-independent pathways. Therefore, FAK becomes an
anti-tumor target and has been investigated widely in the past few years. Several FAK inhibitors are under preclinical research or
in the clinical trial, which can suppress the growth and metastasis of certain tumor cells. In this paper, the relationship between

FAK and tumor and the research of FAK inhibitors is reviewed.

KEY WORDS: focal adhesion kinase(FAK); tumor; FAK inhibitors
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O il T 24 0 v e v R BT FAK T 2 %A
LU A B L, R AP AIAEIR 2 A (B
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Tab.1 The Structures of the FAK inhibitors
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