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ABSTRACT Objective: To determine the role of PAR2 in adhesion between colorectal cancer cell and extracellular matrix.
Methods: Adhesion assay was performed to study the role of PAR2 in adhesion between colorectal cancer cell and fibronectin or
Matrigel. PAR2 was either activated with the activating peptide or knocked down with shRNA in cancer cell lines. Results: Activation of
PAR?2 significantly increased the adhesion ability of cancer cell with extracellular matrix. And PAR2 knocking down impaired the

adhesion between cancer cell and extracellular matrix. Conclusion: PAR2 plays an important role in cancer cell adhesion.
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Fig. 1 Activation of PAR2 increased colorectal cancer cell- ECM adhesion
*P<0.05, ** P<0.01, *** P<0.001
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Fig. 2 Western blot and real-time PCR detection of PAR2 knock down
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Fig. 3 Deficiency of PAR2 inhibited adhesion between cancer cell and
ECM
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