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ABSTRACT Objective: To analyze the effect of FPR2 on the invasion and metastasis of gastric cancer cells under the influence of
endogenous and exogenous ligands. Methods: XN0422/SGC7901-mock cells and XN0422/SGC7901-shFPR2 cells previously
constructed were used for the experiment. By using wound-healing assay and transwell assay, the effect of endogenous and exogenous
ligands of FPR2-HP (2-20)/ANXAI1 on the invasion and metastasis of XN0422/SGC7901 cells were compared. Results: The ability of
invasion and metastasis in the XN0422/SGC7901-mock and XN0422/SGC7901-shFPR2 groups that were with the HP (2-20)/ANXA1
were significantly increased than that of the XN0422/SGC7901-mock and XN0422/SGC7901-shFPR2 group that treated with DMSO
(P<0.05). Moreover, the ability of invasion and metastasis of XN0422/SGC7901-mock group was significantly increased than that of
XN0422/SGC7901-shFPR2 group(P<0.05). Conclusion: FPR2 may mediate HP(2-20) and ANXA 1-promoted invasion and metastasis of
GC cell.
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Fig.1 Wound healing assay by using the agonist of FPR2: representative images of wound healing at 0 and 24 hours (left)

and quantification of wound healing rates (right), P<0.05
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Fig.2 The increasing range of wound healing rates in the mock group and the shFPR2 group by the stimulation of Ac2-26/HP2-20, P<0.05
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Fig.3 Invasion assay by using the agonist of FPR2: representative images of invasion at 24 hours (left)

and quantification of invasive cell number (right), P<0.05
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Fig.4 The increasing range of invasive cell number in the mock group and the shFPR2 group by the stimulation of Ac2-26/HP2-20, P<0.05
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