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Abstract; Objective

To investigate the effect of miR-298 targeting a-chimaerin 1 (CHN1) on the proliferation of gastric adenocar-

cinoma cells and its potential mechanism. Methods The expression of CHN1 in gastric adenocarcinoma and its relationship with clinical
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phenotypes,and the targeted relationship between miR-298 and CHNI1 were analyzed by bioinformatics. The direct regulation effect of
miR-298 on target gene CHN1 was verified by dual luciferase report assay. The SGC-7901 and BGC-823 cell lines with stable knocking-down
of CHN1 were constructed by cells transfection, the effects of low-expression of CHN1 on the proliferation, apoptosis and cycle of gastric
adenocarcinoma cells SGC-7901 and BGC-823 were detected by CCK-8, clone formation assay, flow cytometry, LDH release test,in vivo tumor
assay , immunohistochemistry ,qRT-PCR and Western-blot. Results The expression of CHN1 was up-regulated in gastric adenocarcinoma,
which was correlated with the clinical staging of AJCC,T staging of AJCC,differentiation degree,N staging of AJCC,M staging of AJCC and
prognosis (P <0.05). The overall survival rate and disease-free survival rate in patients with high expression of CHN1 were lower than those
with low expression of CHN1 (P <0.05). After knocking down the expression of CHN1 ,the OD value, clone formation rate , proportion of cells
in GO/G1 phase,and the expression levels of Ki67,CDK2,CCNBI and BCL2 proteins were decreased (P <0.05) ,while the proportion of
cells in S phase,LDH release , apoptosis rate and expression level of BAX protein were increased (P <0.05). The tumor volume and mass,
and expression level of CHN1 protein were decreased in rats after knocking down CHN1 (P <0.05). The miR-298 could affect the prolifera-
tion of gastric adenocarcinoma cells, clone formation rate, proportion of cells in GO/G1 phase and expression level of Ki67 protein by targeting
CHNI (P <0.05). Conclusion The expression of miR-298 is down-regulated in gastric adenocarcinoma. It may affect the cycle of gastric

adenocarcinoma cells,inhibit cells proliferation and promote apoptosis by targeting CHN1, which can provide reference for the diagnosis and

treatment of gastric adenocarcinoma.
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