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miR-452-5p promotes the proliferation, invasion and EMT of esophageal cancer
KYSE-150 cells via targeting SOX7

YIN Qing, HAN Junshu, DONG Zhiming, GUO Wei, SHEN Supeng, LIANG Jia, LU Juntao, GUO Yanli (Hebei Cancer Institute, the
Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China)

[Abstract] Objective: To detect the expression of miR-452-5p in esophageal squamous cell cancer (ESCC) tissues, and to explore the effect
of aberrant miR-452-5p expression on the proliferation, invasion and EMT process of esophageal cancer KYSE-150 cells as well as the
possible molecular mechanism. Methods: Cancer tissue samples and corresponding paracancerous tissues were collected from 86 ESCC
patients treated at the Fourth Hospital of Hebei Medical University from March 2012 to December 2015. The expression levels of
miR-452-5p and other related genes were detected by qPCR method. KYSE-150 cells were transfected with miR-452-5p mimic or pcDNA3.1-
SOX7 to construct over-expressed cell lines. Analysis of the relationship between miR-452-5p expression and ESCC pathological features
and 5-year OS of patients. MTS and transwell assay were performed to assess the effect of miR-452-5p over-expression on proliferation,
invasion and EMT progress of KYSE-150 cells. The interaction between miR-452-5p and SRY-box transcription factor 7(SOX7) 3'UTR
and the activation of Wnt/B-catenin pathway were detected by Dual-luciferase reporter gene assay and TOP/FOP reporter gene system. Results:
The expression of miR-452-5p was significantly up-regulated in ESCC tissues (P<0.01). High expression of miR-452-5p was correlated with
the lymph node metastasis, TNM stage and the 5-year OS of ESCC patients (all P<0.01). Over-expression of miR-452-5p significantly
promoted proliferation, invasion ability and the EMT process in KYSE-150 cells (P<0.05 or P<0.01). SOX7 was predicted to be the direct
target gene of miR-452-5p. miR-452-5p affected the activation level of Wnt pathway through targeted regulation of SOX7 (P<0.05
or P<0.01). At the same time, the expression of miR-452-5p was also regulated by the activation level of Wnt pathway, and miR-452-5p might
be a downstream target gene of Wnt pathway (P<0.05 or P<0.01). Conclusion: miR-452-5p promotes the activation level of Wnt pathway
through miR-452-5p/SOX7/Wnt/miR-452-5p positive feedback loop, which further promoting the proliferation, invasion and the EMT process

[(BEEWMB] b A RRHFH4 % B H (No. H2020206368) s i 4L 44 = 2% B} 2% 0F 7t = AT R8T 55 B 300 H (No. 20210399; No.20170698) 5
b AN A LR IR BB I H (No. 201901035)

[MEEBMN]  THEA995—), 2, WA, FEZ IR 47 BT 7, E-mail : 1498378052@qq.com

[B{E1EH]  5BHLEN , E-mail : yanli800224@163.com



b

FHiE, & miR-452-5p ¥ [ SOX7 {iE #F £ 4 K'Y SE-150 21 A3 5 . 12 2% & EMT . 295 -

of esophageal cancer KYSE-150 cells. miR-452-5p is expected to be a potential target for molecular therapy and a novel molecular

marker for the prognosis evaluation of ESCC patients.
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B-catenin signaling pathway
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