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IncRNA LINCO00886 over-expression inhibits malignant biological behaviors of
esophageal squamous cell carcinoma Ecal09 cells

YANG Liu", LIANG lJia", SHEN Supeng", LIU Lei", REN Libing>, GUO Wei", DONG Zhiming" (1a. Cancer Institute, 1b. Depart-
ment of Thoracic Surgery, the Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China; 2. Department of Tho-
racic Surgery, Central Hospital of Handan City, Handan 056001, Hebei, China)

[Abstract] Objective: To investigate the expression of IncRNA LINC00886 in human esophageal squamous cell carcinoma (ESCC)
tissues and cell lines, and its effects on proliferation, migration and invasion of Ecal09 cells. Methods: The cancer tissues and corre-
sponding para-cancerous tissues of 69 ESCC patients were collected in the biological specimen bank of the Fourth Hospital of Hebei
Medical University from June 2014 to December 2016; the ESCC cell lines Ecal09, TE13, TE1, Kysel50, Yes-2 and Kysel70 were
also collected. LINC00886 gene expression in ESCC tissues and cell lines was detected by qPCR. Ecal09 cells were transfected with
pIRES2-LINC00886 and pIRES2-NC, respectively, and the overexpression efficiency of LINC00886 gene in Ecal09 cells was detected
by qPCR; MTS, clone formation assay, wound-healing assay and Transwell invasion assay were respectively used to detect the effect of
LINCO00886 over-expression on proliferation, migration and invasion ability of Ecal09 cells. Results: The expression of LINC00886
gene in ESCC tissues was significantly lower than that in para-cancerous tissues (P<0.01), and its expression level was associated with
tumor TNM stage and lymph node metastasis (both P<0.05). The expression level of LINC00886 gene in ESCC cell lines was also
lower than that of the control group (all P<0.01). Compared with control group, the expression level of LINC00886 gene was signifi-
cantly higher in Ecal09 cells transfected with pIRES2-LINC00886 (both P<0.05). Compared with the control group, LINC00886 over-
expression significantly inhibited the proliferation, migration and invasion abilities of Ecal09 cells (all P<0.01). Conclusion: The

decreased expression of LINC00886 gene may be related to the occurrence and development of ESCC. Over-expression of LINC00886
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gene inhibits the proliferation, migration and invasion abilities of ESCC cells.
[Key words] esophageal squamous cell carcinoma (ESCC); Ecal09 cell; long non-coding RNA (IncRNA); LINC00886; proliferation;

migration; invasion
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Fig.1 Low expression of LINC00886 gene in ESCC tissues
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Fig. 3 Transfection with pIRES2-LINC00886 increased the
expression level of LINC00886 in Ecal09 cells
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Fig.5 Over-expression of LINC00886 inhibited the clone formation and proliferation of Eca109 cells (crystal violet staining,x40)
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Fig.6 Over-expression of LINC00886 inhibited migration of Eca109 cells (x40)
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Fig. 7 Over-expression of LINC00886 inhibited invasion of Ecal09 cells (crystal violet staining, x100)
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