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Expression of Long — chain Non - coding RNA ERVH48 -1 in Bladder Cancer and its Effect on Proliferation and Migration of Bladder
Cancer Cells. Yang Jinhui, Hu Hailong, Sun Jiantao, et al. Department of Urology, Luoyang Central Hospital, Zhengzhou University,
Henan 471000 , China

Abstract Objective To observe the expression of long — chain non — coding RNA ERVH48 -1 in bladder cancer, and to explore
its effect on the proliferation and migration of bladder cancer cells and its mechanism. Methods Real — time quantitative PCR was used
to detect the expression level of ERVH48 -1 in 16 bladder cancer tissues and adjacent tissues, bladder cancer cell lines ( BIU87, T24,
5637, UM - UC -3) and normal bladder epithelial cells SV — HUC — 1. The cells with the lowest expression level of ERVH48 — 1 were
used as follow — up subjects. The ERVH48 - 1 plasmid or negative control plasmid was transfected into the cells by liposome. Fluores-
cence real — time quantitative PCR was used to detect the transfection efficiency of ERVH48 — 1. MTT assay and Transwell migration assay
were used to detect the ability of ERVH48 -1 to proliferate and migrate bladder cancer cells, respectively. Real — time quantitative PCR
and Western blot were used to detect the expression of downstream genes of ERVH48 — 1. Results The expression level of ERVH48 -1
in bladder cancer tissues was lower than that in adjacent tissues (P <0.01). The expression level of ERVH48 — 1 in bladder cancer cell
lines was lower than that in normal bladder epithelial cells (P <0.05) , and the expression level was the lowest in 5637 cells (P <0.01).
Transfection of ERVH48 — 1 plasmid significantly increased the expression level of ERVH48 — 1 in 5637 cells (P <0.01). Up - regula-
tion of ERVH48 -1 expression inhibits the proliferation (P <0.05) and migration (P <0.01) of bladder cancer cells. After up — regula-
ting the expression of ERVH48 -1, the expression level of TCF21 gene in bladder cancer 5637 cells was decreased at mRNA and protein
levels (P <0.01). Conclusion ERVH48 —1 is down — regulated in bladder cancer. Up — regulation of ERVH48 -1 expression may in-
hibit the proliferation and migration of bladder cancer 5637 cells. The mechanism may be that ERVH48 — 1 promotes the expression of
TCF21 gene.
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