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Abstract: Objective To investigate the expression of long-chain non-coding RNA (IncRNA) HCG11-201
in renal cancer tissues and the molecular mechanisms that affect the proliferation and invasion of renal cancer
cells. Methods Bioinformatics predicts the correlation between HCG11-201 expression level and prognosis of
patients with renal cancer real-time fluorescent quantitative polymerase chain reaction (qPCR) was used to de-
tect the expression of HCG11-201 in renal cancer tissues and adjacent normal tissues,renal cancer cell lines,
and normal renal tubular epithelial cells. The lowest expressing renal cancer cell line was selected for transfec-
tion,and tuhe HCG11-201 plasmid (experimental group) or negative control plasmid (control group) were
transferred into renal cancer cells,respectively. gPCR was used to detect the transfection efficiency of HCG11-
201 plasmid. The MTT method was used to detect the proliferation activity of the cells after transfection,and
the Transwell assay was used to detect the invasion ability of the cells after transfection. Bioinformatics meth-
od predicted that HCG11-201 could adsorb binding microRNA (miRNA) and miRNA downstream gene. qPCR
and Western blot were used to detect the expression of miRNA and downstream gene. Results GEPIA data-
base showed that,the higher the relative expression level of HCG11-201, the longer the overall survival of pa-

tients with renal cancer (P <C0. 01). The relative expression level of HCG11-201 in renal cancer tissues was
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significantly lower than that in adjacent normal tissues (P <C0. 01). The relative expression level of HCG11-
201 in renal cancer cells was significantly lower than that in normal renal tubular epithelial cells (P<C0.01),
and the expression level of Caki-1 cells was the lowest (P<C0. 01). Compared with the control group, the rela-
tive expression level of HCG11-201 in Caki-1 cells in the experimental group was significantly increased (P <C
0.01) ,the cell proliferative activity was significantly reduced (P<C0.05),and the cell invasion capacity was
significantly reduced (P<C0. 05). HCG11-201 could complement miR-522, and miR-522 could complement
mitofusion-2. Compared with the control group,the relative expression level of miR-522 in Caki-1 cells in the
experimental group was significantly reduced (P <C0.01),and the relative expression level of mitofusion-2 in
HCG11-201 is low-expressed in

renal cancer tissues and cell lines, and is related to the prognosis of renal cancer patients. Overexpression of

mRNA and protein levels was significantly increased (P <C0. 01). Conclusion

HCG11-201 can inhibit the proliferation and invasion of renal cancer cells,and its molecular mechanism may
be that HCG11-201 specifically adsorbs miR-522 and then up-regulates the expression of mitofusion-2 gene.
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