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Regulatory effect of MicroRNA-215 on the growth of human retinoblastoma cells and the expression of Rb1.
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[Abstract])
(miR-215) in retinoblastoma (RB) tissues and cells, and to analyze the effect of miR-215 on cell viability, prolifera-

Objective To investigate the clinical significance and functional role of microRNA-215
tion and apoptosis. Methods We detected miR-215 expression in 51 samples of RB and the matched normal tumor-ad-
jacent tissues using qRT-PCR. The expression level of miR-215 was altered by corresponding vectors (miR-215 inhibi-
tor and miR-215 mimic) in RB cells. And then MTT, BrdU cell proliferation, Caspase3 activity and flow cytometry as-
say were performed to examine the viability, proliferation and apoptosis of RB cells. Western blot was used to detect the
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alteration of Rbl expression after the over-expression or down-expression of miR-215. Results

The expression level

of miR-215 in RB tissues was significantly higher than that in normal tumor-adjacent tissues (P<0.01). The expres-

sion of miR-215 in tumor tissues was significantly associated with optic nerve infiltration (P=0.002) and differentiat-
ed degree (P=0.041). The expression levels of miR-215 in RB cell lines Y79 and HXO-Rb44 were significantly high-
er than that in retinal microvascular endothelial cells ACBRI-181 (P<0.01). MiR-215 expression was significantly in-

hibited by miR-215 inhibitor in HXO-Rb44 cells, and down-expression resulted in significantly decreased cell viabili-

ty and proliferation, as well as increased apoptosis. On the contrast, MiR-215 expression was significantly im-

proved by miR-215 mimic in Y79 cells, and the over-expression led to significantly increased cell viability and pro-

liferation, as well as decreased apoptosis. Besides, the down-expression of miR-215 in HXO-Rb44 cells significant-

ly increased the level of Rb1, while the over-expression of miR-215 in Y79 cells significantly decreased the level of

Rb1. Conclusion

Increased expression of miR-215 is correlated with the adverse clinicopathological features of reti-

noblastoma. MiR-215 may regulate cell viability, proliferation and apoptosis of retinoblastoma cells by targeting Rb1,

suggesting miR—-215 may play a key role in the development and progression of retinoblastoma.
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