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Effects of interfering with HMGBI1 expression on malignant biological

behavior of retinoblastoma cells”
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[Abstract] Objective To investigate the regulation effect and mechanism of high mobility group box-1
protein (HMGBI1) on the proliferation and apoptosis of Retinoblastoma (RB) cells. Methods The expression
of HMGRBI in RB cell line Y79 cells and normal retinal epithelial cell line ARPE-19 cells, was detected and
compared. The expression of HMGB1 was interfered by transfection of lentivirus HMGBI-siRNA in Y79
cells,divided into the control group,the siRNA NC group and the siRNA HMGBI group,and the effects on
cell proliferation,apoptosis and cell cycle were analyzed. The effect of interfering HMGBI1 expression on RB
growth was studied in nude mouse tumorigenic model,and the expression of toll-like receptor 4 (TLR4) ,mye-
loid differentiation factor 88 (MyD88) and nuclear transcription factor-«B (NF-kB) was analyzed to explore
the mechanism. Results The expression of HMGBI1 in Y79 cells was significantly higher than that in ARPE-
19 cells (P<<C0. 05). The interference with HMGBI1 expression significantly inhibited the proliferation of Y79
cells. The apoptosis rate in siRNA HMGBI group was significantly higher than that in the control group and
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siRNA NC group (P<C0.05). Compared with the control group and siRNA NC group,the proportion of G,/

G, phase cells in siRNA HMGBI group was significantly increased, while S phase and G,/M phase cells were

significantly decreased (P<C0. 05). Nude mouse tumor model showed that the tumor volume and weight in
siRNA HMGBI group were lower than those in the control group (P<<0. 05). Compared with ARPE-19 cells,
TLR-4,MyD88,NF-kB,and mRNA levels in Y79 cells were significantly increased (P<Z0. 05). Compared with
the control group and the siRNA NC group, TLR-4,MyD88,NF-kB,and mRNA levels in the siRNA HMGBI1

group were significantly decreased (P <C0. 05). Conclusion

Interfering with HMGBI1 expression can inhibit

RB cells can inhibit cell proliferation and promote apoptosis through TLR-4/MyD88/NF-«kB signal pathway.
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