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Abstract: Objective To investigate the effect and possible mechanism of toll-like receptor 3(TLR3) acti-
vation after TRIF gene knockout on islet 8 cell proliferation. Methods The CRISPR/Cas9 technique was used
to knockout the TRIF gene in 8 cell NIT-1 of mice insulinoma. The TRIF gene knockout cell line of NIT-1 was
obtained. Then,the NIT-1 cell line with TRIF gene knockout was used as the research object,and the cell cul-
ture was carried out with DMEM medium. When the proportion of cells in the proliferative phase reached
80% —90% ,the experimental grouping was performed,which was divided into the blank control group and ex-
perimental group.and the experimental group was given different concentrations (30,60,90 pg/mL) of TLR3-
specific agonist virus polyinosinic (PIC) stimulation,after stimulation intervention 48 h,the cell proliferation,
cell cycle and apoptosis protein,nuclear transcription factor-kB (NF-kB) mRNA and protein expressions were
detected. Results Compared with the blank control group,in the NIT-1 cell line after the TRIF gene knockout
by PIC stimulation, the proportion of cells resting in G,/G, phase was significantly up-regulated, while the
proportion of cells in S phase and G,/M phase was significantly down-regulated,and the differences were sta-
tistically significant (P<C0. 05). The expression level of CyclinD1 was significantly down-regulated by differ-
ent concentrations of PIC stimulation (P<C0. 05). The expression levels of cytokine NF-kB and apoptosis pro-

tein Caspase-3 were significantly up-regulated under different levels of PIC stimulation ( P<T 0.05).
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Conclusion The mouse islet f cell line TLR3 after TRIF gene knockout by PIC stimulation as well as stimu-

lating the normal mice islet B cell still up-regulate cytokine NF-kB and apoptosis Caspase-3 expression levels

and inhibit the Cyclin D1 expression level,and finally inhibit the islet B cell proliferation.
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