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[Abstract] Objective To explore the effects of Toll-like receptor 3(TLR3)agonist Poly real(I : C) (PIC)on
pancreatic B-cell of mice,observe the effects for cell proliferation,inflammatory cytokine secretion and insulin secre-
tion of NIT-1 cells. Methods With mice pancreatic g-cell line NIT-1 for the study, first using insulin release test to i-
dentily pancreatic f-cell function,and after treatment with different mass concentrations of PIC(0.1,1,10 pg/mL),
the viability of NIT-1 cells was detected by cell counting Kit-8 (CCK8) method, the cytokines(IL-18,1L.-6 and TNF-a)
was detected by enzyme-linked immunosorbent assay(ELISA)and the insulin secretion of NIT-1 cells was determined
by glucose stimulated insulin secretion (GSIS). Results NIT-1 cells grow up as anchorage-dependent, clusters and
polygon cells, pancreatic §-cells had good biological activity. Compared with the control group, the viability of NIT-1
cells were inhibited in a dose-dependent manner after treating with 0. 1,1 and 10 pg/mL PIC(P<C0.05) ,and the in-
flammatory cytokine secretion was significantly increased after treating with 0. 1,1 and 10 pg/mL PIC(P<C0. 05) ,the
insulin secretion of NIT-1 cells were significantly decreased after treating with 0. 1,1 and 10 pg/mL PIC(P<C0. 05).
Conclusion The viability and insulin secretion of NIT-1 cells is inhibited by inflammatory cytokines secretion after
treating with PIC of certain concentrations.
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