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Abstract: Objective To study the effects of oxymatrine (OM) on the activation of NLRP3 in pancreatic stellate cells (PSCs) induced
by lipopolysaccharide (LPS).Methods By setting different doses of LPS (0, 2.5, 5, 10, 20, 40 pg/mL) and setting the same dosage of
LPS (10 pg/mL) to stimulate LTC14 cells at different time (0, 1, 3, 6, 9, 12 h), the dose-effect relationship of LPS-induced
inflammatory corpuscles activation was investigated by Western blotting. After using OM and JAK2 inhibitor AG490 to intervene
LPS-induced LTC14 cell lines, the expression of related molecules in JAK2/STAT3 signaling pathway and NLRP3 inflammatory
corpuscles -related protein were detected by Western blotting. Results Compared with the control group, the expression of JAK2,
STAT3, NLRP3, caspase 1 and IL-1p protein in LTC14 cells were increased significantly after LPS stimulation at different
concentrations. Compared with the control group, the expression of JAK2, STAT3, NLRP3, caspase 1 and IL-1f protein in LTC14

cells were increased significantly after LPS stimulation at the same concentration for different time. The protein expressions of
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JAK2, STAT3, NLRP3, caspase 1 and IL-1p were significantly decreased in LPS-treated group. Conclusion LPS activates JAK2/
STATS3 signaling pathway and NLRP3 inflammatory corpuscles in LTC14 cells in a time-dose relationship. OM may inhibit NLRP3

inflammatory body activation by inhibiting JAK2/STAT3 signaling pathway
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