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Anti-pancreatic fibrosis of oxymatrine by promoting expression of transcription
factors Gli2 in LTC-14 and PANC-1 pancreatic stellate cells
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Department of Hepatopancreatobiliary and Splenic Medicine, Affiliated Hospital, Logistics College of Chinese People’s Armed
Police Force, Tianjin 300162, China

Abstract: Objective To investigate the effect of oxymatrine (OM) on the expression of Gli2 in LTC-14 cells and PANC-1 cells induced
by TGF-f1. Methods LTC-14 cells and PANC-1 cells were divided into four groups: control group, TGF-B1 group, TGF-f1 + OM
group, and OM group. The protein was extracted after 12 h, and the expressions of related proteins were detected by Western blot.
Results Compared with control group, the expression of Gli2 in LTC-14 cells was significantly decreased induced by TGF-$1, while
the expressions of a-SMA, FN, and CoL-I were significantly increased. The expressions of Gli2, FN, CoL-I, and a-SMA were
increased significantly induced by TGF-B1when compared with those of control group in PANC-1 cells, and the expression of Gli2 was
inhibited by OM pretreatment in TGF-1 + OM group compared with TGF-f1 group. OM pretreatment can increase the expression of
Gli2 before stimulating with TGF-B1 in TGF-1 + OM group in comparison with TGF-f1 group. Conclusion OM plays an protected
role in pancreatic fibrosis through promoting the expression of Gli2 in LTC-14 cells.
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Fig. 1 Effects of TGF-B1 on protein expression of Gli2, FN, CoL-I, and a-SMA in LTC-14 cells (X *s, n = 6)
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Fig.2 Effects of TGF-B1 on protein expression of Gli2, FN, CoL-I, and a-SMA in PANC-1 cells (X %5, n = 6)
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Fig. 3 Effects of OM on protein expression of Gli2 in LTC-14 and PANC-1 cells induced by TGF-B1 (X *s, n = 6)
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