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Effect of Total Glucosides of Paeony on TNF — o« Mechanism of Inducing Caco —2 Inflammatory Cell Model. ZHU Zhanrong ,GUAN Jie,
WU Yanmin et al. Department of Immunology ,Qigihar Medical University , Heilongjiang 161006 , China

Abstract Objective To investigate the effect of total glucosides of paeony (TGP) on the autophagy and apoptosis levels of TNF —
a induced human colonic epithelial Caco —2 inflammatory cells, and to explore its protective mechanism. Methods The Caco -2 cells in
logarithmic growth phase were divided into control group, model group and administration group. Among them, the cells in the control
group were routinely cultured,and the cells in the model group and the treatment group were cultured with TNF — o 100ng/ml to establish
an inflammatory cell model; the cells in the treatment group were cultured with total glucosides of different concentrations of paeony,and
the cells in the control group and the model group were cultured with the same amount of complete culture. The cell proliferation was detec-
ted by thiazolyl blue (MTT) method; the protein levels of interleukin 1B (IL = 1B) and interleukin 6 (IL —=6) in each group were detec-
ted by enzyme — linked immunosorbent assay; Western blot was used to detect the expression of Beclin —1,LC3B and Bcl - 2 proteins.
Results The expression level of autophagy in Caco —2 inflammatory cells was increased. Compared with the model group, total glucosides
of paeony could down — regulate the expression levels of IL — 1B and IL — 6, inhibit the protein expression levels of Beclin — 1 and LC3B,
and up - regulate the anti — apoptotic expression levels. The expression of apoptotic gene Bcl —2 was significantly different (P <0.05).
Conclusion TGP can down regulate IL — 13, The expression level of IL — 6 inhibits the expression level of beclin — 1 and LC3B protein
and up regulates the expression of anti apoptotic gene Bel —2. This regulation depends on autophagy of intestinal epithelial cells.
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