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The effect of berberine on proliferation and apoptosis of IEC-6 cells
Liu Wenke, Tong Xiaolin, Feng Chunpeng, Deng Lan, Li Min/A (Guang’ anmen Hospital of CACMS, Beijing,
100053)
Abstract: Objective To observe the proliferation and apotosis effects of berberine on IEC-6 cells.Methods: The
proliferation of IEC—6 cells was observed by WST-1 assay. The apoptosis of IEC—6 cells was observed by flow
cytometry.Results The viability of IEC-6 cells was significantly increased after intervention with berberine, comparing
with normal culture group.l p g*mlL—1berberine has the most significant proliferation promoting effect on IEC-6 cells,
with a survival rate of 220.17%. 1 g*mL-1 berberine solution was chosed as the working concentration.The apotosis
rate of IEC—6 cells decreased significantly after berberine intervention at different concertrations of glucose.Compared
with the normal culture group, the apoptosis rate of berberine group decreased by 6.23% .Compared with the low
glucose DMEM medium group, the apoptosis rate of berberine group decreased by 8.51% .Compared with the higer
glucose DMEM medium group, the apoptosis rate of berberine group decreased by 9.3%. Conclusion: Berberine could
promote the proliferation of IEC-6 cells, and reduce the apoptosis of IEC-6 cells.
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Table2 The viability of IEC-6 cells under different concerntrations of

beberin
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Figure 1 The apoptosis effeciton of beberin on IEC-6 cells
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Table 2 The apoptosis effeciton of beberin on IEC-6 cells
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