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[ Abstract] Objective To assess the effects of berberine on autophagy in C3H10T1/2 adipocytes. Methods
C3H10T1/2 cells, a pluripotent stem-cell line of mesodermal origin, were induced to differentiate into mature
adipocytes, and then were treated with berberine, The expression of autophagy marker protein LC3 II/ 1 and
autophagy substrate P62 was determined by Western blot ; after treating C3H10T1/2 cells with berberine and lysosomal
inhibitor, chloroquine, autophagy flux was assessed by Western blot. Autophagosome was observed by transmission
electron microscopy after berberine treatment. Results (1) After berberine treatment, the expression of LC3 11/ 1
in C3H10T1/2 adipocytes was reduced and P62 was increased in a time-and dose-dependent manner( P<0. 05 or P<
0.01) ; (2) Following treatment with chloroquine and berberine, the protein level of LC3 Il / I was decreased ( P<
0.05); (3) The number of autophagosome was decreased apparently after berberine treatment. Conclusions

Berberine inhibits autophagy in C3H10T1/2 adipocytes.
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The expression of LC3 and P62 protein among various groups
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