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[Abstract] Objective

mechanisms. Methods We measured the proliferation inhibition rate, half inhibitory concentration (IC;,) by MTT assay; LC3-1]

To explore the variation of autophagic activity in U251 cells after treatment with Triptolide and its

protein expression were tested by immunofluorescence assay; protein expression of LC3-][ /LC3- [ ,Beclin-1, Phospho-P70, Phos-
pho-Erk and Phospho-AKT were measures by Western blot. Results  After treatment with Triptolide, the proliferation of U251
cells was inhibited, with the IC;, of 0. 73 pmol/L at 24 h and the IC;, of 0. 27 pmol/L at 48 h;the expression of LC3-]I were in-
creased at 6,12,24 h;the expression of LC3- ][ ,LC3-]] /LC3-1 and Beclin-1 increased, the expression of Phospho-P70 and Phos-
pho-Erk decreased and the expression of Phospho-AKT had no obvious change. Conclusion Triptolide could inhibit the prolifera-
tion of U251 cells and induce cell autophagy; Triptolide could increase the autophagy by upregulating Beclin-1 expression and inhibi-
ting the activity of mTOR.
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