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Abstract: To investigate antitumor effect and mechanism of alkali hydrolysate of total saponins from Pulsatilla
chinensis on human glioma U251 cells. Methods MTT assay and colony formation test were used to examine the
growth of human glioma cells and colony formation rate. Meanwhile, Giemsa staining was used to observe the
morphology of tumor cells, flow cytometry was used to detect the apoptosis of tumor cells, Hoechst 33342 assay kits
were adopted to observe the morphology of apoptotic cells, and the expression levels of Caspase—3 and Bel-2 protein
were evaluated by Western blot assay. Results Alkali hydrolysate of total saponins from Pulsatilla chinensis exhibited
an inhibition effect on the proliferation and colony formation of U251 cells in dose—dependent manner. The alkali
hydrolysate at the dosage of 6.25, 9.375, 12.5 wg-mL™ could induce apoptosis of U251 cells, and the apoptotic
rates were(6.00 +2.05)%, (46.19 +0.24)% and(78.26 £2.10)%, respectively. Western blotting results showed that
the alkali hydrolysate could up-regulate the expression levels of Caspase—3 and Bcl-2. Conclusions Alkali hydrolysate
of total saponins from Pulsatilla chinensis exerts satisfactory anti—glioma action, and the mechanism might be related

with the regulation of Bel-2 and Caspase—3 protein expression.
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