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[ Abstract ] Objective; To extract total saponins in Guizhou’s Asparagi Radix ( ASP) and observe the
inhibitory effect of ASP on the HL-60 cells. Method: Effects of ASP on the cytoactive and apoptosis rate of HL-60
cells were investigated by MTT and flow cytometry. The expression of B cell lymphoma/leukemia-2 (Bel-2 mRNA
in HL-60 cells was detected by method of Real-time PCR. Result: ASP could dose-dependently inhibit the
cytoactive of HL-60 cells and improve significantly the apoptosis rate of HL-60 cells; The expression of Bel-2
mRNA in HL-60 cells decreased significantly compared with blank group. Conclusion; ASP can decrease the
expression of Bel-2 mRNA and make HL-60 cells apoptosis, which maybe one of mechanisms of treating the human
promyelocytic leukemia.
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IAFSE , B AE A 5N P R A% R R A S B ATk —
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J MG EFA TR M (x +5,n=6) %
Jo vk
20 51 » RS Mo
/mg-L
EgEPOpi - 0.08 £0.04 0.78 0. 14
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FEFR ™ AR 5 300 00 1 A 5 2 B, O 7 R A T R &
B A R U e R A O B TS BRVE T (P <
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