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[ Abstract ]

components, such as notoginsenoside R, ,R,,R;,R,,Rs,R¢,and ginsenoside Rb, ,Rd,Re,Rg, ,Rg, ,Rh,,

From the root of Panax notoginseng Burk. F. H. Chen, we can extract many

in which total Panax Notoginseng Saponins accounts for 12% . It is very sure that total Panax notoginseng
saponins and part of notogensenoside are active for antineoplastic. They can treat against tumor from
different aspects, such as inhibiting tumor cell directly, leading tumor cells apoptosis, inducing tumor
cellular differentiation, reversing multidrug resistance, anti tumor metastasis, and so on. There are huge
research potential and development prospect in anti-tumor of Panax notoginseng. If we could do more deeply

research from cellular, molecular and genetic levels to explicit the multiple mechanism of anti-tumor, it will
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be greatly significant for treating tumor in clinic using Panax notoginseng.
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