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Monomer Saponins Regulating Mitochondrial Apoptosis

HE Mingyang, WANG Chengzhi,ZHANG Shan, LI Dongdong, LIU Peimin
(The Second Affiliated Hospital of Henan University of Chinese Medicine ,Zhengzhou 450002 , Henan , China)

Abstract ; Mitochondria are important organelles of the cell and the sites where the cell produces energy. Studies have shown
that mitochondria have the ability to induce apoptosis,and mitochondria — targeted therapy is a new tumor treatment with potential
ability. Tumor mortality rate is increasing year by year, seriously threatening peoples physical and mental health. Clinical and fun-
damental research studies have already proved that Chinese medicine is effective in tumor treatment,and its advantages of low tox-
icity and high efficiency , multi — pathway and multi — targeting have made it more and more popular in the clinic. Chinese medi-
cine monomer saponins, such as ginsenoside, escin, a — hederin, Polyphyllin, Platycodin D and so on, can induce apoptosis of
tumor cells by endogenous pathway through the regulation of mitochondria, promotion of the expressions of Bax, caspases, cyto-
chrome C and inhibition of the expression of the Bel —2 family of proteins, thus exerting an anti — tumor effect. In this paper, it
summarized and screened the research results on the regulation of mitochondrial apoptosis by monomer saponins of traditional Chi-
nese medicine in recent years,and took mitochondrial apoptosis as the starting point to introduce the mechanism of mitochondrial
apoptosis in detail by monomer saponins of Chinese medicine with a view to exploring the new direction of Chinese medicine in the
field of tumor therapy,and helping to promote the modernization of traditional Chinese medicine in the development of the field of
tumor therapy.
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