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Research progress on clinical application and therapeutic
mechanism of Bufonis Venenum for anti-tumor
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Abstract : Bufonis Venenum,as a precious traditional Chinese medicinal material ,has a long medicinal history. With the con-
tinuous research,its unique drug advantages in anti-tumor have been found. Recently ,numerous reports indicate that Bufonis
Venenum and its preparations show good curative effect in the clinical treatment of tumors. It not only inhibits growth of
tumors but also effectively improve the immunity of body. Meanwhile, Bufonis Venenum and its constituents have been consid-
ered very powerful in anti-tumors by a large number of in vivo and in vitro experimentations. This paper reviewed about the an-
ti-tumor clinical application and mechanisms including inhibiting the proliferation , migration , invasion , inducing apoptosis , au-
tophagy of tumor cells,as well as reversing multi-drug resistance of Bufonis Venenum and its preparations in the latest five
years,so as to provide guidance for the further study of the anti-tumor mechanisms and clinical rational use of Bufonis Vene-
num.
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Table 2 Clinical efficacy of Bufonis Venenum preparations combined with radiotherapy/chemotherapy regimen for anti-tumor
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Table 3 Inhibitory effect of Bufonis Venenum on tumor cell cycle
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