
Bufotalin
Catalog No: tcsc3695

Available Sizes

Size: 5mg 

Size: 10mg 

Specifications

CAS No:
471-95-4

Formula:
C26H36O6

Pathway:
Others

Target:
Others

Purity / Grade:
>98%

Solubility:
DMSO : ≥ 4.6 mg/mL (10.35 mM)

Observed Molecular Weight:
444.56

Product Description
Bufotalin is a cardiotoxic bufanolide steroid, cardiac glycoside analogue, secreted by a number of toad species; a novel anti-
osteoblastoma agent.

IC50 value:

Target:
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in vitro: bufotalin induced osteoblastoma cell death and apoptosis in dose- and time-dependent manners. Further, bufotalin induced 
endoplasmic reticulum (ER) stress activation in osteoblastoma cells, the latter was detected by the induction of C/EBP homologous 
protein (CHOP), phosphorylation of inositol-requiring enzyme 1 (IRE1) and PKR-like endoplasmic reticulum kinase (PERK), as well as 
caspase-12 activation [1]. Bufotalin was the most potent active compound among these four bufadienolides, and it exerted stronger 
inhibitory effect on the viability of doxorubicin-induced multidrug resistant liver cancer cells (R-HepG2) than that of their parent cells 
HepG2. bufotalin treatment induced cell cycle arrest at G(2)/M phase through down-regulation of Aurora A, CDC25, CDK1, cyclin A 
and cyclin B1, as well as up-regulation of p53 and p21. Bufotalin treatment also induced apoptosis which was accompanied by 
decrease in mitochondrial membrane potential, increases in intracellular calcium level and reactive oxygen species production, 
activations of caspase-9 and -3, cleavage of poly ADP-ribose polymerase (PARP) as well as changes in the expressions of bcl-2 and 
bax [2]. Bufotalin promoted death receptor-mediated cell death, especially TRAIL-induced apoptosis, through activation of caspase-3 
and PARP-1. Cotreatment of bufotalin with TRAIL resulted in the downregulation of anti-apoptotic proteins, including Bcl-XL, Mcl-1, 
survivin and XIAP, and the up-regulation of MAPKs and TRAIL receptor DR5. In addition, phosphorylation of STAT1 was strongly 
inhibited by bufotalin [3]. externalization of phosphatidylserine, accumulation of sub-G(1) cells, fragmentation of DNA, and formation 
of apoptotic bodies were observed in bufotalin-treated Hep 3B cells [4].
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