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Abstract

Keywords

Cardiac glycosides (CGs) are a class of Na'/K" ATPase inhibitors, mainly including digoxin, digitoxin and
ouabain. Currently, they are widely used in the treatment of heart failure and arrhythmia. More and more studies
have found that besides the function of ion pump, CGs also have signal transduction functions, which are involved
in cell proliferation and apoptosis. In recent years, CGs have been found to have a good tumor suppressing effect,
and CGs in combination with various existing chemical drugs can improve the therapeutic effect of cancer. A large
number of studies have confirmed that CGs can strengthen in anticancer effects on malignant tumors such as
breast cancer and lung cancer.

cardiac glycoside; autophagy; cancer
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