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Abstract: Cancer stem cells exist inside malignant tumors and supply the majority of cancer cells to maintain self-renewal
and differentiation abilities. Cancer stem cells are thought to cause drug resistance, tumor recurrence, and metastasis.
Therefore, eradication of both non-cancer stem cells and stem cells is important for improving the prognosis of cancer.
Salinomycin, a monocarboxylic polyether antibiotic isolated from Streptomyces albus, can kill cancer stem cells through
apoptosis and autophagy. Some studies reported that salinomycin inhibits cancer cell proliferation, invasion, and migration and
alters the microenvironment to prevent tumor growth and metastasis. Therefore, salinomycin is considered to be a promising
drug for improving the prognosis of cancer treatment. This review focused on the research on the anticancer action mechanism
of salinomycin and outlined the prospects for future cancer treatments.
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