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[ Abstract ] Isothiocyanates (ITCs) are naturally occurring small molecules that are generated by the enzymic hydro-
lysis of glucosinolate in cruciferous vegetables. Numerous studies showed that ITCs inhibit the growth of tumors by the mech-
anisms including inducing cell cycle arrest, promoting apoptosis and producing reactive oxygen species in vitro and in vivo.

Recent studies showed that ITCs also inhibit metastasis of cancer cells, induce endoplasmic reticulum stress and autophagy.

This review summarizes the antitumor mechanisms of ITCs.
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