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Abstract

The paper discusses the latest evidence about the beneficial effects of sulforaphane (SFN) on in vivo and in vitro models of different
diseases and discusses the strong biological activity of SEN in oxidative stress, inflammation and metabolism. After discussion, we find
that SEN is an important antioxidant. A large number of experimental studies have shown that SFN, as an inducer of Nrf2 pathway, can
play an antioxidant role by up regulating the expression of Nrf2 and its downstream genes. The SFN has great medicinal value for the
treatment of diabetes cognitive function, which provides a new idea for the future clinical treatment.
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