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Research progress on the interventional effects of sulforaphane on obesity

WANG Yang, LIU Ling-Xin, ZHU Yi'

(College of Food Science and Nutritional Engineering, China Agricultural University, Beijing 100083, China)

ABSTRACT: Sulforaphane is widely found in cruciferous vegetables, with antibacterial, anti-inflammatory and
cardiovascular risk reduction effects. At the same time, sulforaphane is also one of the best natural active substances
in vegetables with anti-cancer effect, which can effectively inhibit breast cancer, liver cancer and so on. With the
improvement of living standards, the prevalence of obesity in China is increasing year by year. Existing studies have
found that sulforaphane can improve the regulation of obesity by regulating lipid metabolism, affecting the synthesis
of adipocytes, improve oxidative stress levels and regulating intestinal flora, which is a kind of potential auxiliary
agent for the prevention or treatment of obesity. This paper systematically introduced the function of sulforaphane in
the field of obesity with domestic and foreign related research, which provides reference for the scientific research
and dietary application of sulforaphane.
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Fig.1 Chemical structural formula of sulforaphane
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Fig.2 Study on obesity intervention mechanism of sulforaphane
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Table 1 Role of sulforaphane in lipid metabolism
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Table 2 Role of sulforaphane in reducing oxidative stress
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