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Research progress on hazards and toxicity of major mycotoxins in grain
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Abstract; Mycotoxins are metabolized by filamentous fungi and
have certain toxic effects. Based on the stable formation of human
hepatocellular carcinoma cell lines (HepG2 cells), a variety of
plasma proteins were secreted, which could effectively evaluate
the in vitro toxic effects of mycotoxins. We reviewed the harm of
major mycotoxins to food and their toxic effects on human cells,
and this was significant for predicting and preventing the effects
of mycotoxins on human and animal health in the future.
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Figure 1 The chemical structure of AFB, and DON
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