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Abstract:

The neuroinflammatory effects of low concentrations (50-2000 nM) of the mycotoxin
fumonisin (FB1) B1 and ochratoxin A (OTA) were analyzed in vitro, using BV-2 microglial cells as a
model. The results showed that FB1 and OTA significantly increased the cytokine expression (IL-
6, TNF-a, IL-1B, COX-2, and iNOS) and protein levels (IL-6) of markers of signaling pathways
involved in inflammation. FB1 and OTA also priming potentiated prolongs proinflammatory
cytokine response to the lipopolysaccharides (LPS). The inflammatory stimulation might be a
consequence of MAPK pathway activation including ERK1/2, p-38MAPK, and JNK and NF-kB
activation. In addition, corticosterone pretreatment (25 nM) markedly enhanced the
neuroinflammatory response to OTA in a mineralocorticoid receptor-dependent manner, with
accompanied increases in NF-KB and MAPK activation and changes to related gene transcription.
In summary, our findings indicated the role of FB1 and OTA in microglia activation and
neuroinflammatory responses and low concentration of stress hormone, corticosterone in the

brain may exacerbate neurodegeneration.
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