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Effects of the biochanin A and hesperitin on the control of
endogenous CBF1-dependent Notch signal pathway
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Notch signaling involves in a wide variety of cellular processes including the
maintenance of stem cell, specification of cell fate, oncogenesis, and tumor
suppression. Notch signal pathway regulates downstream targets through both
CBF1-dependent and —independent pathways. Previously, the luciferase reporter
plasmid containing four copies of CBF1-response elements in front of promoter was
constructed. This reporter plasmid was transfected into K562 cells to establish a
signal cell-derived stable clones which constitutively express luciferase reporter gene
regulated by endogenous CBF1-dependent Notch signaling. By reporter gene assay, it
was found that both biochanin A and hesperitin activated the activity of
CBF1-dependent reporter gene.

In the present study, biochanin A and hesperitin were shown to activate endogenous



CBF1-dependent Notch signaling via both time- and dose-dependent manners.
However, there was no significant effect on the expression of Notchl mRNA and cell
cycle progression in K562 cells after the treatment with biochanin A and hesperitin. In
the biological functionaddition, both biochanin A and hesperitin might inhibited the
colony -formation forming ability of K562 cells through up-regulated Notch signaling.
Besides, The treatment with biochanin A and hesperitin enhanced the
erythroid-differentiation of K562 cells. It is important to investigate Tthe molecular
mechanisms of biochanin A and hesperitin to regulate the endogenous
CBF1-dependent Notch signaling will be further investigated.



