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Effect of oroxylin A on blood-brain barrier permeability induced by hypoxic
injury in vitro and its mechanism
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Abstract: Objective To study the protective effect of oroxylin A on blood-brain barrier (BBB) permeability induced by hypoxic
injury and its possible mechanism. Methods The BBB model in vitro was established by primarily culturing brain microvascular
endothelial cells (BMEC), and the hypoxic injury was induced. To observe the changes of BBB permeability, fluorospectrophotometry
was used to detect the fluorescence intensity of oroxylin A on fluorescein isothiocyanate (FITC)-dextran in BMEC. The effects of
oroxylin A on the mRNA expression of ZO-1 and claudin-1 were assayed by RT-PCR, and the effect on the ZO-1 protein expression
was measured by Cell-Based ELISA. Results Hypoxia significantly increased FITC-dextran permeability, decreased the expression
of ZO-1 mRNA and protein, while oroxylin A could antagonize these effects caused by hypoxia. Conclusion Oroxylin A has a
protective effect on BBB permeability induced by hypoxia in vitro, and the mechanism is involved in the regulation of ZO-1
expression.
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Super Pure NTP 2 pL, Oligo (dT) ;52 uL, Quant
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FJC RNase /K #ME S 20 uL, R4S [EEF4AT:
37 °C,60 min.PCR W AA F (25 pL): 2 X SuperReal
PreMix 12.5 pL, 1EAHS [#)(10 pmol/L) % 0.75 pL,
cDNA F4% 2 uL, 50 X ROX Reference Dye 0.5 uL,
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bp) F4: IEM 514 5-GAGCTACGCTTGCCA-
CACTGT-3’, 514 5-TCGGATCTCCAGGAA-
GACACTT-3’; Claudin-1 514 (202 bp) J¥%1: IE
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Fig. 1 Effect of oroxylin A on BBB permeability
in hypoxic injury of BMEC (x +s ,n=4)
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Fig. 2 Effects of oroxylin A on mRNA expression of ZO-1
and claudin-1 in hypoxic injury of BMEC
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Fig. 3 Effect of oroxylin A on protein expression of ZO-1
in hypoxic injury of BMEC (X+s,n=6)
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