CircARHGEF13 promotes innate antimicrobial immune response by

modulating the miR- 214/hepcidin/NF-kB signaling axis.

Name: Junzhao Lin

Ab Stract: circular RNA (circRNAs) can be used as biomarkers and therapeutic targets for various human diseases through competitive endogenous RNA (ceRNA). Previous studies in

our laboratory have shown that circRNAs can act as ceRNA to sponge miRNA and regulate the innate immune response of blunt snout bream(Megalobrama amblycephala)after A. hydrophila

infection, but the specific regulatory mechanism 1s still unclear. In this study, we discovered a circRNA termed circARHGEF15, which was upregulated after A. Aydrophila infection and played a

positive regulatory role in host antibacterial immunity. Moreover, through functional rescue experiments, we found that miR-214 mimics can restore the activation of the NF-kB signaling pathway
due to circARHGEF15 overexpression. Our data indicated that circ ARHGEF15 can act as a ceRNA of miR-214 1n the immune response induced by 4. hAydrophila infection of blunt snout bream,

reduce the inhibitory effect of miR-214 on hepcidin, activate the NF-kB signaling pathway ,and promote the expression of downstream inflammatory factors il-1p5, il-6, il-8, tnf-a, and ifn-y. The
overall results of this study suggested that circ ARHGEF15 plays a crucial role 1n regulating the antibacterial immunity of blunt snout bream, and provides new insights into the function of
circRNAs.
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