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Research progress on bidirectional regulation of bacterial infection by IRF3
through IFN- | -dependent and independent pathways
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Abstract : Interferon regulatory factor 3 (IRF3) is a key member of the interferon regulatory factors (IRFs) family. It is a
crucial transcription factor in regulating host-bacteria interactions, and its activation is essential for type [ interferon
(IFN- I )-mediated antibacterial defense. However, the function of IRF3 in bacterial infections is not static: changes in
the cellular microenvironment or differences in activated signaling pathways can transform it from a "defender" to a
"promoter". This article reviews the mechanism of IRF3 as a multifunctional transcription factor in bacterial infections,
with a focus on recent research progress in its involvement in different bacterial infection processes through inducing TFN- |
expression or IFN- I -independent signal transduction pathways, with the aim of providing a theoretical basis for the

clinical treatment of bacterial infections.
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