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Abstract: DExD/H-box family RNA helicases are key proteins in host cells involved in transcription, RNA metabo-
lism and translation regulation, and play important roles in regulating host innate immunity. By identifying pathogen-
associated molecular patterns ( PAMPs) or regulating immune signaling pathways, DExD/H-box family RNA helicases
serve as key factors connecting pathogen recognition and immune responses. They form a complex equilibrium network in the
innate immune response, thus playing critical roles in antiviral, antibacterial and anti-inflammatory responses. This article

reviews the latest research progress on the regulation of host innate immunity by DExD/H-box family RNA helicases, aiming

to reveal the multi-level regulatory mechanism of DExD/H-
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immunomodulatory drugs targeting these helicases.
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Fig.2 Schematic diagram of the regulation of the RLR signaling pathway by DExD/H-box family RNA helicases
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