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Fig. 1  Evasion of RLR signaling by RNA viruses. EV: ebola 
virus; IAV: influenza A virus; SeV: sendai virus; HAV: hepatitis 
A virus; HCV: hepatitis C virus; GBV: GB virus. 
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Retinoic acid-inducible gene-I-like receptors and RNA virus 
recognition�� A review  

Chengfeng Qin, Ede Qin*  

(State Key Laboratory of Pathogen and Biosecurity, Beijing Institute of Microbiology and Epidemiology, Beijing 100071, China) 

Abstract: Retinoic acid-inducible gene I (RIG-I)-like receptors (RLRs) have recently been identified as cytoplasmic sen-

sors for RNA viruses. The RLR signaling cascades induce the production of type I interferons and pro-inflammatory cy-

tokines, which are rigorously regulated by the host. On other side, RNA viruses have evolved strategies to evade RLR 

signaling. In this review, we present our current understanding of RLR signaling in RNA virus recognition and antiviral 

innate immunity. 
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