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Fig. 2 Schematic diagram of host innate

immune response caused by influenza A virus
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Fig.3 Multifunctional schematic diagram of PB1-F2 protein
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Fig. 4 Multifunctional schematic diagram of NS1 protein
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1 98 T A ¢ BE G AE & 1 (apoptosis-associated
speck-like containing a caspase-recruitment domain,
ASC) M Mz Z Ak, G52 M IL-1B Fl IL-18
K-, KR EE SR E IR 5 — g B, NS
5 B N5 Wk WL B 3- ¥4 G (phosphatidylin-ositol-3-
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PUOREAPIRES . BLSh, NS1HEL eIF4F (1 KIS A
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Mechanisms for Innate Imnmune Responses and Immune Evasion of
Influenza Virus
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(VHarbin Veterinary Research Institute, Chinese Academy of Agricultural Sciences/State Key Laboratory of Veterinary Biotechnology,
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Abstract Respiratory infection in humans and animals caused by influenza A viruses (IAV) is a severe
economic and public health problem worldwide. Influenza virus will make the body’s innate immune signal
activated during the early infection, which plays the role of defending, clearing the virus, and assisting the
adaptive immune response. However, the influenza virus has developed a variety of escape strategies in the
process of co-evolution with the host that mainly blocks the host’s innate immune pathway and inhibits the
production of interferon and inflammatory factors through influenza virus self-proteins. We reviewed recent
advances in host innate immune mechanisms against IAV infection and viral strategies for immune escaping,
which may benefit the monitoring, target discovery, and vaccination development to prevent and control the

influenza virus.
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