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Abstract; The binding of influenza hemagglutinin and sialic acid which’s at the terminal of glycan on host

cells” surface plays a significant role in the infection of influenza virus to the host. Avain influenza virus

mainly binds to SA a2-3Galf glycan,and human influenza virus mainly binds to SA «2-6GalB glycan, this

difference leads to a barrier of interspecies transmission, but intermediate host like pig and terrestrialbird

et al. can provide a palce for diverse flu viruses to gene reassort,and help part virus get adaption to infect

human, on the other hand, the gene mutation of virus itself, especially in receptor binding domain results

in changes of receptor binding specificity, however, the mutantion in virus can also make the sugar modi-

fied and antigenic determinant altered, which could change the immune recognition and binding capacity of

the virus. All these changes in molecular level can affect the virus receptor binding and immune response.
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