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Fig. 1 The intermediates of membrane fusion
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Fig. 3 The model of viral fusion protein mediated fusion process
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The Structure and Function of Viral Fusion Protein”

CI Ya-Li, XU Cai-Min, SHI Lei"
(State Key Laboratory of Medical Molecular Biology, Institute of Basic Medical Sciences,
Chinese Academy of Medical Sciences, Beijing 100005, China)

Abstract There are three classes of viral fusion protein. Different types of viral fusion proteins usually have
radically different architectures, whereas they share similar “ hairpin” conformation during fusion processes.
After triggering, a hydrophobic domain, fusion loop or fusion peptide insert into target membrane and the opposing
membrane were brought closely with fusion protein folding and hairpin formation. With the energy from viral
fusion protein conformational changes, the membranes were broken and fusion together. Here, we reviewed the
characteristics of three classes viral fusion proteins and the functions of central trimer-of-hairpin domain,

transmembrane domain and juxtamembrane domain in fusion process.
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