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An appearance of many viral emerging infectious diseases, such as Ebola virus disease, Lassa

fever, as well as Severe Fever with Thrombocytopenia Syndrome (SFTS), becomes a huge concern of

public health worldwide. Recently, people start to pay attention on these infectious diseases, makes

virologists speed up the basic research and also the development of the antivirals against these highly

pathogenic viruses. We have focused on the highly pathogenic viruses and tried to understand the

replication and propagation mechanisms of these viruses in molecular level, and also aimed to connect

these findings to applied medicine to develop novel antivirals.
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