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Abstract: In recent years, enterovirus infection has become a frequent epidemic and developed into an
important public health problem. For example, hand-foot-mouth disease has become a common infection among
children in China. Hand-foot-mouth disease (HFMD) has been spreading globally since 1997, especially in the
Asia-Pacific region. Enterovirus 71 (EV71) is one of the main pathogens causing HFMD. And now there is no drug
available to treat EV71 infection. This review summarizes the research progress of anti-enterovirus-71 drugs from

the perspective of medicinal chemistry.
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Figure 1  The structure of EV71
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Figure 2 The life cycle of EV71E
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Figure 3 The structures of "Win"compounds and pleconaril
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Figure 4 The structures of compounds 6-82
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