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Advances in research on HBV inhibitors based on new targets (2):
RNase H and others
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Abstract: Hepatitis B has become one of the major diseases which seriously affect people's health and social
development. Hepatitis B, with high incidence and long disease course, cannot be cured by approved drugs such
as the nucleoside analogues. Therefore, the discovery of safe and efficient novel HBV inhibitors is of great
significance. From the point of view of medicinal chemistry, we summarized and discussed current endeavours
towards the discovery and development of anti-HBV agents of RNase H and other novel target inhibitors with
various scaffolds or distinct mechanisms of action, besides the existing capsid protein inhibitors.
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Figure 1  The life cycle of HBV
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Figure 3 The structures of hydroxytropolone derivatives 24-28 and their preliminary SAR
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Figure 5 The structures of HID derivatives 34-41 and their preliminary SAR
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Figure 6 The structures of compounds 49, 50 and pharmacophore model
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