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Study on the interaction between cyclovirobuxine D and HMGB1
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[ Abstract] As DAMPs, HMGB1 mediates the transmission of intercellular damage and inflammatory signals,
plays a key role in pathological processes such as aseptic inflammation, autoimmune diseases and cancer, and has
extensive research value as a drug target and biomarker. CVB-D is widely used in the prevention and treatment of
various cardiovascular diseases, and has significant anti-inflammatory potential. However, there is currently no study
on the interaction between CVB-D and HMGBI1. Therefore, this study explored the interaction between CVB-D and
HMGBI1 and its molecular mechanism at the cellular and molecular levels. The results showed that CVB-D inhibited
HMGBI1-induced inflammatory response, which may be related to the fact that CVB-D can bind to HMGB1 and

change its conformation.
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