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Anticancer Activity and Primary Mechanism of Cycloberberine Derivative AS5.  Zhao Wuli, Li Yangbiao, He Hongwei et al. Institute of
Medicinal Biotechnology ,China Academy of Medical Science Peking Union Medical College ,Beijing 100050, China

Abstract Objective To investigate the anticancer activity and the primary mechanism of cycloberberine (CBBR) derivative A55.
Methods Inhibition rate and IC4, (half — inhibitory concentration) were analyzed by SRB. Flow cytometry was used to detect cell cycle
distribution. Topoisomerase [ (Top I ) inhibition assay was used to analyze the effect of A55 on Top I . Hochest and Western blot assays
were used to detect apoptosis and the protein associated with apoptosis and DNA break repair. Results Compound AS55 inhibited signifi-
cantly cancer cells growth. The anticancer activity could be finished by cell apoptosis and cell cycle blockade at S phase induced by DNA

strand break mediated by Top 1 inhibition. Conclusion Cycloberberine derivative A55 is a novel structure and can inhibit strongly cell

proliferation. AS55 could be developed and study further.
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