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Anti-lung cancer activity of NDGA analogue 26C based on ROS-induced
apoptosis in vitro
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Abstract: Objective To study the anti-lung cancer activity and preliminary mechanism of NDGA analogue 26C. Methods MTT
assay was employed to evaluate the cytotoxicity of 26C to lung cancer cells NCI-H460. Clonogenicity assay and scratch assay were
used to investigate the role of 26C on proliferation and migration of NCI-H460 cells, respectively. Flow cytometry detected cycle
arrest and apoptosis induction of NCI-H460 cells by 26C, and the intracellular accumulation of ROS was examined to explore the
mechanism of 26C inducing apoptosis. Results 26C own an IC,, value of (4.7 £ 0.5) umol/L, and displayed a potent inhibition on
clonogenicity and migration in NCI-H460 cells. Additionally, its activity was obviously better than the leading compound NDGA.
26C could arrest the cell cycle in the G,/M phase and induce apoptosis by accumulating the intracellular ROS. Conclusion With
activities of inhibit cell growth and induce apoptosis by increasing ROS levels and arresting the cell cycle, compound 26C could be
considered as a potential anti-lung cancer candidate with promising prospects.
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Fig. 1 The discovery and structure of 26C
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Fig.4 26C induced apoptosis in NCI-H460 cells by improving the levels of ROS
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