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Fig. 1 Brucine at 50 mmol + L ™' suppressed LPS-induced COX-

2 transcriptional activation
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Fig. 2  Effect of brucine at 50 mmol - L™"on COX-2 3'-UTR
stability after LPS treatment
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Fig. 3 Identification of brucine-responsive cis-elements within

COX-2 promoter by sequential deletion analysis
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Fig. 4 Brucine suppressed the phosphorylation of IkBa
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Effect of NF-kB on inhibition of non-small cell lung cancer cell
cyclooxygenase-2 by brucine

ZHU Guomin' ?, YIN Fangzhou®’ , DENG Xukun**
(1. Department of Medical Examination, Gaochun Hospital of Nanjing, Nanjing 211300, China;
2. College of Pharmacy, South-Ceniral University for Nationalities, Wuhan 430074, China;
3. College of Pharmacy, Nanjing University of Chinese Medicine, Nanjing 210029, China)

[ Abstract] Objective: To study the molecular mechanism of cyclooxygenase-2 (COX-2), one of effective ingredient of bru-
cine, in inducing non-small cell lung cancer cell apoptosis. Method: COX-2 promoter, transcription factor deletion mutants and COX-
2 mRNA 3'-UTR-containing report plasmids were transfected with Renillia to non-small cell lung cancer A549 cell, in order to detect
the activity of report gene luciferase and minimum cis-acting element of COX-2 promoter inhibited by brucine. The influence of brucine
on IkB phosphorylation and the nuclear translocation of p65 were detected by immunoblotting assay. Result: Brucine significantly sup-
pressed LPS-induced COX-2 promoter activation, but revealed minor impact on COX-2 mRNA stability. NF-kB in the vicinity of COX-
2 promoter-262 was an important cis-acting element of brucine for inhibiting the activity of COX-2 promoter. Brucine was found to in-
hibit the phosphorylation of IkBa as well as the nuclear translocation of p65. Conclusion; Brucine can improve A549 cells apoptosis by
inhibiting the activity of NF-kB and the subsequent COX-2 gene expression.

[ Key words| brucine; non-small-cell lung cancer cell (NSCLC) A549; cyclooxygenase 2; NF-kB
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