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Brucein D Inhibits Proliferation and Induces Apoptosis in Colon Adenocarcinoma Cell Line HT29. Zheng Yanyan, Chen Jingjing, Wang
Zhaohong. Department of Anorectal Surgery, Wenzhou Hospital of Integrated Traditional Chinese and Western Medicine , Department of Hep-
atobiliary Surgery, The Second Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China

Abstract Objective To investigate that brucein D (BD) possesses potent anti — colon cancer activity by inhibiting proliferation
and inducing apoptosis in colon adenocarcinoma cell. Methods  After human colon cancer cell line PANC - 1 was treated with BD (0, 5,
10, 20, 30, 80) wmol/L for 24,48 ,72h,the cell proliferation was detected by cell counting kit - 8 (CCK - 8) assay. The apoptosis of co-
lon cancer cells was detected using Annexin V — FITC/PL. The protein expressions of JNK and p — JNK were detected using Western blot.
Results After human colon cancer cell line PANC - 1 was treated with BD for 24,48 ,72h, the cell survival rates decreased lower and ap-
optosis rate increased in concentration — and time — dependent manners. AS the concentration of BD got higher or the time got longer, the
protein expression of JNK was down — regulated and that of p — JNK up - regulated significantly. In vivo, with the prolonged administra-
tion, the mean volume of xenograft tumor grew slowly. The protein expression of JNK was down — regulated and that of p — JNK up - regu-
lated significantly in colon xenograft tumors cells. Conclusion With the increase of time and BD's concentration, the survival rates of co-

lon cancer HT29 cells could be lower. Instead, the apoptosis rate has increased in a concentration — time — dependent manners.
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