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Abstract

OBJECTIVE To investigate the mechanisms by which programmed cell death 4 (PDCD4) is down-
regulated by norcatharidinon(NCTD) in human gastric cancer cells. METHODS Cell viability was
detected by MTT assay in human gastric cancer BGC-823 cells treated with NCTD 5, 10, 20, 40, 80,
160, 320 and 640 pmoIL'l down-regulated PDCD4 protein by 9%, 47%, and 62%, respectively. The
level of PDCD4 mRNA did not change in NCTD-treated BGC-823 cells. Compared with the cells
treated with NCTD alone, the level of PDCD4 protein did not change in cells treated with both MG132
and NCTD. The miR-21 expression in NCTD-treated cells increased dramatically compared to that in
control cells. The expression of PDCD4 protein was up-regulated dramatically by miR-21 inhibitor in
NCTD-treated cells. CONCL USION NCTD downregulates PDCD4 expression in BGC-823 cells



