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Enhanced TRAIL antitumor activity on human gastric cancer cells induced by 5-Aza-

CdR is involved in up-regulation of caspase-8
ZHANG Ru-ga.ng. FANG Dian-chun, YANG Liu—qin, LUO Yuan-hui ( Gastroenterology Research Center, Southwest Hospital, Third
Military Medical University, Chongging 400038, China)

Abstract: Objective To study the effects of demethylation agent 5-Aza-2'-deoxycytidine (5-Aza-CdR) on the
antitumor activity of tumor necrosis factor (TNF)-related apoptosis-inducing ligand (TRAIL) against gastric carcino-
ma. Methods Expression of caspase-8 mRNA was examined by RT-PCR. Antitumor activity of TRAIL protein was
measured by MTT method. Results The inhibition rates of treatment with 200 ng/ml TRAIL for 72 h on gastric cell
lines SGe 7901, Kato 3 , and AGS were 9.83% , 11.94% , and 4.04% . After treatment with 5-Aza-CdR, the inhi-
bition rates of 200 ng/ml TRAIL on gastric cell lines increased to 38.98% , 52.42% , and 30.72% .
sure to 5-Aza-CdR, expression of caspase-8 mRNA was low and an increased expression of the caspase-8 was found in
the three gastric cancer cells after treatment with 5-Aza-CdR. Conclusion Treatment with 5-Aza-CdR can increase
TRAIL antitumor activity on human gastric cancer and its mechanisms might be involved in the up-regulation of

Before expo-

caspase-8 gene.
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Fig 1 Effects of 5-Aza-CdR on the inhibitory effect of TRAIL on

the growth of gastric tumor cells
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M: PCR marker; 1: Pretreatment without 5-Aza-CdR; 2: Gastric cells pretreated with | pmol/L. 5-Aza-CdR for 7 d
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Fig 2 Effects of 5-Aza-CdR on the expression of caspase-8 mRNA
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