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Effects of Trail combined with chenotherapeutics on proliferation and apoptosis

of HNE-1 cell line
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[ Abstract JObjective:To observe the effects of different concentrations of TRAIL and chemotherapeutic drugs(5~FU, DDP) on proliferation
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and apoptosis of HNE—1 cell lines ,both singlely and jointly.
Methods:MTT was used to detect the inhibition rate. FCM was
used to detect the apoptosis rate of cell.Results:The inhibition rate

and apoptosis rate of combination use of TRAIL and 5-FU,DDP
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were significantly increased,compared with those of single use of TRAIL.Conclusion:The inhibition of proliferation and apoptosis of

HNE-1 cell line can be induced by TRAIL, and the effects were higher by TRAIL combined with 5-FU and DDP.
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