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Synergistic induction of apoptosis of HEP-2 cell line by the combination

of TRAIL and 5-FU,DDP
YU Xiao-yan.et
(Department of Otolaryngology .the First Affiliated Hospital,Chongging Medical University)

[ Abstract] Objective:To investigate whether TRAIL can synergize S—Fu and DDP to kill HEP-2 cell line. Methods:MTT was
used to detecet the cytotoxicity of HEP-2 cell line intervented in 5-FU,DDP,TRAIL,5-FU+TRAIL and DDP+TRAIL.
Fluorescence microscope and FCM were used to detecet the apoptosis rate of cell. Results:HEP-2 cell line was insensitive in
TRAIL, but the apoptosis rate obviously was upgraded after intervented in 5-FU+TRAIL and DDP+TRAIL. Conclusion:TRAIL
in combination with subtoxic dose of 5-FU and DDP can effectively kil HEP-2 cell line. The combination of TRAIL,5-FU
and DDP induced apoptosis of HEP-2 cell line.
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