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Abstract: Objective

mia NB4 cell line,and to investigate its apoptosis mechanisms. Methods

To study the effects of COX-2 selective inhibitor celecoxib on the apoptosis of acute promyelocytic leuke-
The expression of COX-2 mRNA in different cell lines was
detected by reverse transcript polymerase chain reaction(RT-PCR). After treatment of NB4 with different doses of celecoxib, the in-
hibition of NB4 growth was assayed by MTT,and the DNA fragmentation was examined by the DNA ladder test. The level of Bel-
2 protein expression was assayed by the flow cytometry. Results As compared with the no-medication treatment group,the DNA
ladder fragments became more and more obvious after the treatment by different doses of celecoxib. The expression rates of Bel-2
protein in the different doses of celecoxib groups (25,50,100 pmol/L) were (71. 694 1.65) % ,(34.51+2.53)% and (29. 28+
2.38) % respectively,compared with the Bel-2 protein expression rate (85.34+2.89%) in the blank control group,the expression
rate of Bel-2 protein in different doses of celecoxib groups(50,100 pmol/L ) was significantly decreased(P<C0. 05). Conclusion

Celecoxib as COX-2 selective inhibitor could evidently induce the apoptosis of NB4 cells by down-regulating the expression of Bel-2

protein in NB4 cells.
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reverse transcriptase polymerase chain reaction
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1.2.1 RT-PCR #:illl U937 .NB4 4/t & COX-2 mRNA (1) 3
ik WO B KR 4 28 PBS PR 5 A 1. 0 mL Trizol
(Gibeo A ®DIAT  # iR 5 Ud B 5 42 BOE RNA, $¢ 30 5% 542 7
& (promega A ®)) U B 43 ik 47 306 % 58 | & B 4 [ b (RT-
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TCC TCA AGT CC-3'1 pl; COX-2 Jz X % 5-TTC CTA CCA
GCA ACC-3'1uL, & B-Actin 7= 4 234 bp, IE X §E 5'-CGA
GAA GAT GAC CCA GAT CA-3'1 pL, & X %k 5'-GAT CTT
CAT GAG GTA GTC AG-3'1 uL, FCHl# 0.5 pg/mL EB g 2%
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BT AL B L 4] R ¢ KB, P<<0. 05 N ZERA ST
2 % ES
2.1 Wi ORI 40 & U937 L K NB4 40 it & i COX-
2mRNA 23k, Hi U937 4 il &R 3535 COX-2mRNA, jfij NB4
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der S5 (/] 3) & B, 2£ 2K F i %) NBA 41 ifg i 12 9 T 15 F i
W, Y FER WA MR B IR B 50 pmol/L BRI #LEH & 1 DNA Wt
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