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Celecoxib promotes drug sensitivity of T cell lymphoma to chemotherapy

MA Ming", LIU Lihua", ZHAO Lianmei”, DU Yanyan', YANG Xingxiao*, SHAN Baoen"( a. Department of Laboratory
b. Center of Scientific Research; c. Department of Infection Management, Fourth Hospital Affiliated to Hebei Medical
University, Shijiazhuang 050011, Hebei, China )

[ Abstract ] Objective:To investigate the effect of celecoxib on chemotherapy sensitivity of T cell lymphoma and the
possible mechanism. Methods: The proliferation activities of Jurkat and Hut78 cell lines treated with celecoxib at different
concentrations for 24, 48 and 72 h were detected by MTT method. The inhibition effect of chemotherapy drugs [ cisplati-
num( DDP ), epirubicin ( EPI), and vinblastine( VCR ) ] associated with celecoxib at different doses on the proliferation
of Jurkat and Hut78 cell lines was also detected using MTT method, meanwhile, the ICy, value was calculated. The apop-
totic rates of Jurkat and Hut78 cells co-cultured with different chemotherapy drugs associated with celecoxib at different do-
ses were analyzed by Flow Cytometry. Meanwhile, the effect of celecooxib on the expression of MDR1, MRP1, LRP and
Topo I at the level of mRNA and protein in Jurkat and Hut78 cells were investigated by Real-time PCR and Western blot-
ting respectively. Results: After the treatment of celecoxib, the proliferation activity of Jurkat and Hut78 cells was inhibi-
ted in a dose-and time-dependent manner, and the killing effect of chemotherapy drugs on Jurkat and Hut78 cells was also
obviously enhanced ( P <0.05 ); in addition, the apoptotic rate of Jurkat and Hut78 cells was significantly elevated( P <
0.01 ). The results of Real-time PCR and Western blotting showed that the expressions of MDR1, MRPI and LRP were
down-regulated and Topo [l was up-regulated at both mRNA and protein levels in Jurkat and Hut78 cell lines treated with
celecoxib at different doses, compared with control group ( P <0.05 ). Conclusion : Celecoxib can enhance the chemother-

apy sensitivity of T lymphoma cells by regulating the expression of multidrug resistance( MDR ) related genes; Thus, it has
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a wide application prospect in the clinical treatment of T cell lymphoma.
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Fig. 1 Effect of celecoxib on proliferations
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A: Jurkat cells; B: Hut78 cells
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Fig. 2 Effect of celecoxib on cell activity of MNC and

proliferation of T and B cells in peripheral blood
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Fig. 3 Effect of celecoxib on proliferations of Jurkat and Hut78 cells

Al-A4: Jurkat cells;

B1-B4: Hut78 cells;
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Fig. 4 Effect of celecoxib on apoptosis of Jurkat and Hut78 cells
A: Jurkat cell; B:Hut78 cell; " P <0.01 vs 0 umol/L celecoxib
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Fig. 5 Effect of celecoxib on expressions of MDRI, MRPI, LRP and Topo I mRNAs in Jurkat and Hut78 cells
A:Jurkat cells; B:Hut78 cells; * P <0.05, " P <0.01 vs 0 pmol/L celecoxib
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Fig. 6 Effect of celecoxib on expressions of P-gp, MRP1, LRP and Topo II proteins in Jurkat and Hut78 cells
A:Jurkat cells; B:Hut78 cells;1: Opmol/L celecoxib; 2: 20 wmol/L celecoxib; 3: 40 wmol/L celecoxib; 4: 80 wmol/L celecoxib
" P<0.05, " P<0.01 vs 0 pmol/L celecoxib
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Fig. 7 Effect of celecoxib on intracellular accumulation of Rhodamine-123 in the Jurkat and Hut78 cells
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