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Experimental study of cyclooxygenase2 expression in NK/T cell lymphoma

in the role of chemotherapy drug resistance and its mechanism
Wang Yamin Gu Kangsheng
(Dept of Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the potential mechanism of chemotherapy drug resistance induced by cycloox—

ygenase2 (COX=2) in NK/T cell lymphoma. Methods

The effects of epirubicin and celecoxib a COX=2 selec—

tive inhibitor and LY294002 the Akt pathway inhibitor on the viability of NK/T cell was assessed by MTS assay.
The effect of epirubicin on regulating the COX-2 expression was detected by Western blot. The significance of
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chemotherapy drug resistance in cell lines YTS that over express COX2 was analyzed among different groups treated
with epirubicin alone and with celecoxib(20 pmol/L) or combined with LY294002 (25 pmol/L). Further we de-
tected the activation of Akt p-Akt Bax Becl2 Mecld by means of Western blot meanwhile flow cytometry was
used to evaluate cell apoptosis rate. Results It was shown that epirubicin celecoxib and 1.Y294002 were in pos—
session of cytotoxic effect on YTS cell line activity in a dose-dependent manner. When the dose of epirubicin in-
creased the expression of COX2 showed a rising trend in YTS cell line. Compared with control cell COX-2-over—
expressing cells were more tolerant to epirubicin and expressed higher expression of p-Akt Bel2 Mecld and less
Bax. Over-express COX=2 was analyzed among different groups treated with epirubicin alone and with celecoxib(20
wmol /L) or combined with LY294002 (25 pmol/L). Cell survival rate decreased and cell apoptosis rate increased
successively. At the same time expression of Bax up—regulated and expression of Bel2 Mecld  p-Akt reduced
successively. Conclusion Epirubicin has a cumulative effect on COX-2 expression induction in NK/T lymphoma
cell lines YTS. Over-express COX-2 cell lines may increase tolerance of epirubicin through the apoptosis pathway
mediated by p-Akt signaling.

Key words COX=2;apoptosis;Akt;epirubincin; NK/T lymphoma cell line YTS



