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Abgract :Objective  To investigate the effects of a selective COX-2 inhibitor-celecoxib on DNA repairing
after X-raysirradiation ,in order to elucidate the possble mechanism of the radiosenstization of selective
COX-2 inhibitor. Methods Human cervical carcinomacells (Hel. a) were cultured in vitro and exposed to
different doses of celecoxib for 48h then with and without radiation (6 Gy) , flow cytometry sub-
Glfluorescence parameter line was performed to analyze the change of the apoptosis and cell cycle distri-
bution. The DNA damage and repair were detected by single cell gel electrophoress assay. Semi-quantitar
tive RT- PCR and Western blot were used to measure the mRNA and protein level of ku70 and ku80 in
HelL a cell lines treated with celecoxib. Results Celecoxib had no effect on the cell cycle distribution of
HelL a cell lines,but it induced apoptos sincreasing dependent on celecocib doses. Radiation-induced apop-
toss was enhanced after Hela cells treated with celecoxib (enhancement factor = 6.96 at10Q4 mol/L) , and
the radiatiorrinduced G/ M arrest was markedly decreased by celecoxib Radiation group (RT) : G/ M
32.35 %, 10Qu mol/L celecoxib+ RT: G/M 5.95% . The DNA damage induced by radiation was not
increased ,but the DNA repair was reduced in Hela cells treated with celecoxib (6Q1 mol/L) for 48h, the
mRNA and protein level of ku70 and kus0 were al so significantly decreased( P<0.05). Conclusion The
results suggest that the possible mechanism of radiosenstization of a selective COX-2 inhibitor was relat-
ed to inhibition of DNA repair including reduced G2/ M arrest cells and decreased DNA- PK expresson.
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RT” 7.360 £2.598 5.239+1.694 1.791+0.798 0.743 £0.166 0.397+0.123
Celecoxib 0.410 £0.202 0.388+0.138 0.364 +£0.125 0.354+£0.114 0.354 +£0.093
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Tab3 TheDSBOTM(x*9 o Hel a cels detected by single cell gel dectrophoresis assay
Groups omin 15 min 30 min 1h 2h
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RT " + celecoxib 6.716 +£2.663 5.832+1.700 4.095+1.663 2.705+1.246 1.760 +0.658
RT " :Radiation; N =9;RT + celecoxib RT" 0min ,P>0.05;RT + celecoxib RT" ,
P<0.05;Cedecoxib Control ,P>0.05
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